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I.  EDUCATION AND QUALIFICATIONS

| am an adult over the age of 18 and am not a party to this lawsuit. | have personal knowledge of the
facts set forth in this declaration, except for those based on my professional expertise and reliance on
relevant materials. | can and would competently testify to these facts if requested.

I am currently a Professor of Oncology at Stanford University, serving in both the Departments of
Medicine and Pathology. | also hold the position of Associate Chief of the Division of Oncology. | have
more than 25 years of experience in cancer research, carcinogenesis, and oncology. My career has
focused on studying the mechanisms of cancer, specifically how oncogenes initiate and sustain tumor
development. For over 25 years, | have directed the Dean Felsher Laboratory at Stanford University,
which investigates these processes. | also mentor and supervise medical students, research fellows, and
junior faculty in oncology, cancer biology, and translational medicine.

In my medical career, | have treated thousands of patients with cancer, including hundreds of patients
with hematopoietic cancer. | have taught courses on the causes and treatments of cancer, including
specialized topics in cancer biology, tumor immunology, and carcinogenesis. My work as an educator has
extended to both formal classroom settings and direct mentorship of clinical and research fellows.

| received my Bachelor of Arts in Chemistry from the University of Chicago, followed by both an M.D. and
a Ph.D. in Molecular Biology with a specialization in cancer immunology from the University of California,
Los Angeles. | completed my residency in internal medicine at the Hospital of the University of
Pennsylvania and a fellowship in hematology-oncology at the University of California, San Francisco,
where | conducted postdoctoral research under the Nobel Laureate Dr. J. Michael Bishop. | am board
certified in internal medicine and medical oncology, although | have not recertified, as my current role
focuses on research and education rather than direct clinical care.

From 1997 to 1999, | served as a clinical instructor and Assistant Professor at the University of California,
San Francisco, before joining Stanford University, where | have held various academic positions since
1999. In 2012, | became a full professor, and since then, | have held leadership roles as the founding
director of Stanford’s Translational Research and Applied Medicine (TRAM) Center, the Cancer
Translational Nanotechnology Training Program, and the Masters of TRAM Graduate Program. | also
serve as the Director of Admissions for the Medical Scientist Training Program and am one of three
principal investigators for Stanford’s NIH-funded Clinical and Translational Science Award (CTSA)
program, which oversees clinical and translational research at the university.

My research has extensively focused on the mechanisms of cancer, including carcinogenesis and tumor
microenvironment, and the development of novel cancer diagnostics and treatments. | have published
over 100 peer-reviewed articles in leading scientific journals, including but not limited to:

e Smith, Martyn T et al. “The Key Characteristics of Carcinogens: Relationship to the Hallmarks of
Cancer, Relevant Biomarkers, and Assays to Measure Them.” Cancer epidemiology, biomarkers &
prevention : a publication of the American Association for Cancer Research, cosponsored by the
American Society of Preventive Oncology vol. 29,10 (2020): 1887-1903. doi:10.1158/1055-
9965.EPI-19-1346
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e Goodson, William H Il et al. “Assessing the carcinogenic potential of low-dose exposures to
chemical mixtures in the environment: the challenge ahead.” Carcinogenesis vol. 36 Suppl
1,Suppl 1 (2015): S254— S296. doi: 10.1093/carcin/bgv039

e Casey, Stephanie C et al. “The effect of environmental chemicals on the tumor
microenvironment.” Carcinogenesis, vol. 36 Suppl 1,Suppl 1 (2015): S160— S183.
doi:10.1093/carcin/bgv035

e Block, Keith | et al. “Designing a Broad-Spectrum Integrative Approach for Cancer Prevention and
Treatment.” Seminars in Cancer Biology, vol. 35 Suppl,Suppl (2015): S276-S304.
doi:10.1016/j.semcancer.2015.09.007

e Casey, Stephanie C et al. “Cancer prevention and therapy through the modulation of the tumor
microenvironment.” Seminars in cancer biology vol. 35 Suppl,Suppl (2015): S199—S223.
doi:10.1016/j.semcancer.2015.02.007

e Beer, Shelly et al. “Hepatotoxin-Induced Changes in the Adult Murine Liver Promote MYC-
Induced Tumorigenesis.” PloS one vol. 3,6 e2493. 18 Jun. 2008,
doi:10.1371/journal.pone.0002493

e Beer, Shelly et al. “Low-level shRNA cytotoxicity can contribute to MYC-induced hepatocellular
carcinoma in adult mice.” Molecular therapy : the journal of the American Society of Gene
Therapy vol. 18,1 (2010): 161-70. doi:10.1038/mt.2009.222

e Beer, Shelly et al. “Developmental context determines latency of MYC-induced
tumorigenesis.” PLoS biology vol. 2,11 (2004): e332. doi:10.1371/journal.pbio.0020332

e Woodard, Lauren E et al. “Impact of hydrodynamic injection and phiC31 integrase on tumor
latency in a mouse model of MYC-induced hepatocellular carcinoma.” PloS One, vol. 5, no. 6,
el1367, Jun. 29, 2010, doi:10.1371/journal.pone.0011367

e Dhanasekaran, Renumathy et al. “The MYC oncogene - the grand orchestrator of cancer growth
and immune evasion.” Nature reviews. Clinical oncology vol. 19,1 (2022): 23-36.
doi:10.1038/s41571-021-00549-2

In addition to my research, | have served on the editorial boards of several leading cancer-related
journals and as a scientific reviewer for over 20 top-tier journals, including Nature, Science, Cell, and
Nature Medicine. | hold senior editorial roles with Cancer Research and Oncogene, where | review
cancer-related studies. My publications have been cited over 25,000 times, and | have received
numerous awards for my contributions to oncology, including the National Cancer Institute Outstanding
Investigator Award.

| have been invited to present my research at numerous international cancer conferences and have
delivered over 240 presentations on topics related to cancer causation, tumor biology, and the
development of cancer treatments. | have also lectured extensively on cancer mechanisms and
carcinogenesis, training the next generation of oncologists and cancer researchers.
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My opinions in this declaration are held to a reasonable degree of medical and scientific certainty. They
are based on my education, training, and experience, as well as my clinical and scientific research on
cancer and cancer causation, knowledge of the literature, and my review of relevant materials and
records.

Attached as exhibits are my CV, a list of publications from the past 10 years, a list of cases in which |
testified in the past 4 years, and my fee schedule for this case.

Il. METHODS

| describe my methodology in further detail below, which includes considering my experience as a
scientist and a physician. | reviewed medical and scientific literature and used a weight-of-evidence
approach to evaluate causation in this case. | integrated my analysis of mechanistic, preclinical, and
epidemiological studies and considered the Bradford Hill considerations, using methods that any
scientist and doctor with my training would utilize and that are commonly utilized by other scientists,
governmental agencies, and public organizations such as the EPA, NTP, ATSDR, and IARC, in their analysis
of similar considerations. | have also reviewed, and to varying degrees, relied upon general causation
reports from Morris Maslia, Kelly Reynolds, Kate Gilbert, and my own general causation report in this
case.

| performed a differential etiology using the same methods that would be generally accepted and
commonly used in usual practice of physicians and scientists with expertise in determining etiology and
are generally considered standard for considering the contributions of risk factors to a disease process.
In my daily practice as a physician and scientist, | conduct analysis to determine the contributing risk
factors and/or causes of disease processes. Such differential etiology is often multi-faceted and involves
consideration of a multitude of mechanisms that can occur over a period of time and can be influenced
by other factors that are related to both the individual and environment. In these analyses | performed, |
consider both general factors that are applicable often to a general population as well as factors that are
specific to an individual. My opinions consider whether there is at least as likely as not a causal
relationship between the chemical carcinogens described in this report and hematopoietic cancers, and
in particular, non-Hodgkin’s lymphoma (NHL). | understand “at least as likely as not” to be the causation
standard under the Camp Lejeune Justice Act. | define “at least as likely as not” as meaning that there is
at least an equal or greater than equal chance (50% or greater chance) that the exposure described
below was sufficient to have a causal relationship. In defining “at least as likely as not,” | have also
reviewed the 2017 ATSDR Assessment of the Evidence for the Drinking Water Contaminants at Camp
Lejeune and Specific Cancers and Other Diseases and its definition of “equipoise and above,” which |
have found to be reliable based on my years of education, research, and clinical practice.

Also, | considered other risk factors associated with the development of hematopoietic cancers including
NHL as part of my differential etiology, and | reviewed the materials relating to Mr. Keller to determine
which, if any, of them apply to his case. Included in that analysis was an evaluation of the benzene
concentrations to which Mr. Keller was exposed during his time at Camp Lejeune. | then performed a
differential etiology as described above to determine whether Mr. Keller’s exposure to chemicals in the
water at Camp Lejeune is at least as likely as not the cause of his NHL.

To perform a differential etiology generally, | first compiled a list of demographic and risk factors for NHL
based both on my experience with hematopoietic cancers and on information from the same scientific
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sources referenced herein. For completeness, | include demographic and risk factors, even if | do not
conclude there is sufficient evidence to consider them as risk factors for NHL, if there is any scientific
literature suggesting an association with NHL.

Second, | evaluated, for each individual, here for Mr. Keller, whether any of the risk factors apply to the
particular plaintiff based on all available evidence, including medical records, deposition testimony,
military records, and any other relevant evidence about the individual plaintiff’s history.

Third, for each risk factor that could apply, | applied the available scientific knowledge and literature to
determine whether a specific risk factor was at least as likely as not a substantial contributing factor and
whether it was a substantial contributing cause in the development of the plaintiff’s NHL.

As a scientist and physician, | review the literature based upon my already-existing knowledge of the
medical literature, reviewing the science cited in such publications, and reviewing the science that cites
these documents. | do not rely on any single specific search term or combination of terms alone, but my
searches did include using multiple search engines, including PubMed, Google, Google Scholar, and/or
DuckDuckGo. | included in my search terms: Camp Lejeune, and each specifically named carcinogen (as
described further below): trichloroethylene (TCE), benzene, vinyl chloride (VC), and tetrachloroethylene
(perchloroethylene, PCE). | also reviewed related documents pertaining to Camp Lejeune and to each
carcinogen from the EPA, ATSDR, IARC, as well as other reports and associated literature as references
and/or described in these government reports or in my documents considered list.

In my materials considered, | include the primary documents reviewed. This includes published scientific
literature and government documents from ATSDR, IARC, and other organizations. When | cite these
government reports, | note that | have also independently reviewed the data and literature contained
therein. | note that not all of the documents that underlie my opinions are contained in these
documents.

| reserve the right to continue to review medical and scientific literature and other documents made
available to me that may result in new opinions. Further, when | am deposed, | cannot anticipate what
questions | will be asked or what reports, documents, or publications | will be shown by defense counsel,
which may result in my having new opinions. In addition, when the defense experts’ reports and
testimony are made available to me, | will likely have additional scientific and medical opinions.

lll.  SUMMARY OF OPINIONS

| conclude with a reasonable degree of medical certainly that it is more likely than not that exposure to
volatile organic compounds (VOCs) including benzene, can generally be a cause of hematopoietic cancers
including non-Hodgkin’s lymphomas (NHL).

| conclude as to Mr. Keller specifically, with a reasonable degree of medical certainly, that his exposure to
benzene in the water at Camp Lejeune is more likely than not a substantial contributing cause of his NHL.

| conclude as to Mr. Keller specifically, with a reasonable degree of medical certainly, that his
development of kidney disease is more likely than not caused by his treatment for NHL.
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| conclude as to Mr. Keller specifically, with a reasonable degree of medical certainly, that his significant
worsening of cardiomyopathy is more likely than not caused by his NHL treatment.

| conclude as to Mr. Keller specifically, with a reasonable degree of medical certainty, that his NHL
treatment, kidney disease, and cardiomyopathy more likely not will increase the likelihood of his
premature death.

IV. HEMOTOPOETIC CANCERS AND NON-HODGKIN’S LYMPHOMA

Hematopoietic cancers are cancers often derived from hematopoietic cells and stem cells (Bryder 2006,
Filipek-Garzala 2024)*2. There are many types and subtypes of hematopoietic stems cells that, when
they acquire sufficient genetic changes such as mutations, deletions and chromosomal translocations,
can become cancerous (Greaves 1986, Kuppers 2005, Greaves 2003, Weigert 2012, Weniger 2024). This
includes erythroid, myeloid, and lymphocytes amongst other lineages. Most types of hematopoietic
cancers initially arise in immature stem, progenitor cells and/or less differentiated cells that can in some
circumstances further mature to become more or fully differentiated (Greaves 1986, Kuppers 2005,
Greaves 2003, Weigert 2012, Weniger 2024).

There are a multitude of associated hematopoietic diseases, including hematopoietic cancers commonly
deriving from immature cells as well as less or more mature cells (Greaves 1986, Kuppers 2005, Greaves
2003, Weigert 2012, Weniger 2024).3® For example, diseases causing a disruption of the bone marrow
function can be a myeloproliferative disorder such as chronic myelogenous leukemia (CML) or essential
thrombocytopenia (ET) or a disease called myelodysplasia. Alternatively, when the disease involves solid
immune organs such as lymph nodes or the spleen, then the disease is often described as a lymphoma.
Additionally, hematopoietic cancers are usually considered leukemias when they are associated mostly
with abnormal increased numbers of leukocytes that have become abnormal cancerous cells seen in
excess in the blood. Hematopoietic cancers are usually considered lymphomas when they are associated
with abnormal increased normal of lymphocytes in hematopoietic or lymphoid organs such as bone
marrow, lymph nodes and/or spleen. However, all types of hematopoietic cancers, whether designated
by a name of leukemia or lymphoma, generally are both in the blood and the hematopoietic organs.
While each of these types and subtypes have different naming conventions, they are all hematopoietic
cancers due to the types of cells from which they arise, and many of these cancers begin and/or are
initiated in the same common hematopoietic stem cells even if the final disease at diagnosis for a patient
corresponds to a more specific hematopoietic lineage and differentiative state, or subtype of that lineage
or state, as has been generally accepted for decades (Greaves 1986, Kuppers 2005, Greaves 2003,
Weigert 2012, Weniger 2024).

All hematopoietic cancers, including those that are derived from erythroid, myeloid cells, B-cell or T-cell
lymphocytes, arise when an otherwise normal cell acquires a complement of genetic events that activate
oncogenes and inactivate tumor suppressor genes (Weissman, Blood, 2008).” These genetic events can
occur spontaneously but occur more frequently when bone marrow cells, myeloid cells or lymphocytes
are exposed to environmental agents, such as carcinogens that are known to initiate, promote,
accelerate cancer formation and can reduce the sensitivity of cancer cells to therapy. 3
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Figure 1. Schematic of hematopoietic development indicating intermediates in the hierarchy of
hematopoietic differentiation. Surface markers used for isolation are indicated at left for human (top)
and mouse (bottom) for each stem and progenitor cell. HSC indicates long-term reconstituting, self-
renewing; MPP, multipotent progenitors with limited self-renewal leading to transient but multilineage
reconstitution; CMP, common myeloid progenitor; CLP, common lymphoid progenitor; BLP, B
lymphocyte protenitor; ProT, T-cell progenitor; GMP, granulocyte/macrophage progenitor; MEP,
megakaryocyte/erythroid progenitor; MkP, megakaryocyte progenitor; EP, erythroid progenitor. This
figure and legend is from Figure 1 in Bryder D, Rossi DJ, Weissman IL. Hematopoietic stem cells: The
paradigmatic tissue specific stem cell. Am J Pathol. 2006;169:338-346, with permission from the
American Society for Investigative Pathology.

Hematopoietic cancers include Lympho-Hematopoietic cancers that are derived from lymphocytes that
include: acute lymphocytic or lymphoblastic leukemia (ALL), multiple myeloma (MM), non Hodgkin’s
lymphoma (NHL) and Hodgkin’s lymphoma (HL). Patients with these types of hematopoietic cancer have
cancerous lymphocytes that can be found in the blood and bone marrow and other locations.
Lymphocytes can be either B-cells that are the antibody producing cells or T-cells that are the cells that
have a T-cell receptor. B-cells are the type of cell that when they become mature are normally in the
human body helps fight infections through the production of antibodies. T-cells are the type of cell that
when they become mature are normally in the body to help fight infections and also help prevent cancer
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through their T-cell receptor that can result that help the function other immune cells including B-cells.
ALL is a type of cancer that arising from lymphocytes, more commonly B-cells but also T-cells and usually
in less mature pre-B or pre-T-cells or lymphocytes that have not completed the formation of their
antibodies or T-cell receptor respectively. MM is a type of cancer arising in B-cell lymphocytes that are
antibody producing. B-cell lymphocytes make antibodies that are secreted, and they are called plasma
cells.

NHL is a group of cancers that occur more commonly in B cells but also occurs in T cells and rarely in
other types of lymphocytes, that occur in different stages of their maturation. (Rohit 2020, Leval 2020,
Pasqualucci 2024).87° Mr. Keller has a B-cell lymphoma. NHL of mature B-cells is most common in
humans. NHL can be further divided clinically into the high-grade, fast-growing lymphomas and low
grade, more slow growing lymphomas and then further subdivided into many other subtypes mainly
based upon their phenotypic features as observed by a pathologist under the microscopy through
histology as well as through characterization of cell surface markers. (Rohit 2020, Leval 2020, Pasqualucci
2024).59 The World Health Organization (WHO) consensus classification of hematologic malignancies
uses an updated version of the Revised European American Lymphoma (REAL) classification for lymphoid
neoplasms (de Leval, Cancer Journal, 2020).8*! In the Working Formulation, NHL can be subdivided into
many specific subtypes that can be differentiated based upon their morphologic features, surface
antigen phenotype, biological behavior, immunoglobulin rearrangement status, oncogenic activation as
well as other parameters (Rohit 2020, Leval 2020, Pasqualucci 2024).

Diffuse large cell lymphoma is a type of NHL that can be divided into other subtypes including
Immunoblastic lymphoma (Kurz 2023).1% In turn, this subtype is classified with lymphoblastic ymphoma
and small noncleaved-cell lymphoma as a high-grade non-Hodgkin lymphoma (NHL) The International
Lymphoma Study group uses all available information, morphology, immunophenotype, genetic features,
and clinical features, to define a disease entity. Immunoblastic lymphoma (IBL), can also be called a
diffuse histiocytic lymphoma, is a malignant disorder of the B-cell. Inmunoblastic lymphoma is fatal
disease if left untreated. But is curable with intensive chemotherapy. Treatment success has been found
to relate to the stage of the disease, presence of B symptoms, the initial therapeutic choice, and the
treatment response In the United States this corresponds to about 9% of all NHL. Of these, 70% are of B-
cell origin and 25% are of T-cell origin. No difference exists among races or between the sexes. However,
although immunoblastic lymphoma can appear in persons of any age, it presents most commonly in
persons who are middle-aged or older, and it is commonly observed in patients of any age who are
immunocompromised.

In general, there are certain demographics and many risk factors generally associated with lympho-
hematopoietic cancers and/or NHL (Koff 2015).:

Age and gender: In general, increasing age is associated with increased risk. In some circumstances,
gender influences risk, with males slightly more at risk than females.

Family History: There is some suggestion that a family history of a hematological malignancy can be
associated with increased risk (Cerhan, Blood, 2015).!

Familial predisposition syndromes: Familial predisposition syndromes are associated with increased
lymphoma such as Ataxia Telangectasia, Klinefelter’s Syndrome, Wiskott Aldrich Syndrome, Chediak-
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Higashi Syndrome amongst many others often associated with defects in DNA repair, aging mechanisms
and/or immune deficiencies. (Szymd 2021).%*

Autoimmune Disorders: Many autoimmune disorders are associated with a risk of lymphoma, including
rheumatoid arthritis, systemic lupus erythematosus, sjogren’s syndrome and Crohn’s disease. (Smedby
2008).13'15

Immune Suppression: Congenital, infectious or iatrogenic immune suppression including patients with
HIV, transplant patients in immune suppression. (Gruhlich 2007).1 Some infectious agents can be
associated with increased risk such as EBV, HTLVIII, Herpes 8, heliobacter pylori, hepatitis C and
tuberculosis. (Engels 2007).Y

Exposure to Radiation and Chemotherapy: Prior treatment with chemotherapy or radiation therapy and
radiation exposure can increase the risk of NHL. (Harbon 2020).%8

Exposure to chemical carcinogens: The exposure to chemical carcinogens, such as benzene (Smith 2007,
Vlaanderen 2010, Steinmaus 2015,Rana 2021, Ge 2024, Bassig 2024) °24, trichloroethylene (also for
benzene and TCE see as described in detail further elsewhere in this report) (see for example NTP
2015%), formaldehyde?® (see for example Catalina 2019), glyphosate (see for example Zhang 2021,
Davoren 2018)?”% and ethylene oxide (see for example: IRIS 2016)?°, as well as many other chemical
agents, such as pesticides(Cavalier 2021), * or other environmental exposures can cause NHL. (Francisco
2023).3

Other risk factors include the use of some types of breast implants (Kricheldorff 2018)32; obesity
(Lichtman 2010, Skibola 2007, Willet 2008)33-3¢; diabetes (for example: Xu 2019)*” and NHL survival (Han
2023). The exposure to tobacco smoke may be associated with NHL, but evidence is conflicting. (for
example: Diver 2012, Taborelli 2017).3738

The VA recognizes herbicide exposure during military service as a risk factor for CLL. The VA also
recognizes exposure to Agent Orange, despite the fact that to date epidemiology studies do not
necessarily support a causal relationship.3®

Importantly, many of these risk factors are predisposition factors but not direct causes of tumorigenesis
and thus not independent causal risk factors. Thus, aging can be a risk factor because there is simply
more time for tumorigenesis to occur. Gender may influence tumorigenesis through other factors such
as occupational and environmental exposures (Radkiewicz 2023).3° Familial predisposition syndromes for
cancer have been when examined shown to increase susceptibility to environmental exposures that are
carcinogenic (as reviewed by Carbone 2020).* Finally, many cancers will have more than one substantial
risk factor and/or more than one significant contributing cause, since cancer formation requires many
steps that occurs over a long period of time and involves initiation, progression and therapeutic
resistance.

A major consideration is that many, but not all, of these risk factors are generally relevant to
hematopoietic and/or lympho-hematopoietic cancers. Some risk factors are specific to subtypes (for
discussion see both Wang 2010; Wild 2020).**? Indeed, it is generally accepted for purposes of
evaluating potential risks for NHL and/or lympho-hematopoietic cancers, that these cancers be grouped
together, as is accepted scientific methodology for epidemiological studies, as well as for analyses
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performed and reported by, for example, scientists at the EPA, IARC and other scientific and government
organizations that assess carcinogenesis and carcinogenic risk.

V.  SCIENTIFIC EVIDENCE UNDERLYING OPINON

| incorporate by reference my general causation report, including all of the opinions contained therein
and the materials considered list, submitted in this case on December 9, 2024.

| have performed an integrative analysis to examine and conclude based upon the weight of evidence
and examination of epidemiological, preclinical and mechanistic data that exposure to benzene can be a
cause of hematopoietic cancers including leukemia, lympho-hematopoietic cancers and NHL (see Felsher,
General Causation Report, Leukemia and NHL). Examination of medical and scientific literature

establishes that benzene exposure is a carcinogen. Further, the exposure to benzene is a known cause of
NHL 23,31,43,44

VI.  SCOTT RICHARD KELLER MEDICAL DIAGNOSIS AND CAUSATION
A. Maedical Summary
1. Medical History

Mr. Scott Richard Keller is a 58-year-old white male veteran of the United States Marine Corps stationed
at Camp Lejeune, North Carolina, for over 500 days between November 1985 and January 7, 1988. While
serving in the US Marine Corps at Camp Lejeune, Mr. Keller was exposed to toxic chemicals including
Benzene, which unfortunately led to a diagnosis of Non-Hodgkins Lymphoma in 1998. Following his
departure from Camp Lejeune, Mr. Keller was transferred to California where he was stationed at 29
Palms and Camp Pendleton, until he was honorably discharged at age 30 on January 25, 1997, after
twelve years of active-duty service.

Mr. Keller’s social history reflects that he is a married father of two, a nonsmoker and a social/casual
drinker with a negative history of substance abuse. He did report heavier alcohol intake when he was
younger. Mr. Keller reported eight years of exposure to RF radiation in his job in the military but was
never required to wear a radiation badge to gauge potential radiation exposure or report to medical for
radiation exposure evaluation. He otherwise denies any known exposure to radiation or unusual
chemicals. He and his family live in Walla Walla, Washington. He denies any history of blood transfusions
or history or any other known HIV risk factors. His medical history is significant for diagnoses of non-
Hodgkin’s lymphoma, chronic kidney disease stage 1V, diabetes mellitus type 2, hypocalcemia, obesity,
hypertension, hyperlipidemia, asthma, gastroesophageal reflux disease (GERD), gout, anemia in chronic
kidney disease, obstructive sleep apnea, neuropathy, congestive heart failure, albuminuria, secondary
hyperparathyroidism, atrial fibrillation with AV block, atrial flutter, basal cell carcinoma, adenomatous
colon polyps, Barrett’s esophagus without dysplasia, diabetic retinopathy, macular degeneration, Gl
bleed, duodenal angiectasia, kidney failure, nephropathy, arthritis, and myocardial infarction. His surgical
history was significant for vasectomy, stem cell transplant, umbilical hernia repair, esophageal dilation,
cardioversion, heart catheterization with stent placement, and pacemaker insertion (x2).

In November 1997, Mr. Keller presented to his dentist, Dr. Rietz, with complaints of gum swelling. An x-
ray obtained at that time was interpreted as normal. Surgical exploration of the jaw revealed nothing
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abnormal. After the exploration, swelling decreased initially, but later reappeared at the end of
December. Mr. Keller was referred to Dr. Sundberg and repeat x-rays of the mandible showed 2 mm of
bone loss compared to the November x-ray films. Dr. Sunberg then performed surgical exploration which
revealed nothing abnormal. Some dead tissue was debrided and the involved tooth removed as it was
felt it could be hiding an abscess. Mr. Keller presented to the Emergency Department at Providence St.
Mary Medical Center on January 27, 1998, with complaints of pain in the medial right clavicle. X-rays of
the right clavicle were interpreted as normal. An x-ray of the skull obtained at Providence St. Mary
Regional Medical Center on January 27, 1998, was interpreted as revealing 4 mm bone loss in the jaw.

A February 2, 1998, pathology report by Dr. Abbas Sameh of soft tissue and tooth from the left mandible
was interpreted as showing diffuse large cell anaplastic malignant lymphoma. Dr. Sameh further opined
“This is a rare manifestation of malignant lymphoreticular process” and recommended a lymph node
biopsy to assist with precise classification of the cellular type and grading. Mr. Keller was seen by Dr.
Jeanne Berretta and Dr. Ed Berretta who referred Mr. Keller to the Medical Oncology Department at
Providence St. Mary Cancer Center.

February 5, 1998, Dr. Stephen J. lacoboni of the St. Mary Regional Cancer Center saw Mr. Keller in
consultation at the request of Dr. Berretta for treatment of his newly diagnosed lymphoma. Dr. lacoboni
advised Mr. Keller he had a “worrisome, high-grade cancer” that required a “fairly intensive
chemotherapy with curative intent.” His prognosis was dependent on staging. Due to the type of cancer,
immediate treatment was recommended. Staging would consist of CT scans of the neck, chest,
abdomen, and pelvis, as well as a bone marrow biopsy. A CT of the soft tissues of the neck obtained
February 6, 1998, showed mild lymphoid hyperplasia at the level of the Waldeyer’s ring not necessarily
pathologic by size criteria. Clinical correction and direction examination and/or biopsy was felt to be
indicated. A CT of the chest dated February 6, 1998, showed no evidence of adenopathy within the
thorax, while a CT of the abdomen and pelvis identified mild splenomegaly with no evidence of
adenopathy. Labs revealed an increased uric acid level for which Mr. Keller was prescribed Allopurinol
100 mg QID.

On February 6, 1998, Mr. Keller underwent a bone marrow biopsy of the left iliac crest, which was
interpreted by Dr. Abbas Sameh as showing (1) hypercellular marrow, with no malignant lympho-
reticular single cell infiltrate (negative for lymphoma); (2) myeloid cell series with normal maturation; (3)
erythroid cell series with normoblastic maturation; and (4) megakaryocytes present in normal to
increased number.

February 9, 1998, Mr. Keller was admitted to Providence St. Mary Cancer Center for treatment of high-
grade lymphoma of the mouth with a CHOP chemotherapy regimen. On day one, he received Decadron,
Adriamycin, Oncovin, and Cytoxan. Adriamycin was then repeated. He was placed on Basaljel and
Allopurinol. On day two, Mr. Keller received Adriamycin 40 mg in divided doses along with Cytoxan 700
mg and Decadron 12 mg. He tolerated the therapy well and was discharged home on February 10, 1998,
with three days of oral Decadron to follow at home.

February 13, 1998, Dr. Stephen J. lacoboni saw Mr. Keller in follow-up to review the CT scan and bone
marrow results and evaluate his response to the first cycle of chemotherapy. CT scans were discussed
and revealed no sign of metastatic disease. The bone marrow biopsy was also negative for metastatic
disease. The bone scan, however, did show positivity in several areas, including the ribs, clavicle, and
skull, as well as the area in the mandible. An x-ray of the right clavicle was obtained and interpreted as
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revealing a large, jagged fracture through the proximal clavicle. Dr. lacoboni opined the lesion in the
clavicle was also due to cancer, which would unfortunately make the NHL a Stage IV and possibly change
his treatment. “l would say that the likelihood of him indeed having cancer in the clavicle or other bones
is probably in the 90% range already.” An x-ray of the head showed two ill-defined areas of subtle
lucency over the right parietal bone. Mr. Keller was administered a dose of Neupogen in the office and
prescribed self-injections of Neupogen daily to protect him against myelosuppression that occurs after
chemotherapy. The next cycle of chemotherapy was planned.

On February 19, 1998, Dr. Julie Rose saw Mr. Keller in follow-up, noting he was status post first cycle of
CHOP regimen at day 11 and feeling relatively well. Mr. Keller complained of significant knee achiness
and hip tenderness while taking Neupogen injections, reporting he had been off the injections for two
days and was feeling much better. Examination revealed mild right clavicular tenderness on palpation.
On February 26, 1998, Mr. Keller was once again seen by Dr. Rose, at which time he reported feeling
good with improvement in his mouth pain. Dr. Rose felt he had an excellent response to chemotherapy
and wanted to keep on with dose intensity with treatment scheduled the following day. Labs revealed an
increased uric acid level of 8.5, an increased basophil count of 1.6, and decreased lymphocytes of 19.

February 27, 1998, Cycle 2 of CHOP was initiated and concluded on March 2, 1998. Once again, Mr.
Keller was administered Decadron, Adriamycin, Oncovin, and Cytoxan, with three days of oral Decadron
to follow. An echocardiogram obtained on February 27, 1998, was interpreted as normal with an ejection
fraction of 60% with no evidence of valvular abnormality. On March 1, 1998, he was diagnosed with
bronchiolitis. In a March 2, 1998, progress note, Dr. lacoboni outlined his plan for Decadron twice daily
for two days, Neupogen four times daily, complete course of Allopurinol, and Baclofen as needed.

March 9, 1998, Mr. Keller reported resolution of his right clavicle pain at a follow-up visit with Dr.
lacoboni but continued to complain of achiness from the Neupogen, as well as complaints of insomnia.
He reported a mild dry cough reporting a cold was going through his house. Examination revealed the
swelling in the neck and mandible had resolved. Dr. lacoboni stated it seemed quite clear Mr. Keller had
bone metastases, including the mandible, clavicle, and some spots on his skull that were seen on the
bone scan.

On March 13, 1998, Mr. Keller had an RN check with complaints of a cough and sore throat. His
Neutrophil count was noted to be 3400. Dr. lacoboni started Mr. Keller on Bactrim DS twice a day and
advised him to return on March 16th for labs and another check. Labs obtained March 16, 1998, showed
improvement with a neutrophil count of 2400. Chemotherapy was ordered to continue and Mr. Keller
returned to St. Mary Regional Cancer Center for Cycle 3 of the CHOP regimen on March 17, 1998, where
he once again was administered Cytoxan, Adriamycin, Vincristine, and Decadron.

On March 25, 1998, Mr. Keller again returned for follow-up at which time he reported having nausea, dry
heaves, cotton mouth, tightness in his throat, and a gritty feel going down. In addition, he was noted to
have had bronchitis which was felt to be contributory. He continued to take the previously prescribed
Cipro. White blood cell count was noted to be 13.2, with a hemoglobin of 12.2 and platelets at 252.
Discussion regarding a stem cel transplant took place at which time it was decided they would pursue
the treatment at the University of Washington in Seattle.

March 27, 1998, revealed Mr. Keller was feeling better but still had a lingering cough. Mr. Keller reported
being scheduled with the University of Washington in Seattle on April 8, 1998. Dr. lacoboni felt he could
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administer another round of chemotherapy before his trip to Seattle in hopes they could possibly
harvest his stem cells during the Neupogen phase of that cycle. A fourth cycle of the CHOP regimen was
scheduled and Mr. Keller completed four days of chemotherapy consisting of Decadron, Adriamycin,
Oncovin, and Cytoxan beginning April 3, 1998, and ending April 6, 1998.

April 8, 1998, Dr. Douglas McNeel, in conjunction with Dr. Stephen H. Petersdorf of University of
Washington Medical Center, saw Mr. Keller in consultation. In a History and Physical report authored by
Dr. McNeel, he reports the slides accompanying Mr. Keller were briefly reviewed by the
Hematopathology Department, who felt that the morphology may be more consistent with an
immunoblastic phenotype. Further studies, including immunohistochemistry, were ordered. It was Dr.
McNeel’s impression that Mr. Keller’s underlying diagnosis was a little uncertain with regard to the exact
phenotype of his lymphoma. Dr. McNeel also felt the stage of his disease was questionable as well, as no
head CT was performed at the time of his initial diagnosis, and therefore the extent of the disease at the
time of his initial treatment was not entirely known. Additional imaging studies were ordered, and Mr.
Keller’s case was placed in line for review by the biweekly Lymphoma Conference scheduled for April 17,
1998. Mr. Keller subsequently was apheresed with 100 million cells collected over two days and ordered
a conditioning regimen in the form of high dose Cytoxan and VePesid.

April 21, 1998, pathology slides from the original biopsy of the gum with tooth extractions were
reviewed by pathologist Dr. Rodney Schmidt and Dr. D.A. Hansen of University of Washington Medical
Center. In their pathology report, Dr. Hansen concludes that the expression of CD45, CD138, kappa light
chain, and EMA, along with the high Ki-67 fine proliferative rate and large cell morphology was
consistent with immunoblastic lymphoma.

On the April 13, 1998, follow-up visit, Dr. lacoboni noted Mr. Keller had a rough last week with
chemotherapy but had recovered nicely. Judicious use of Neupogen was decided upon due to the
adverse side effects Mr. Keller had been experiencing, so administration was held off with plans to
reinitiate when his counts dropped. Long-term treatment was deferred pending recommendations from
the University of Washington. In an April 20, 1998, progress note, Dr. lacoboni noted he spoke with Dr.
Petersdorf from the University of Washington, who had reported they had reviewed the case at the
lymphoma board and determined Mr. Keller had a very high grade, 100% proliferative index,
immunoblastic/plasmacytoid lymphoma. Mr. Keller reported feeling well at the visit, but did report
complaints of numbness and tingling in his fingertips. Labs revealed a neutrophil count of 2700. The plan
was to await direction from Dr. Petersdorf.

On April 24, 1998, Mr. Keller underwent a multigated acquisition (MUGA) scan which was interpreted as
showing normal left ventricular wall motion with an ejection fraction of 53%, within normal limits.
Pulmonary function testing was also performed April 24, 1998, and interpreted as being essentially
normal (in the setting of mild anemia caused by lymphoma).

On April 29, 1998, Mr. Keller was admitted to Providence St. Mary Cancer Center for chemo
immobilization and placement of a Hickman catheter in the right subclavian vein. He received Cytoxan,
Neznil, Etoposide, and Dexamethasone. He tolerated the medications well with only some nausea and
vomiting on day one which was controlled with Zofran. Mr. Keller was discharged on May 2, 1998, on
GCSF 1260 mcg subcutaneously every day as well as Ciprofloxacin 500 mg twice daily with diagnoses of
immunoblastic non-Hodgkin’s lymphoma status post CED for stem cell mobilization.
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May 8, 1998, Mr. Keller’s wife called at 3 a.m. reporting her husband had a fever of 100.5° with no other
symptoms. He was admitted by Dr. lacoboni with a diagnosis of neutropenic fever on May 8, 1998, and
was empirically treated with vancomycin and Primaxin, as well as Neupogen. He received a red blood cell
transfusion after his hemoglobin dipped to 8.0 on May 10th and was subsequently discharged on May
11, 1998, with final diagnoses of neutropenic fever (culture negative); chemotherapy-induced anemia;
chemotherapy-induced thrombocytopenia; headache associated with fever; and immunoblastic
lymphoma in remission status post recent chemotherapy.

At a May 18, 1998, follow-up visit, Dr. lacoboni found he was doing well with a little bit of anemia. Labs
revealed a white blood cell count of 19.5, hemoglobin of 9.1, and platelets of 115. Plans were for Mr.
Keller to return to Seattle in 14 days for high-dose radiation therapy and chemotherapy followed by stem
cell rescue. At a May 27, 1998, follow-up visit with Dr. lacoboni, Mr. Keller reported feeling well. He
reported plans to travel to Seattle that weekend to start radiotherapy on June 1st followed by
chemotherapy. Labs showed a white blood cell count of 3.8, Hemoglobin of 10.8, platelets of 313, and
neutrophils of 1600. Dr. lacoboni noted some neutropenia post-pheresis and post all the Neupogen.
Plans continued for his transplant at the University of Washington.

June 1, 1998, Dr. Stephen H. Petersdorf of University of Washington Medical Center saw Mr. Keller in
consultation in preparation for a June 2nd admission for peripheral blood stem cell transplant for high
grade non-Hodgkin’s lymphoma. Mr. Keller had previously undergone stem cell collection where he had
more than 145 million cells collected. It was Dr. Petersdorf’s plan to start treatment the following day
with total body irradiation twice a day from June 2nd through June 5th, followed by high dose Etoposide
and high dose Cytoxan with Mesna, followed by the stem cell transplant. A chest x-ray obtained June 1st
was interpreted as showing no evidence of acute cardiopulmonary disease or pneumonia.

June 2, 1998, Mr. Keller was admitted to the University of Washington Medical Center where he received
total body irradiation twice per day beginning June 2nd and continuing daily through June 4th, after
which he received VePesid on June 5th and Cyclophosphamide on June 7th. He also received a lumbar
puncture with intrathecal methotrexate. A peripheral blood stem cell transplant with CMV-negative
radiated leukocyte-poor blood products was performed on June 9, 1998. Mr. Keller became neutropenic
on transplant day number zero. On transplant day two, anemia and thrombocytopenia developed, and
Mr. Keller required transfusions of packed red blood cells and platelets. He was noted to have a fever of
39.5° C on transplant day two. He was pan cultured and started on Ceftazidime. He continued to spike
fevers and on transplant day 3 was started on vancomycin secondary to some mild erythema at a
previous Hickman insertion site. A chest x-ray obtained on June 11, 1998, was interpreted as showing
new opacities in the lung bases, suggesting atelectasis, edema, or bronchitis. Cardiomegaly was
unchanged. Fevers persisted and blood cultures remained negative, so amphotericin was started on
transplant day five. Neutropenia finally resolved on transplant day nine.

June 23, 1998, Mr. Keller developed scrotal swelling and pain, which was felt to be secondary to the total
body irradiation as well as volume overload. A CT scan of the abdomen was obtained to rule out an
abscess. It was interpreted as showing no focal abscess, but did reveal edema of the anterior abdominal
wall and of the root of the penis with scrotal swelling which was felt to be concerning for infection or
Fornier’s gangrene. Aggressive diuresis was performed which resulted in hypernatremia with his sodium
level peaking at 153.
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A June 29, 1998, CT scan of the abdomen and pelvis was interpreted as being unremarkable and Mr.
Keller was discharged home June 29th with instructions to follow-up with Dr. lacoboni. Discharge
diagnoses included non-Hodkin’s lymphoma; status post total body irradiation, VP16, and Cytoxan
conditioning regiment for peripheral blood stem cell transplant; chemotherapy induced
myelosuppression; neutropenic fevers; mucositis; hypernatremia; scrotal swelling; and fluid overload.

On June 29, 1998, Dr. lacoboni reported receiving a call from Dr. Petersdorff advising Mr. Keller was well
engrafted, afebrile, and off antibiotics. He did report severe mucositis, requiring MS Contin. On July 2,
1998, Mr. Keller saw Dr. lacoboni in follow-up following his June 29th discharge from the University of
Washington. Mr. Keller reported having a lot of difficulty swallowing and not being able to take any solids
due to severe oral mucositis. He was trying to push liquids and receiving TPN ten hours every night in the
meantime. He continued Oxycodone 60 mg every 8 hours sustained release and 5 mg for breakthrough
pain, as well as Bactrim twice daily. Labs from June 29th showed a potassium of 4.6, creatinine of 0.9,
neutrophils of 1.7, platelets of 98, and hemoglobin of 9.5. Labs obtained July 2nd showed a white count
of 4.9, hemoglobin of 10.6, platelets of 182, neutrophils of 2000, potassium of 4.4, creatinine of 0.9, BUN
of 36, glucose of 93, and albumin of 3.4. Dr. lacoboni diagnosed high-grade lymphoma status post
intensive therapy in the form of TBI, VePesid, and Cytoxan, followed by transplant. He also noted severe
stomatitis inhibiting oral intake and uncontrolled pain. Dr. lacoboni changed his pain regimen from
Oxycodone to MS Contin 100 mg every 8 hours along with morphine sulfate immediate release (MSIR)
30 mg every one-hour PRN for pain. Leukine mouth washes were prescribed to assist with mucositis.

On July 6, 1998, Mr. Keller reported he was doing quite a bit better with decreased mouth soreness and
a decreased need for pain medication. He reported taking the MS Contin every 8 hours but noted he
rarely required the PRN MSIR. Labs revealed a white count of 5.9, hemoglobin of 10.8, platelets of 223,
BUN of 14, creatinine of 1.0, potassium of 4.4, sodium of 139, glucose of 108, and albumin of 3.7. Dr.
lacoboni felt Mr. Keller was holding his nutritional status nicely and had excellent improvement in the
stomatitis. His appetite remained diminished but was slowly improving. Dr. lacoboni anticipated he
would be off the TPN by the end of the week.

On July 13, 1998, Dr. lacoboni noted that Mr. Keller stated his mouth was much better with only tongue
pain. He reported he had stopped the morphine altogether 24 hours prior and was doing well. His TPN
was being tapered with the final dose scheduled that night. He did report morning emesis after he
unhooks the TPN and a need to take Ativan fairly regularly for upset stomach. He reported having
dyspepsia, constipation, and nausea, and was found to be volume depleted with some weight loss
present. He was advised to take Propulsid, which relieved his constipation but then caused diarrhea all
night. The morning of July 14, 1998, he reported having emesis and leg cramping. Labs revealed a
potassium of 4.2, BUN of 11, creatinine of 1.0, hemoglobin of 11.0, white count of 5.9, and platelets of
58. He was given three liters of D5 normal saline with 20 mEq of potassium per liter and was able to
make lots of urine. He was also administered Anzemet 100 mg and Decadron 12 mg IV. He was initially
also given MS 10 mg via IVP and experienced some nausea. He was switched over to Ativan and slept
nicely with no further episodes of diarrhea. He was sent home with his wife with instructions to take
Imodium if needed and discontinue the Propulsid.

On July 16, 1998, Mr. Keller’s wife called to report that Mr. Keller had diarrhea all day and had started
vomiting and complaining of lower extremity cramping. He was ordered Anzemet, Compazine,
Thorazine, and Imodium. Dr. lacoboni advised him to be liberal with the Ativan overnight and to take
Morphine for the pain. He came into the office later that day and was administered two liters of D5
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normal saline containing 20mEq of potassium chloride per liter. Blood cultures came back showing
Staphylococcus simulans. This was felt to be a contaminant considering the rarity of the organization and
the fact he had done fine without having this treated.

On July 17th, Mr. Keller came into the office stating he felt much better. He reported having a good
night’s sleep and eating breakfast that morning. Labs show a white count of 4.3, hemoglobin of 11.8,
potassium of 2.9, and creatinine of 1.0. Because of the positive blood culture and his nausea and
vomiting, Dr. lacoboni ordered two more blood cultures. Anzemet 100 mg IV and two liters of D5 normal
saline with potassium was administered, as well as 25 mg Elavil for pain and 10 mEq of Micro-K. He was
prescribed potassium three times per day and advised to return on July 20th.

July 18, 1998, Dr. lacoboni reports he was contacted being advised the blood cultures came back
positive. He immediately directed Mr. Keller to the emergency room where he was seen by Dr. Newbold
who pulled his line uneventfully. A progress note dated July 20, 1998, shows Mr. Keller reported feeling
pretty well with return of appetite and normal bowel function. He did report some dysgeusia. Labs
showed a BUN of 4, creatinine of 0.9, and potassium of 3.7. While he continued to take the Keflex that
was given in the emergency room, Dr. lacoboni elected to give him 2 grams of IV Ancef. Because his
lower extremity dysesthesia was moderately severe, Dr. lacoboni felt he would be a good candidate for
Ethyol. Following Ancef administration, Dr. lacoboni subsequently learned that the subsequent blood
cultures were now growing out Staphylococcus epidermidis resistant to everything except vancomycin.
Mr. Keller was advised to return the following day for Vancomycin and start Ethyol on July 22nd.

On July 28, 1998, progress note from Dr. lacoboni reports Mr. Keller was feeling quite a bit better with
improvement in his neuropathy. Mr. Keller reported taking MS Contin every 12 hours instead of every 8
hours and reported being active over the weekend. He denied nausea and stated he had not taken
Thorazine for the past seven days and wanted to go to work in five days. Dr. lacoboni opined “He seems
to have had a dramatic response to the Ethyol. We can taper his morphine.”

August 6, 1998, Mr. Keller was seen in follow-up with Dr. lacoboni. Mr. Keller reported some transient
benefit from the previous Ethyol treatment. He advised he had tried to go without the morphine, but his
feet were burning quite a bit. He further reported being unable to tolerate any lactose-containing foods.
Mr. Keller said he had returned to work on a part-time basis and was enjoying it. Dr. lacoboni felt it was
worth trying to give him more Ethyol to get a better and perhaps sustained response to his neuropathic
pain. Mr. Keller was administered Anzemet, Decadron, Thorazine, Ativan, D5 normal saline, and Ethyol.

August 27, 1998, during a follow-up visit with Dr. lacoboni, Mr. Keller reported the Ethyol he had

received at his visit three weeks ago had really helped with his foot pain for 7-14 days after treatment.
Over the past week, he reported having to take a lot of breakthrough morphine. Labs revealed a
neutrophil count of 1800, hemoglobin of 12.5, and platelets of 174. Dr. lacoboni noted he responded
well to the Ethyol and needed to stay on it, probably every two weeks. He diagnosed adequate
myeloreconstitution and significant residual neuropathy that responds to Ethyol but requires a treatment
every two weeks. Dr. lacoboni planned to call Dr. Petersdorf to see if he had any thoughts about
neuropathy subsequent to the type of chemotherapy he got there, noting the Oncovin he himself had
prescribed in standard dose could be playing a role in the neuropathy.

September 4, 1998, Mr. Keller was seen by Dr. lacoboni for continued Ethyol treatment. He was
premedicated with Zofran, Decadron, Thorazine, Ativan, and a liter of D5 normal saline and then
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administered 1500 mg of Ethyol wide open. He was discharged ambulatory without any emesis or other
adverse reaction to the treatment. At a visit on September 18, 1998, for Ethyol treatment, Mr. Keller
reported his “feet feel quite a bit better.” He was premedicated with Zofran, Decadron, Thorazine, Ativan,
and a liter of normal saline followed by Ethyol 1500 mg wide open. The treatment was well tolerated and
he was advised to return in two week for a CBC and probable Ethyol treatment.

October 1, 1998, Dr. lacoboni saw Mr. Keller who reported being unable to cut down to one MS Contin
per day per day as he was unable to go 24 hours on the one pill because of pain. He reported good pain
control with 30 mg MS Contin twice a day. He reported working and having some achiness in his right
collarbone after golfing. Labs showed a hemoglobin of 12.8, white count of 5.2, and platelets of 176. He
was administered the Ethyol treatment which was well tolerated. An x-ray of the right clavicle was
ordered and MS Contin prescription refilled. The clavicle x-ray was subsequently reported as showing a
healed right clavicle fracture.

October 15, 1998, at a follow-up visit, Mr. Keller reported to Dr. lacoboni he was feeling okay, but stated
the Ethyol really wiped him out and he was not sure it was doing him any good. After discussion, it was
decided to wait two weeks to see how the neuropathy was holding up and only treat him at that time if
he still needed it. A prescription for 45 mg of MS Contin per day in divided doses was ordered for
continued pain management.

On the November 2, 1998, follow-up visit, Mr. Keller advised Dr. lacoboni he was felling pretty well and
had been working overtime. He stated the soreness in his feet continued to slowly diminish but still
required 15 mg of morphine every 12 hours. His right clavicle only ached when it was about to rain. MS
Contin was continued with plans for labs and follow-up in three weeks. On December 3, 1998, Mr. Keller
was once again seen by Dr. lacoboni for reports of abdominal cramping. An x-ray of the abdomen
showed quite a bit of stool throughout the abdomen, but palpation of the abdomen revealed no
hepatosplenomegaly, masses, or tenderness. Dr. lacoboni opined it could be a muscle spasm versus stool
impaction and ordered Flexeril and laxatives.

On January 4, 1999, Dr. lacoboni notes that Mr. Keller is doing great and is active at work. He stated he
was trying to get off the morphine but could not go completely without it. Labs were normal. It was Dr.
lacoboni’s impression Mr. Keller was doing quite well status post chemotherapy for his lymphoma with
no signs of recurrent disease. Mr. Keller reported staying active. The only sequelae noted was the painful
peripheral neuropathy. He was advised to follow-up in two months with labs and provided a prescription
for MS Contin 15 mg.

February 17, 1999, progress note reports Mr. Keller was active, feeling well, working 70 hours per week,
and traveling for work. He stated he stopped taking morphine a week ago, stating he can feel his feet,
but it was not too bad. Dr. lacoboni stated Mr. Keller was doing extremely well 12 months out from a
diagnosis of a high-grade lymphoma involving the mandible, with no signs of recurrent disease and at
full performance status. Prognosis remained somewhat guarded and follow-up with labs was scheduled
for two months.

On February 25, 1999, Mr. Keller called Dr. lacoboni complaining of a low-grade fever and some chest
congestion, at which time a prescription for Cipro was called in. He presented to the Emergency
Department on February 28, 1999, with a cough and congestion. Mr. Keller was diagnosed with
bronchiolitis, felt likely secondary to viral influenza, as well as dehydration and orthostatic hypotension.
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He was noted to be status post four courses of cytotoxic agents which can result in cardiac
consequences. An ECG was ordered to evaluate for ejection fraction.

On June 17, 1999, Dr. lacoboni reported Mr. Keller was 16 months out from his lymphoma diagnosis with
no sign of recurrent disease. On September 30, 1999, progress note reflects Mr. Keller continued to
suffer with neuropathic pain in his feet. Neurontin was prescribed. X-rays of both feet obtained
November 1, 1999, were both reported negative for structural abnormality.

A December 27, 1999 progress note from Dr. lacoboni documents Mr. Keller experienced an asthma
attack while in Big Sky, Montana. He was treated locally and given Zithromax, bronchodilators, and
oxygen, after his oxygen saturation levels dipped down to 84% (at 8000 feet). He opined Mr. Keller had
experienced worsening of his reactive airways disease triggered by altitude, bronchitis, and a cold. Dr.
lacoboni further noted nice slow resolution of his peripheral neuropathy with no sign of recurrent
lymphoma. He felt Mr. Keller’s prognosis was looking excellent.

Routine follow-up visits with labs continued periodically until April 20, 2001, at which time Dr. lacoboni
noted Mr. Keller was most likely cured of his disease. Splotches on his legs were felt to be radiation skin
changes. No additional follow-up was recommended, and Mr. Keller was discharged from care with
instructions to return any time Dr. Berretta feels necessary. A large gap exists in the medical records for
several years. Around 2006, he was reportedly diagnosed with gout. In 2009, he was diagnosed with
Type 2 diabetes mellitus and iron deficient anemia. He was diagnosed with Barrett’s esophagus without
evidence of dysplasia in 2009. In 2010, he was diagnosed with hyperlipidemia, and in 2012, Mr. Keller
was diagnosed with anemia in chronic kidney disease.

On March 11, 2014, Mr. Keller was seen in follow-up with nephrologist, Dr. Jennifer Leach, who
diagnosed chronic kidney disease stage 3, “likely related to history of chemotherapy and non-Hodgkin’s
lymphoma, hyperglycemia/diabetes mellitus type 2, secondary hyperparathyroidism, and pseudogout.
Labs showed a creatinine of 1.75, BUN of 22, sodium of 135, glucose of 223, and potassium of 3.9.

November 9, 2016, Mr. Keller was hospitalized for septic olecranon bursitis of left elbow. An x-ray of the
left elbow showed a large elbow joint effusion that was felt could be related to septic arthritis. He was
treated with Zosyn, Clindamycin and Vancomycin status post left elbow irrigation and debridement on
November 11th, (arthroscopy of Left knee, insertion drains to left knee and left elbow). The left knee and
left elbow drains were removed on November 15, 2019, and he was discharged home the following day.
Mr. Keller presented to the ED on December 22, 2016, for a wound check. A wound vac was placed after
his last hospital admission. Some of the wound packing was stuck inside of the wound and he was
unable to remove it at home. He's had no fever, cough, or other associated symptoms. The wound vac
dressing was changed, and Mr. Keller was discharged the same day.

On January 4, 2017, Mr. Keller was seen by Dr. Robert Morasch following his recent ten-day
hospitalization for left olecranon bursitis. Dr. Morasch notes that Mr. Keller is now followed by
rheumatology who is tapering him off the colchicine and he is scheduled for follow-up with ortho. Mr.
Keller presented for orthopedic follow-up with Joshua B. Wicks, PA-C that same day. Wicks noted Mr.
Keller’s abscess to be decreasing in size, free of tunneling and drainage. Mr. Keller was advised to
maintain his current treatment plan including the use of wound vac, continue to follow with Jean
Sherman, ARNP for wound care and to return for ortho reevaluation if needed in three to four weeks.
Mr. Keller was evaluated by Jean Sherman, ARNP on January 13th and January 23rd. During his January
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23rd visit, Mr. Keller’s left elbow wound is noted to be closed, and his wound vac and wound care orders
were discontinued.

On January 31, 2017, Mr. Keller was sent to the Emergency Department at Providence St. Mary Medical
Center by Dr. Morasch for abnormal labs. He presented with hypocalcemia and hypomagnesemia
(calcium was low at 5.9 with ionized calcium low at 3, magnesium was low at 0.8). He had recently
started a prednisone dose pack x5 days for right hand pain. Mr. Keller had an abnormal 12-lead EKG
which showed: Sinus Tachycardia, Left Axis Deviation, Prolonged QTc, Non-specific T-wave abnormality,
compared to EKG from November 9th, 2016, T-wave abnormality present in lateral leads, anterolateral
and inferior leads. ED physician noted that the EKG was “reassuring.” Since Mr. Keller was asymptomatic,
he was treated with IV magnesium as well as with IV calcium. His repeat calcium was 0.7 and repeat
magnesium was 1.5. Mr. Keller had an x-ray taken of his right hand which displayed no radiographic
abnormality. He was discharged home with magnesium oxide and to follow up with his PCP.

On March 31, 2017, Mr. Keller was seen by rheumatologist Mandy R. Schiefelbein, ARNP for follow-up on
his gout. Mr. Keller reports he continues to take his allopurinol regularly and is not aware of any gout
flare ups since his last visit three months prior in December 2016. Schiefelbein notes Mr. Keller’s most
recent uric acid collected on January 31, 2017, was on target at less than 5.8. Current gout medications
listed for visit include allopurinol 300mg daily and 0.6mg colchicine 0.6mg daily. ROS is negative for joint
swelling and arthralgia. Schiefelbein ordered repeat uric acid during visit with noted plan to gradually
wean Mr. Keller off colchicine if his uric acid remained on target. She further recommends Mr. Keller
continue to follow with nephrology for management of his chronic kidney disease and to have him
return to the rheumatology clinic in four months.

April 30th, 2017, Mr. Keller was admitted at Providence Sant Mary Medical Center for acute hypoxemic
respiratory failure secondary to asthma exacerbation related to right lower lobe pneumonia and
Influenza A, sepsis, and acute kidney injury superimposed on his stage 3 chronic kidney disease. He was
treated with Azithromycin, Rocephin, Tamiflu, and IV fluid hydration and discharged three days later on
May 3rd, 2017. Labs performed on April 30 show Creatinine of 2.25. On May 1st, his creatine was 2.16
and then ultimately improved to 1.97 by Mr. Keller’s date of discharge on May 3rd. Mr. Keller is seen by
PMG SE WA Internal Medicine Physician, Dr. Robert Morasch on May 9th, 2017, where Mr. Keller’s
pneumonia is noted as resolved and a return to his baseline. Dr. Morasch ordered Mr. Keller to return in
one week.

On May 11th, 2017, eight days following Mr. Keller’s pneumonia hospitalization discharge, he presented
to PMG SE WA Urgent Care Southgate for acute swelling and tenderness of the right elbow, right index
finger, and left knee. Mr. Keller denied recent acute injury or fall. Labs performed at the urgent care visit
show a WBC of 13.8, eGFR of 43, BUN of 21, Creatinine of 1.70, BUN/Creatinine ratio of 12.4, Uric Acid of
5.2, ESR of 104, and CRP of 26.29. Mr. Keller was evaluated by Dr. Eric Schwartzkopf, MD and
subsequently diagnosed with acute gout due to renal impairment involving right hand, olecranon bursitis
of right elbow, prepatellar bursitis of left knee, and unspecified leukocytosis. Dr. Schwartzkopf’s plan of
treatment included colchicine for the acute gout flare-up, further labs to include blood cultures, and for
Mr. Keller to follow up with Dr. Morasch to review the results of his bloodwork.

On May 17th, 2017, Mr. Keller presented to for follow-up with Dr. Robert Morasch at PMG SE WA. Mr.
Keller’s musculoskeletal ROS was noted to be negative for myalgias and swelling and positive for “some
joint pain”. Dr. Morasch writes Mr. Keller looks and feels at his baseline and labs were reviewed with Mr.
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Keller and “acceptable”. Mr. Keller was instructed to return to the clinic in two months for follow-up and
to continue his current medical regimen of allopurinol, glimepiride, Januvia, insulin glargine, omeprazole,
simvastatin, and Lutein.

July 31, 2018, Dr. Robert Morasch notes that Mr. Keller’s labs were reviewed with him and his renal
functioning “has been worsening over the last year” and that it was time for a follow up with
nephrology. Dr. Morasch notes Mr. Keller will work on diet and continue to follow with endocrine and
suggests follow-up in three months. On September 2, 2018, Mr. Keller underwent renal ultrasound
testing. The report impression lists the findings as consistent with chronic medical renal disease, no
hydronephrosis present, and no significant post void urinary bladder residual.

September 28, 2018, Mr. Keller was seen by Rheumatologist Mandy Schiefelbeinfor continued
management of his gout. Mr. Keller reported no overall health changes since his last rheumatology visit
six months earlier in March of 2018. Musculoskeletal examination showed no synovitis, tenderness, soft
tissue swelling or instability in any of Mr. Keller’s joints. Mr. Keller reports current adherence and success
with his medication regimen of allopurinol 300 mg daily and colchicine 0.6 mg 1-3 tabs PRN and denies
gout flare/attack. Labs performed on April 14th, 2018, were reviewed by Dr. Scheiefelbein at this visit
who noted Mr. Keller had a 4.6 uric acid level at that time. Dr. Scheiefelbein recommended Mr. Keller
continue his current allopurinol regimen, present for lab testing in one week to reassess uric acid, and
return to the clinic in six months.

On October 9, 2018, Mr. Keller was seen by Dr. Jennifer Leach for a nephrology consultation following a
referral by Dr. Morasch for the evaluation of chronic kidney disease and noted decline in renal
functioning from that year. Dr. Leach notes in the HPI that Mr. Keller was last seen four years prior on
March 11, 2014, at which time Mr. Keller’s serum creatinine was 1.75 and his eGFR was 42. Mr. Keller
denied acute illness and current nephrotoxin use and reported the rare use of NSAIDs for headaches. Dr.
Leach noted Mr. Keller’s last A1C was less than 7% and he has been reportedly able to optimize glycemic
control. Renal ultrasound imaging performed last month was reviewed by Dr. Leach who noted the
ultrasound showed echogenic kidneys without obstructive nephropathy. Labs performed on October 2,
2018, were reviewed with Mr. Keller and showed a serum Creatinine of 2.19, uric acid of 3.9, GFR of 32,
BUN of 35, BUN/Creatinine ratio of 16.0, random urine Creatinine of 84, urine protein of 105, and the
presence of a small amount of blood in his urine. Dr. Leach noted greater proteinuria and decline in
kidney functioning compared to Mr. Keller’s last nephrology visit in 2014, and further stated “given overt
proteinuria, will start ACEl therapy.” Mr. Keller was instructed to start on lisinopril 2.5 mg once daily,
restrict dietary intake of protein to less than 70 g per day, and return to the nephrology clinic in six
months.

Mr. Keller continued to see Dr. Leach periodically in follow-up for his chronic kidney disease. On a May
21, 2019, office visit, labs were significant for an elevated creatinine of 2.33 and BUN of 42, with an
estimated GFR of only 30. At a November 26, 2019, office visit, Mr. Keller was noted to be bradycardic
with a heart rate of 48, which was asymptomatic. An EKG was recommended in the future if bradycardia
persists.

May 26, 2020, Dr. Jennifer Leach saw Mr. Keller in follow-up for chronic kidney disease, stage Ill. He
reported no longer requiring insulin, advising he had transitioned to a new diabetes medication,
Rybelsus, which he had been taking for about 80 days. Mr. Keller reported one recent episode of a mild
gout attack, which was successfully treated with colchicine. Labs revealed elevated liver enzymes and an
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elevated erythrocyte sedimentation rate of 42. Mr. Keller’s creatinine was 2.63, and BUN was 42. Dr.
Leach diagnosed sub-nephrotic proteinuria in the setting of chronic kidney disease, stage IV. Additional
diagnoses included hypomagnesemia, for which a Mg supplement at 400-500 mg daily was ordered. He
was advised to follow-up in six months.

On November 17, 2020, Mr. Keller was seen in follow-up by nephrologist, Dr. Jennifer Leach. Labs
showed a sodium of 133, glucose of 248, BUN of 44, creatinine of 2.35, and magnesium of 1.1. Diagnoses
included proteinuric chronic kidney disease, felt to be due to diabetic kidney disease. Kidney function
was found to be at baseline. He was also diagnosed with hypomagnesemia, which Dr. Leach felt was
likely due to renal magnesium wasting due to diabetic kidney disease. Supplementation was ordered.

March 27, 2021, Mr. Keller was admitted to Providence St. Mary Medical Center for syncope and
collapse. Upon his arrival on March 27th, Mr. Keller was found to have a critical Magnesium level of 1.0,
and an elevated troponin of 0.07. He was found to be in atrial flutter with slow ventricular heart
response with recurrent episodes of pauses. He underwent biphasic DC cardioversion on March 31st.
Following the cardioversion, Mr. Keller underwent successful pacemaker placement on April 1, 2021, due
to the presence of a Mobitz Type 2 heart block with Dr. Arthur C. Lee, MD and was discharged home on
April 1, 2021. Mr. Keller received a Boston Scientific Pacemaker, model number L331. During this
hospitalization, Mr. Keller’s labs continued to reflect a decline in his renal functioning — initial labs drawn
on the 27th show a BUN of 47, Creatinine of 2.90, eGFR of 23, BUN/Creatinine ratio of 16.2.

May 25, 2021, Dr. Jennifer Leach saw Mr. Keller in follow-up. Diagnoses included chronic kidney disease
stage 4, with a GFR of 15-29 ml/min, hypomagnesemia, abnormal liver function tests with an elevated
AST of 42 and an elevated ALT of 64. His albumin level was 5.0, while his alkaline phosphatase level was
elevated at 120. His erythrocyte sedimentation rate was elevated at 38, uric acid was decreased at 3.2,
and magnesium was decreased at 1.0.

On September 8, 2021, Mr. Keller presented to Providence St. Mary Medical Center and was diagnosed
with pacemaker lead displacement with suboptimal readings of ventricular lead. Cardiology consultation
note by Dr. Arthur C. Lee from September 19th notes Mr. Keller has done well since his pacemaker
placement in April, however, follow-up interrogation showed lead displacement and poor readings.

OnJune 7, 2022, Mr. Keller presented to his nephrologist Dr. Jennifer Leach for follow-up of his chronic
kidney disease. Mr. Keller reported he was experiencing an upper respiratory illness with exacerbation of
asthma and that he was recently seen at an urgent care two days earlier on June 5th where he was
prescribed a Medrol pack, which had improved his breathing and oxygenation levels. Dr. Leach noted Mr.
Keller was scheduled for an echocardiogram that week. Mr. Keller denies presyncopal episodes or
syncopal episodes at this visit and reported to Dr. Leach that he had a high resting heart rate usually at
“around 90 bpm.” Dr. Leach reviewed recent lab work performed on June 2nd with Mr. Keller at this visit.
Labs showed a red blood cell count of 3.86, hemoglobin of 11.4, hematocrit of 36.0, BUN of 46,
creatinine of 2.66, eGFR of 27, magnesium of 1.3, and uric acid of 4.6. Urinalysis showed the presence of
30 mg of protein, a small amount of blood, and epithelial cells. Dr. Leach recommend continuing
lisinopril of 2.5 mg and allopurinol of 200 mg in response to his chronic kidney disease.

On June 24, 2022, Mr. Keller presented to St. Mary Medical Center’s Emergency Department the,
reporting persistent upper respiratory infection symptoms for which he has had three visits for over the
past month, with complaints of generalized body aches, chills, and overnight elevated temperatures. Mr.
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Keller’s initial vitals show he was fevered with a temperature of 101.6, tachycardic with a heart rate of
109, and hypotensive with a blood pressure of 89/69. Labs performed on June 24th show an elevated
WABC count of 38.6, Procalcitonin of 2.60, BUN of 76, and Creatinine of 3.39. Mr. Keller was hospitalized
from June 24, 2022, to June 28, 2022, with sepsis, community-acquired pneumonia, and acute on
chronic kidney injury. Pt was treated with ceftriaxone and azithromycin as inpatient and discharged on
cefdinir. CT revealed a possible mass. He was scheduled for a repeat chest CT. His serum creatinine
peaked at 3.84 mg/dL (baseline 2.5-2.7 mg/dL).

July 19, 2022, Dr. Leach saw Mr. Keller for follow-up for his stage IV chronic kidney disease. She
diagnosed acute renal failure superimposed on stage 4 chronic kidney disease, sustained in the setting of
sepsis and volume depletion. His latest creatinine was 3.09 (baseline 2.5-2.7). Electrolytes had improved
but examination revealed Mr. Keller was more edematous. Dr. Leach ordered Lisinopril to be held and
restarted furosemide 80 mg daily with a plan to recheck labs in one month. Additional diagnoses
included diabetic neuropathy, hyponatremia, and anemia in stage 4 chronic kidney disease.

November 4, 2022, Mr. Keller was hospitalized at Providence St. Mary Medical Center until November
11, 2022, for shortness of breath, and was found to have acute diastolic heart failure. A chest x-ray was
negative, but an ultrasound revealed a significant pleural effusion. Mr. Keller responded well to Lasix and
Metolazone and lost 26 pounds over 5 days. Notably, Mr. Keller’s creatinine increased to 5.10 during the
hospitalization, only slightly improving prior to discharge. He was discharged home on PO Lasix and
Metolazone with instructions to start outpatient care with cardiology and his primary care physician, and
to follow-up with his nephrologist. Discharge diagnoses included acute on chronic congestive heart
failure with reduced ejection fraction, acute kidney injury on chronic kidney disease stage 1V,
hyperphosphatemia, reactive leukocytosis, and acute hypomagnesemia.

On January 17, 2023, Mr. Keller was seen by Dr. James Otis Mudd of Providence Center for Advanced
Heart Disease and Transplantation Outpatient Clinic, who noted chronic systolic heart failure, stage C,
due to ischemic cardiomyopathy, coronary artery disease with stent placement on October 25, 2022, in
the LAD and proximal RCA, diabetes mellitus type 2, atrial fibrillation/flutter, heart block with dual-
chamber pacemaker, and chronic kidney disease. The etiology of cardiomyopathy was felt to be likely
ischemic, however the possibility of it being caused by the chemotherapy for non-Hodgkin's lymphoma
and treatment with unknown chemotherapeutic agents. Mr. Keller reported starting cardiac rehab this
month, but reported they were unable to titrate medications due to low blood pressure. An
echocardiogram obtained the previous day was interpreted as demonstration an ejection fraction of 25-
30% with global hypokinesis with normal right ventricular size and function, calcified aortic valve with
normal opening and trace insufficiency, calcified mitral valve with mild central regurgitation, and
moderate TR with an RVSP of 55-60 mmHg. Mr. Keller reported feeling well and being able to perform all
of his activities of daily living.

March 10, 2023, Mr. Keller presented to Providence St. Mary Medical Center for outpatient infusion of
ferric carboxymaltose (Injectafer) as ordered by Dr. Leach for his iron deficiency anemia. Mr. Keller
tolerated the infusion without complication and was discharged home.

On June 20, 2023, Mr. Keller presented to Providence St. Mary Medical Center for concern of pacemaker
lead failure following the surgical placement of his Boston ICD G139 Momentum X4 on June 12, 2023.
Mr. Keller’s chest X-ray impression from June 20th, notes the “left chest triple lead cardiac device
appears unchanged.”
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On August 11, 2023, Mr. Kellers was admitted to Providence St. Mary Medical Center with a diagnosis of
enterocolitis and sepsis, after presenting with complaints of diarrhea after visiting Australia. He was
discharged August 14, 2023, with instructions to complete the Ciprofloxacin and Metronidazole. An
October 5, 2023, echocardiogram obtained at Providence St. Mary Medical Center was interpreted as
showed moderately reduced systolic function in the left ventricle with an estimated left ventricle
ejection fraction of 35%. No significant change was noted when compared to the prior examination of
April 4, 2023.

On February 20, 2024, saw his PMD for review of lab work. At this visit, Dr. Oleksandr Selevertov notes
Mr. Keller had started dialysis for his chronic kidney disease “2 weeks ago.” A vascular ultrasound was
performed at St. Mary Medical Center on March 1, 2024, for upper extremity vein mapping in case an
arteriovenous fistula was needed. Mr. Keller underwent surgical creation by Dr. Mun J. Po, MD, of an
arteriovenous anastomosis to his left arm on March 19, 2024, at St. Mary Medical Center.

On March 29, 2024, Mr. Keller presented to Dr. Oleksandr Seleverstov for postoperative follow-up after
the surgical placement of his arteriovenous fistula. Normal findings from Dr. Seleverstov’s assessment
reveal Mr. Keller’s left upper extremity surgical incision to be healing, palpable thrill, and good vascular
flow to the fistula and wrist arteries and free from clot formation. However, Dr. Seleverstov notes that
Mr. Keller has a concerning amount postoperative edema and cyanosis below the left elbow despite
elevating the arm and writes that Mr. Keller may need vascular reevaluation and a compression sleeve.
Dr. Seleverstov orders include follow-up visit.

April 10, 2024, Mr. Keller was admitted to Providence St. Mary Medical Center by Dr. Steve Mazyck, MD
for AV fistula infection/cellulitis of the left antecubital area. He was initially started on
Zosyn/Vancomycin. Wound cultures and staining performed on April 10th revealed the growth of MSSA
and Mr. Keller was then switched to Ceftriaxone/Vancomycin on Aprill 11th. Vascular surgery and
nephrology were consulted and recommended Mr. Keller discharge home on cephalexin 500mg twice
daily, and for him to receive an additional dose of Vancomycin following his scheduled hemodialysis on
April 13th. Mr. Keller was discharged home on April 12, 2024, with a plan for follow-up to vascular
surgery clinic in one week.

On April 19, 2024, Mr. Keller returned for his three-week postoperative follow-up with Dr. Seleverstov.
Mr. Keller’s documented vitals were within normal limits and show he was afebrile. Mr. Keller’s left arm
edema is noted to be resolved, however, a 2 mm abscess with draining fluid formed at the surgical
incision site and a faint thrill was noted at the fistula. During doppler flow testing of Mr. Keller’s left arm
at this visit, a 1 cm irregular fluid collection at 1-2 cm depth beneath the draining sinus was assessed. Dr.
Seleverstov’s writes for Mr. Keller to notify his surgeon ASAP, continue to take the antibiotic, obtain an
OTC probiotic, obtain a tourniquet from the pharmacist, and monitor himself for diarrhea, fever, and
chills. Dr. Seleverstov ordered follow-up in one week.

The treatment that Mr. Keller received relating to his NHL was appropriate and reasonable.
2. Past Medical History

In 1999, Mr. Keller had noted x-rays for neuropathic pain. In 2009, he was diagnosed with Diabetes Type
2, fibroepithelial skin tags of the buttock and thigh requiring surgical removal, iron deficient anemia, and
Barrett's esophagus without dysplasia. The following year in 2010, he was diagnosed with
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hyperlipidemia. In 2012, several diagnoses were made: anemia in chronic kidney disease, secondary
hyperparathyroidism, and hyperuricemia. In 2014, Mr. Keller was diagnosed with CKD3 “likely due to hx
of chemo and HL”, macular degeneration (dry), peripheral neuropathy, and elevated liver function. In
2015, asthma was diagnosed. In 2016 he was diagnosed with: colon polyps, OSA with CPAP (noted after
weight loss no longer using CPAP), basal cell carcinoma, CKD3, staphylococcal arthritis of the left knee,
gout due to renal impairment in the left elbow, and obesity class Il (BMI 35-39.9). Lastly, in 2017,
hypocalcemia syndrome was diagnosed.

3. Family History

Mr. Keller’s mother, a former smoker, was diagnosed with breast cancer, a malignant tumor of the lung
(lung cancer), diabetes, and dementia. She also suffers from arthritis. His maternal grandmother died of
breast cancer at age 92. His maternal grandfather died of congestive heart failure in his mid-60’s.

Mr. Keller’s father was diagnosed with colon cancer, prostate cancer, diabetes, hyperlipidemia, and
obesity. He also suffers from arthritis. His paternal grandmother died after contracting pneumonia at age
94, shortly after breaking her hip. His paternal grandfather was diagnosed with prostate cancer (active at
time of death) and dementia and died at age 93.

4. Social History

Mr. Keller consumed alcohol moderately, with an intake of approximately one can of beer per week. He
had a period of heavy drinking when he was a younger man.

Mr. Keller has a military record from Camp Lejeune where he marked off that he was exposed to
asbestos. However, he does not recall filling out the document and does not recall ever being exposed to
asbestos. (Keller Dep. 99:6-99:24)

Mr. Keller's medical record indicates that he was exposed to radiofrequency (RF) radiation during his
military service, specifically from working around radar systems. He reported that he was not required to
wear radiation badges nor was he instructed to report to medical for radiation exposure. (Keller Dep.
102:13-104:3)

Mr. Keller has a history of woodworking as a hobby, including building cabinetry, flooring, and working
on pinewood derbies with his children. He consistently used safety measures during these activities.
Specifically, Mr. Keller wore a mask while woodworking and used only latex-based paints. He was not
exposed to solvents or other hazardous substances during his woodworking projects. (Keller Dep. 124:3-
125:1)

5. Prognosis and Future Care

Mr. Keller has a history of NHL treated with chemotherapy and SCT and now has CKD and
cardiomyopathy. He is in remission from NHL. Because of that treatment, Mr. Keller has an increased risk
of future hematopoietic cancers, other non-hematopoietic cancers, late recurrence of cancer, and other
benzene associated cancers. He is also at risk of post-treatment chronic conditions, and in fact he likely
contracted severe kidney disease as a result of his NHL treatment. He will need continued long-term
follow-up and management for the future increased risk of cancer. In addition, because of his treatment
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with chemotherapy and SCT, he has severe kidney disease, and significant cardiomyopathy, both of
which will require long term treatment and management, overall reduce his function, increase his of
morbidity and mortality. His NHL and its treatment are expected to reduce his overall life expectancy.

6. Risk Factors for NHL as Relates to Mr. Keller

In performance of a differential etiology, | considered the medical and scientific literature as well as
reviewed the medical records and deposition testimony as well as other medical records to determine
whether Mr. Keller had risk factors relating to his NHL and, of so, which risk factor(s).

Mr. Keller is a male. Being male in itself is a risk factor but not known to be a cause of NHL; it is not an
independent cause of cancer.

Mr. Keller was only 31 years old at the time of his NHL diagnosis, well below the age at which incidences
of NHL rise.

Mr. Keller has a family history that includes cancer but not hematopoietic cancer or NHL. Family history
of cancer is not a cause of cancer but can be associated with the increased susceptibility to cancer and
cancers caused by carcinogens. Hence, even if Mr. Keller has a familial susceptibility to cancer this would
not have been a cause of his cancer but instead have increased his susceptibility to carcinogenesis.

Mr. Keller also has a history of obesity. Obesity does increase the risk of many diseases including cancer,
so his obesity might have increased his risk for cancer. Obesity is a risk factor for cancer and NHL, by
mechanisms including causing inflammation and impeding the immune system. In Mr. Keller, obesity at
least as likely as not increased his susceptibility to cancer by influencing the ability to suppress
carcinogenic processes. Obesity may increase susceptibility to environmental carcinogenesis.

Mr. Keller also used alcohol as a younger man. Alcohol can be a risk factor for many diseases including
cancer but has not been generally associated with hematopoietic cancers and NHL. Mr. Keller’s history of
use of alcohol as a young man is not likely to have caused his NHL or not likely to have contributed to the
onset of his NHL.

Mr. Keller was exposed to RF radiation. RF radiation possibly is associated with an increase in some types
of cancer, but it has not been associated with NHL. In Mr. Keller, RF radiation is unlikely to be a risk factor
for his NHL.

Mr. Keller was also exposed to tobacco smoke as child. Tobacco smoke exposure is known to be a cause
of cancer and exposure increases the risk of cancer generally and has been associated with a risk of
some types of NHL. In Mr. Keller, exposure to tobacco smoke as a child is unlikely to be risk factor for his
NHL.

Asbestos is a known carcinogen and can be associated with some types of cancer risk but has not been
generally associated with NHL. Further, Mr. Keller does not recall ever being exposed to asbestos. Keller
Dep. 99:6-99:24.

Mr. Keller did woodworking that can be associated with exposure to carcinogens, but this is unlikely to
be a contributing cause of his cancer.
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Mr. Keller was diagnosed with diabetes after his diagnosis of NHL, diabetes can be associated with an
increase risk of cancer, however, the timing suggests that it is unlikely to be a contributing cause.

Mr. Keller has a family history that includes cancer, but has no known familial susceptibility syndrome.
Although | cannot rule out a familial susceptibility, there is no evidence for this, and familial susceptibility
syndromes are not causes of cancer per se but increase the risk exposure to environmental carcinogens
would be a cause of his cancer.

Finally, and of most significance, Mr. Keller was exposed to benzene at Camp Lejeune. Benzene exposure
is a known cause of hematopoietic cancers including NHL, as described above. Mr. Keller’s exposure to
benzene was medically more likely that not a significant contributing cause of his NHL.

7. Damages

Mr. Keller has NHL that required significant treatment with chemotherapy and a SCT that involved
substantial hospitalization, lost work, and loss of enjoyment of life and is a significant morbidity and an
increased risk of mortality. As a consequence of his NHL treatment, he has CKD and worsened CM, both
of which will further reduce his overall life expectancy and require further medical treatment.

B. Exposure History
1. Time at Camp Lejeune

Mr. Scott Keller served in the United States Marine Corps from January 1985 through December 1997,
during which he reenlisted twice. He was stationed at Camp Lejeune from November 1985 to January
1988, primarily residing on base until September 1987. His work was concentrated at the
communications building near the Delta Battery barracks, where he was assigned to Delta Battery, 2nd
Battalion, 10th Marines of the 2nd Marine Division. These details are documented in the Keller
Deposition (pages 41:1 to 60:20) and supported by deposition exhibits 2, 4, 5, and 6.

Throughout his time at Camp Lejeune, Mr. Keller was exposed to the water supply at Hadnot Point,
where he lived, worked, ate, and maintained personal hygiene until his marriage in September 1987.
After his marriage, he relocated off-base to Jacksonville, NC, but continued his daily base activities,
including working, eating, and often showering before leaving the base as he was required to change out
of his uniform before commuting (Keller Deposition 45:11-20, 136:6-17).

His recreational activities also contributed to his exposure to the water at Hadnot Point. Mr. Keller
frequently used the base's fieldhouse for sports such as racquetball and soccer, and he participated in
wrestling practice three to four times weekly depending on the season (Keller Dep. 160:21-161:4, 167:9-
167:20).

Mr. Keller’s military occupational specialties at Camp Lejeune were as a radio operator and Morse code
operator. (Keller Dep. 72:23-73:1) Occasionally on the weekends, he was assigned fire watch duty. During
this duty, he remained at the barracks for 24 hours, alternating between being on watch and resting
every six hours, without permission to leave. He was assigned this duty once to twice a month, typically
on weekends. (Keller Dep. 138:13-139:12)
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During his service, Mr. Keller participated in field training on the base approximately twice a month.
These training sessions varied in length, ranging from several days to two weeks, during which he did not
return to the barracks. Water needs in the field were met using "water buffaloes" (large mobile water
containers), and he consumed meals ready to eat (MREs), which involved rehydrating food with this
same water supply.

Mr. Keller estimated he would drink 2-4 canteens of water per day, each canteen holding one quart. In
hotter conditions, his consumption could reach up to two and a half gallons per day, including water and
Kool-Aid (Keller Dep. 140:2-140:14).

When factoring deployments and other times off base, Mr. Keller was exposed to the water at Hadnot
Point for approximately 525 days.

Exposure Start | Exposure End Total Days Benzene [ug/L]
11/30/1985 11/30/1985 1 3
12/1/1985 12/31/1985 31 3
1/1/1986 1/31/1986 31 3
2/1/1986 2/28/1986 28 3
3/1/1986 3/7/1986 7 3
3/19/1986 3/31/1986 13 3
4/1/1986 4/30/1986 30 4
5/1/1986 5/31/1986 31 3
6/1/1986 6/30/1986 30 3
7/1/1986 7/31/1986 31 3
8/1/1986 8/12/1986 12 3
9/20/1986 9/30/1986 11 3
10/1/1986 10/31/1986 31 3
11/1/1986 11/30/1986 30 3
12/1/1986 12/4/1986 4 3
12/17/1986 12/31/1986 15 3
1/1/1987 1/20/1987 20 2
7/16/1987 7/31/1987 16 3
8/1/1987 8/31/1987 31 3
9/1/1987 9/30/1987 30 3
10/1/1987 10/31/1987 31 3
11/1/1987 11/30/1987 30 2
12/1/1987 12/31/1987 31 2
Total days: 525

In Dr. Kelly Reynolds’ report, she estimated the ingestion exposure of Mr. Keller. The contaminants at
Camp Lejeune, as stated above, are volatile organic compounds and as a result Mr. Keller experienced
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significant exposure through inhalation and dermal routes. To a reasonable degree of medical and
scientific certainty that exposure increased both the total exposure as well as the cancer risk.

C. Camp Lejeune Water Contamination

| have reviewed the Expert Report by Morris L. Maslia dated October 25, 2024. According to page 92 of
the report:

The reconstructed duration of contamination of finished water exceeding the current MCL for
benzene was 63 months (January 1979-November 1984) (Table 7.16); the maximum
reconstructed finished water concentration of benzene was about 12 pg/L during April 1984
(Table 7.16). Measured benzene concentrations at the HPWTP ranged from below detection
limits (10 pg/L) to 38 pg/L during the period December 1984— December 1985. An unexplained
value of 2,500 pg/L of benzene was measured on November 11, 1985 (Table 7.16).

Additionally, | have examined Appendix J of the same report, which contains the ATSDR water modeling
tables. These tables provide detailed monthly mean contaminant concentrations for Hadnot Point,
expressed in micrograms per liter in finished water. The concentration levels from the ATSDR and Maslia
report for the dates Mr. Keller was on base is reflected in the table above.

VIl.  CONCLUSION

| conclude with a reasonable degree of medical certainly, after review of Mr. Keller’s medical records,
other expert reports and documents and performing a differential etiology, using well established
methods that are generally accepted, and after consideration and review of the medical and scientific
literature that more likely than not his exposure to benzene from contaminated drinking water at Camp
Lejeune was a significant contributing cause of his NHL.

Mr. Keller was exposed to drinking water at Camp Lejeune between 1985 and 1987 exposing him to 2-4
PPB of benzene and he was diagnosed at age 31 of NHL. Benzene has been shown to be a cause of NHL,
exposure of benzene during this time at this exposure are medically more likely than not a significant
contributing cause of his NHL.

Mr. Keller is young for this disease and this is consistent with an environmental exposure being a cause
of his cancer. He has some family history of cancer, but no family history of hematopoietic cancers so
there is no evidence for a familial susceptibility. He has as an environmental exposure his being exposed
to benzene in the contaminated drinking while based in Camp Lejeune that, more likely than not can be
a cause of hematopoietic, lympho-hematopoietic cancers including NHL.

He does not have a known history of smoking, but was exposed as a child, does have a prior history of
use of alcohol, does not have a history of exposure to ionizing radiation exposure but was exposed to RF
radiation. Exposure to tobacco smoke may be associated with some types of NHL, but his childhood
exposure is unlikely to be a contributing cause. His exposure to RF radiation is not known to be a cause
of NHL. Alcohol use is a risk for some types of cancer, but unlikely to be a cause of NHL in Mr. Keller.

He is over-weight and this may generally increase his susceptibility to cancer and would have increased
his risk upon a carcinogenic exposure.
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His cancer does have evidence for multiple genetic abnormalities that can be caused by exposure to
carcinogens, including the VOCs such as benzene in the contaminated drinking water efat Camp
Lejeune.

Mr. Keller has NHL treated with chemotherapy and SCT and now has CKD and cardiomyopathy. Although
he is now in remission from NHL, because of history of NHL and the treatment of his disease, Mr. Keller
has an increased risk of future hematopoietic cancers, other non-hematopoietic cancers, late recurrence
of cancer, as well as other benzene associated cancers. He is also at risk of post-treatment chronic
conditions, including progression of his severe kidney disease that was a result of his NHL treatment and
significant cardiomyopathy, both of which will require long term treatment and management, overall
reduce his function, increase his of morbidity and mortality.

His NHL and its treatment are expected to reduce his overall life expectancy.

o

Dean W. Felsher, M.D., Ph.D.
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IX.  ADDITIONAL MATERIALS CONSIDERED

Deposition Transcript & Exhibits

1. Deposition Transcript - Scott Keller (Plaintiff) - April 15, 2024, and exhibits

2. Deposition Transcript - Chad Keller (Plaintiff's Son) - July 29, 2024, and exhibits

3. Deposition Transcript - Kimberly Keller (Plaintiff's Wife) - May 13, 2024, and exhibits

4, Deposition Transcript - James Mudd, M.D. (Treating Physician) - July 30, 2024, and exhibits

5. Deposition Transcript - Stephen lacoboni, M.D. (Treating Physician) - August 8, 2024, and exhibits
6. Deposition Transcript - Jennifer W. Leach, M.D. (Treating Physician) - May 24, 2024, and exhibits
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7. Deposition Transcript - Oleksandr Seleverstov, M.D. (Treating Physician) - July 25, 2024, and
exhibits

Expert Reports

1. Expert Report of Morris L. Maslia, P.E., D.WRE, DEE, Fellow EWRI - October 25, 2024

2. General Causation Expert Report of Dean W. Felsher, MD, PHD. [Leukemia, and Non-Hodgkin’s

Lymphoma] - December 9, 2024
3. General Causation Expert Report of Howard Hu, MD, MPH, SC. D. - December 9, 2024

4, General Causation Expert Report of Kathleen M. Gilbert, PHD. [TCE, Non-Hodgkin Lymphoma,
and Leukemia] - December 9, 2024

5. General Causation Expert Report of Lukasz Gondek, MD, PhD. [Leukemia] - December 9, 2024

6. General Causation Expert Report of Steven B. Bird, MD. [Hematopoietic Cancers: Leukemia &
Non-Hodgkin’s Lymphoma] - December 9, 2024

7. Specific Causation Expert Report of Kelly Reynolds, MSPH, PhD — February 7, 2025
Medical
1. St. Mary Medical Center/ Univ. of WA Medical Center/ PROVIDENCE MEDICAL GROUP WALLA

WALLA CARDIOLOGY, 01501_KELLER_0000000001-01501_KELLER_0000001816

2. St. Mary Medical Center, 01501_KELLER_PSMMC_0000000001-
01501_KELLER_PSMMC_0000000258

3. Kadlec Regional Medical Center, 01501_KELLER_VBA_0000000058-
01501_KELLER_VBA_0000000089

4, VA Puget Sound Health Care System, 01501_KELLER_VHA_0000000002-
01501_KELLER_VHA_0000000014

5. Walla Walla Clinic, 01501_KELLER_WWC_0000000001-01501_KELLER_WWC_0000000566

6. Walla Walla VAMC, 01501_KELLER_VHA_0000000055-01501_KELLER_VHA_0000000675

7. Providence Medical Center, 01501_KELLER_VBA_0000000268-01501_KELLER_VBA_0000000416
8. Medical Records - Jonathan M. Wainwright VAMC, 01501_KELLER_VHA_0000000676-

01501_KELLER_VHA_0000000847

9. Providence Saint Mary Medical Center-01501_KELLER_VBA_0000000869-
01501_KELLER_VBA_0000000946
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10. Morasch Medical Pc, 01501_KELLER_HCOS_0000000001-01501_KELLER_HCOS_0000000024

11. University of Washington Medical Center, 01501_KELLER_VBA_0000001588-
01501_KELLER_VBA_0000001664

12. Walla Walla Clinic, 01501_KELLER_VBA_0000001673-01501_KELLER_VBA_0000001688
13. Walla Walla Clinic, 01501_KELLER_VBA_0000001703-01501_KELLER_VBA_0000001782
14. Providence Medical Center, 01501_KELLER_VBA_0000002038-01501_KELLER_VBA_0000002186

15. Jonathan M. Wainwright VAMC, 01501_KELLER_VBA_0000002383-
01501_KELLER_VBA_0000002536

16. Providence Saint Mary Medical Center, 01501_KELLER_VBA_0000002583-
01501_KELLER_VBA_0000002660

17. Providence Saint Mary Medical Center, 01501_KELLER_VBA_0000002707-
01501_KELLER_VBA_0000002798

18. Kadlec Regional Medical Center, 01501_KELLER_VBA_0000003000-
01501_KELLER_VBA_0000003031

19. Providence Heart Institute, 01501_KELLER_PHI_0000000001-01501_KELLER_PHI_0000000616
Short-Form Complaint & Profile Form

1. Scott Keller Discovery Pool Profile Form, 01501_KELLER_DPPF_0000000001-
01501_KELLER_DPPF_0000000030

2. Scott Keller Short-Form Complaint

In addition to the materials listed here, | have considered all of the materials listed in the materials
considered list that accompanied my General Causation report dated December 9, 2024, as well as all
materials referenced within this report and in my December 9, 2024, General Causation report.

All facts and data listed herein are either identified by bates number or are publicly available to and
accessible by Defendant United States of America.

Dr. Felsher reserves the right to review and consider additional facts, data and publications;
Dr. Felsher reserves the right to consider the report of any other witness in this action; and

Dr. Felsher reserves the right to supplement this list of reliance files.
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Name: Dean W. Felsher MD PhD

Citizenship: United States of America

Academic History:

Colleges and University

9/81-7/85 University of Chicago, B.A.

7/85-7/92 University of California, Los Angeles, M.D., PhD.

7/92-6/94 Hospital of the University of Pennsylvania, Resident, Internal Medicine

7/94-6/99 University of California, San Francisco, Fellow, Hematology-Oncology
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1985-1992 Medical Scientist Training Program

Residency and Post-Doctoral Training
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7/94-6/99 Fellow, University of California, San Francisco, Hematology-Oncology

7/95-6/99 Fellow, University of California, San Francisco, J. Michael Bishop’s Laboratory

Board Certification

1996 Internal Medicine

1998 Medical Oncology

Employment History:

12/97-7/98 Clinical Instructor, Department of Medicine, UCSF

7/98-9/99 Assistant Adjunct Professor, Step I, Department of Medicine, UCSF

9/1/99-12/1/99 Acting Assistant Professor, Division of Oncology, Department of
Medicine, Stanford University

12/1/99- Assistant Professor, Division of Oncology, Department of Medicine,
Stanford University

11/1/01- Assistant Professor, Division of Oncology, Departments of Medicine and
Pathology, Stanford University

2/1/07- Associate Professor, Division of Oncology, Departments of Medicine and
Pathology, Stanford University

8/01/12- Professor, Division of Oncology, Departments of Medicine and Pathology,
Stanford University.

September 30, 2024 1
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Public and Professional Service:

Departmental Affiliations and Leadership

Associate Chief, Division of Oncology, Department of Medicine, Stanford University
Department of Pathology, Stanford University

Founding Director of Translational Research and Applied Medicine (TRAM)
Director of Oncology Research, Division of Oncology

Director of Admissions, Medical Scientist Training Program (MSTP)
Director of Advanced Residency Training Program (ARTS)

Director of Team Science, Department of Medicine

Co-Director Cancer Nanotechnology Training (C-TNT)

Co-Director KL2 Mentored Training Program

Member Stanford Comprehensive Cancer Institute

Member Molecular Imaging Program

Member Tumor Biology Training Program

Member Immunology Training Program

Member BioX Selection Committee

Member Canary Institute

Member ChEM-H

Graduate Programs
2000- Cancer Biology, Stanford University
2001- Immunology, Stanford University

Research and Professional Experience

7/85-7/92 Medical Scientist Training Program, UCLA

7/87-7/91 Graduate Student, MBI, UCLA, advisor: Dr. Jonathan Braun

7/92-6/94 Resident, Hospital of the University of Pennsylvania

7/94-6/97 Fellow, Division of Hematology-Oncology, UCSF

7/95-6/99 Fellow, Hooper Foundation, advisor: Dr. J. Michael Bishop

7/98-9/99 Assistant Adjunct Professor, Department of Medicine, UCSF

9/99- Assistant Professor, Department of Medicine, Stanford University

11/01- Assistant Professor, Departments of Medicine and Pathology, Stanford
University

02/01/07- Associate Professor, Division of Oncology, Departments of Medicine and
Pathology, Molecular Imaging, Stanford University

09/01/12- Professor, Division of Oncology, Departments of Medicine and Pathology,
Molecular Imaging, Stanford Imaging

10/01/16- Director of Research, Division of Oncology, Stanford University

07/02/18- Director of Advanced Residency Training (ARTS)

07/01/20- Co-Director, CTSA KL2 Mentored Training Program

07/01/20- Associate Chief, Division of Oncology, Stanford University

07/01/20- Director of Team Science, Department of Medicine

Clinical Experience

2
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6/94-7/96
8/96-1/98
2/99-6/15

University Services

2001-2006
2001-
2001-
2002-2005
2002-
2002-
2002-2005
2005-
2005-2009
2005-
2005-

2006-
2006-2010
2007-
2007-2011

2008-
2011-

2014-
2016

2017-2020

2017-

2018-

2019-

General Oncology, UCSF-Mt. Zion
AIDS Oncology, San Francisco General Hospital
General Oncology and Lymphoma, Stanford University

Internal Medicine Housestaff Selection Committee, Department of Medicine,
Center for Clinical Immunology, Steering Committee Member

Medical Scientist Training Program Admission Committee

Immunology Graduate Program Admission Committee

Organizer, Division of Oncology Annual Retreat

Member, Digestive Diseases Consortium, Stanford University

Cancer Biology Graduate Program, Executive Steering Committee

Tumor Biology Training Program, Executive Steering Committee

Dean’s Committee on Animal Research

Member, Stanford Comprehensive Cancer Center

Faculty Co-Leader, Stanford Comprehensive Cancer Center Transgenic Core
Facility

Review Panel Bio-X Interdisciplinary Research Initiative

Chair, Grants Committee, Stanford’s Center for Children’s Brain Tumors
Member, Advanced Residency Training at Stanford Program

Leader, Molecular Therapeutics Program, Stanford Cancer Center

The development of a new program including programmatic development, an
annual symposium, 3 invited speakers per year and support for joint grant
applications.

Faculty Member, Molecular Imaging Program

Founding Director, Translational and Applied Medicine Program (TRAM),
Department of Medicine: An integrated translational research program that [ am
the founding Director includes: pilot grants (15-20 funded projects per year),
MED121/221 year-long training course, an TRAM Annual Symposia, 18 invited
speaker , 3 educational talks, 3 workshops in bioinformatics, industry-academic
interactions stem cell biology and infectious diseases, and a dedicated
translational research core facility run by two senior scientists, 4 faculty advisory
and 3 external advisors.

SPECTRUM Council of Mentors

Co-Director and Co-PI Cancer Nanotechnology Training Program, Radiology: A
mentored research training program funded by a NIH T32 to support integrated
research in cancer and nanotechnology involving molecular imaging, diagnostics
and therapeutics.

Director of Oncology Research, Division of Oncology: I coordinate funding,
semi-annual research retreats, annual Oncology division retreat, pilot funding
and NIH T32 Oncology training grant.

Associate Director and Director of Admissions Medical Scientist Training
Program: I am responsible for review of all applications and selecting interview
candidates and admission committee for the Stanford MSTP program.

Director of Advanced Residency Training (ARTS) Program, a PhD granting
program for medical doctors during their clinical training that supports up to 10
candidates.

Co-Director of KL2 Program: I am responsible for providing training, and
mentorship for junior medical faculty in the School of Medicine.

3
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2020- Associate Chief of Oncology: I am responsible for scientific affairs in the
division including mentorship and support and training of junior research faculty
and support for our medical oncology research programs.

Clinical Teaching

Medical Oncology Attending, Med X, Stanford Hospital

Med X Lecture Series: Oncogenes as Targets for Therapy of Human Neoplasia

Medical Oncology Journal Club

Cancer Education Seminar

Translational Medicine MED121/221

MSTP

ARTS Program

KL2 Mentored Training

Cancer Nanotechnology

ReCap

Community Service
Highlands Elementary School, Science Fair Judge, 2003
Highlands Elementary School, Science Fair Judge, 2004

Baywood Elementary School Science Fair Judge, 2007

American Cancer Society, Lecture, Spring 2004

NIH Step-up Program/UCSF High School Program, Lecture, 2004
Leukemia and Lymphoma Society MWOY Campaign 2010
Medical School Outreach 2017-

SUMMA 2017-

Teaching Activities /Courses

Fall 2000 Discussion Leader, Cell Signaling and Cancer Mol Pharm 210/Cancer Bio 242
2001-2002 Discussion Leader, Cancer Biology Graduate Program Journal Club
Winter 2001 Faculty Speaker, Cancer Biology, 241

Winter 2002 Faculty Speaker, Cancer Biology 241, Study and Treatment of Cancer
Spring 2002 Faculty Speaker, Cancer Biology 243, Tumor Suppressor Genes
Spring 2002 Faculty Speaker, Advanced Immunology II

Spring 2003 Faculty Speaker, Pathology 243, Lecture: Carcinogenesis

Spring 2003 Faculty Speaker, Biology 205, DNA Repair

Fall 2004 Faculty Speaker, Cancer Biology

Spring 2004 Faculty Speaker, Advanced Immunology II

Fall 2004 Faculty Speaker, Pathology 243, Lecture: Carcinogenesis

Winter 2004 Faculty Speaker, Pathology 243, Lecture: Carcinogenesis

Fall 2005 Faculty Speaker, Pathology, 243, Lecture: Carcinogenesis

Winter 2005 Faculty Speaker, Pathology, 243, Lecture: Carcinogenesis

Winter 2006 Faculty Speaker, Health and Human Disease, Lecture: Carcinogenesis
Winter 2007 Faculty Speaker, Health and Human Disease, Lecture: Carcinogenesis/Immunity
Spring 2008 Faculty Speaker, Health and Human Disease, Lecture: Carcinogenesis
Winter 2008 Faculty Speaker, BIOE22B

Spring 2008 Faculty Speaker, CCRTP Course

Spring 2009 Faculty Speaker, Neoplasia, Carcinogenesis and Immune Surveillance
Spring 2009 Faculty Speaker, CCRTP Course

Spring 2010 Faculty Speaker, Advanced Immunology II

Spring 2010 Faculty Speaker, Cancer Biology, 222C

4
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Spring 2010
Spring 2011
Spring 2011
Spring 2011
Spring 2012
Winter 2013
Spring 2013
Spring 2013

Fall 2013

Winter 2014
Winter 2015

S, W, F

S, W, F. 2016
Spring 2016
Spring 2016

S, W, F2017-2018
Spring 2017
Spring 2017
Spring 2017

S, W, F 2018-2019
Spring 2019

S, W, F.2019-2020
S, W, F 2020-2021
S, W, F.2021-2022
Spring 2021

S, W, F 2021-2022
Summer 2023
Winter 2024

Trainees

Faculty Speaker, CCRTP Course

Faculty Speaker, Health and Human Disease, Lecture: Cancer Biology
Faculty Speaker, Advanced Immunology I1

Faculty Speaker, CCRTP Course

Faculty Speaker, Neoplasia, Carcinogenesis and Immune Surveillance
Faculty Speaker, Cancer Biology 241, Tumor Immunology
Faculty Speaker, Advanced Immunology

Faculty Speaker, Lung Block, Human Health & Disease Course
Faculty Speaker, CCRTP Course, Mouse Models

Faculty Speaker, Cancer Biology 241

Faculty Speaker, Pathology 290

Faculty Director and Speaker, MED121/221

Faculty Director and Speaker MED121/221

Faculty Speaker, HHD 221 Lecture

Faculty Speaker, Immunology 209, Immune Checkpoints
Faculty Director and Speaker MED121/221

Faculty Speaker, HHD Human Cancer Biology Lecture

Faculty Speaker, Oncology Lecture, Grantsmanship and Funding
Faculty Speaker, MSTP Lecture, Oncogene Addiction

Faculty Director Speaker MED121/221

Faculty Speaker, KL2

Faculty Director and Speaker MED121/221

Faculty Director and Speaker MED121/221

Faculty Director and Speaker MED121/221

Faculty Speaker, Immunology 258, Ethics, Science, and Society
Faculty Speaker, ReCAP

Faculty Director and Speaker MED221

Faculty Speaker, INDE 217 Physician Scientist Hour (PhySH)

High School Students

2003
2004
2004-2005
2006
2010
2011
2019
2022

Michael Lin, UCLA MD, resident Stanford University

Talia Lincoln, Medford College

Julian Burns, UCSD Medical Scholars Program, CA

Charles Liu, Harvard University

Julia Arzeno, UCLA Medical School, CA

Nnola Amuzie, Stanford University, Stanford, CA

Iwanshi Ahuja, Cupertino High School, CA

Tony Zhang, Brookline High School, Brookline, MA, Carnegie Mellon University

College Students

2000-2001
2000-2001
2000-2001
2001-

2002-2003
2003-2007
2004-2008

Case 7:23-cv-00897-RJ

Shelly Beer, UCLA, Stanford PhD, Merck

Sui Sui Song, Cornell University, Stanford Medical Student

Sandy Jung, Stanford University, Resident Harbor-General UCLA
Charles Feng, Stanford University, Honors, UCLA Medical School
Jared Miller, Stanford University, Washington University, Med Student
Maria Chang, Stanford University, NIH Scholar Program

Michael Lin, Stanford University, UCLA Medical Student

5
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2004-2006
2004-2009
2004-2006
2004-2006
2005
2005-2006
2006-2008
2006-2008
2006-2008
2006-2008
2007-2008
2007-2010
2008-2010
2009
2009-2011
2008
2009-2012
2011-2014
2012-2016
2012-2013
2012-2015
2014-2016
2015-2018
2017-2020
2018-2020
2019-
2019-2021
2019-2020
2019-2020
2021-
2021-
2021
2022-
2022

2022

2022

2022

Cynthia Zamora, Stanford University, UCSF Medical School

Kim Komatsubara, Stanford University, UCLA Medical School

Talia Lincoln, Medford College

Julian Burns, currently in the UCSD Medical Scholars Program

Troy McEachron, Stanford University, NYU Graduate Program

Ogechi Amarachukwu Okolo, Stanford University

Ada Yee, Stanford University, Stanford PhD, currently Editor, Nature
Jessie Tao, Stanford University, Harvard Medical School, Johns Hopkins
Stephen Hinshaw, Stanford University, currently RA Harvard U.

Joy Chen, Stanford University, Case Western Med Student, Stanford Surgery
Peter James Bellisle, Stanford University

Ramya Parameswaran, Stanford University, MSTP U. Chicago

Evan Chen, Stanford University, currently Stanford Medical Student
Michael Sanchez, Stanford University

Sashendra Ravinath Aponso, Stanford University, Duke Singapore Program
Erin Young, Utah State University

Vanessa Chang, Stanford University, U. Penn MSTP

Christine Yost, Stanford University, Baylor Medical School

Rachel Do, Stanford University, Vanderbilt Medical School

Julia Arzeno, UCLA, currently UCLA Medical School

Alia Yaghi, Stanford University, U. Texas, San Antonio Medical School
Georgia Toal, Stanford University, currently Stanford University Medical School
Theodore Hu, Stanford University, currently Masters Program, Cambridge
Maya Krishnan, Stanford University, currently MSTP Student

Natalie Wu, UC Davis, currently medical student

Fidelia Alvina, U. Wisconsin Medical School,

Baokun Gu (Jack), Stanford University

Bryce Rossellini, Santa Clara University

Richard Barros, SFSU

Nikhiya Shamsher, Stanford University

Jessica Layne, Stanford University

Chloe Zhao, Johns Hopkins University

Connor Gonzales, Stanford University Bio-X Undergraduate Summer Program
Zoe Gould, Smith College, MA

Kevin Yang, Duke College, NC

Eway Cai, Carleton College, MN, UC Berkley

Majd Nasra, Stanford University

Graduate Students/Medical Students

2001-2003
2001-2007
2001-2007
2002-2004
2004-2008
2004-2008
2005-2012
2005-2012
2006-2007
2006-2012

Case 7:23-cv-00897-RJ

Asa Karlsson, Division of Oncology, Stanford University and University of Goteberg

Constadina Arvanitis, Biological Sciences, Stanford University

Shelly Beer, Cancer Biology, Stanford University

Andrew Kopelman, Stanford School of Medicine, Stanford Med Scholar/HHMI
Pavan Bachireddy, Stanford School of Medicine, Stanford Med Scholar/HHMI
Pavan Bendapudi, Stanford School of Medicine, Stanford Med Scholar/HHMI
Peter Choi, Immunology Program, Stanford University

Alper Yetil, Biological Sciences Program, Stanford University

Melissa Horoschak, Stanford School of Medicine, Stanford Med Scholar
Kavya Rakhra, Immunology Program, Stanford University

6
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2007-2009
2014-2016
2016-2019
2016-2017
2017-2018
2021-2023
2022-2023
2022-2023
2022-

Mathias Orbin, Medical Student, Munich, German

Rebecca Gao, Stanford Medical Student, Med Scholars

Nia Tope Adeniji, Stanford Medical Student, Med Scholars, UCSF Residency
Michael Richardson, Stanford Medical Student, Med Scholars

Line Heftdal, Aarhus University Medical Student, Danish Society

Josiah Yarbrough, Stanford University, Department of Chemical Engineering
Amanda Li, UC Berkley, Columbia University

Chris Aboujudom, Stanford University, TRAM Graduate Student

M. Gohazrua K. Butler, Stanford University, TRAM Graduate Student

Post-Doctoral Fellows

2000-2002

2000-2001

2001-2005

2001-2005

2001-2006

2002-2005

2002-2005

2002-2007

2002-2007

2003-2007

2005-2012

2006-2009

2006-2007

2006-2008

2007-2012

2007-2012

2007-2012

2007-2009

2007-2014
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Flora Tang, MD,

Current Position: PKPD Analyst, Genentech

Meenakshi Jain, MD

Current Position: Staff Physician, Santa Clara Valley Medical Center
Debabrita Deb, PhD, Fellow of Tumor Biology Training Grant

Current Position: Leadership Team, Inscopix

Sylvie Giuriato, PhD, Fellow of Lymphoma Foundation

Current Position: Research Scientist, Tolouse, France

Catherine Shachaf, PhD, Fellow FAMRI award

Current Position: President, Stelo Technologies

Karen Rabin, MD, Fellow of the Berry Foundation

Current Position: Associate Professor, Pediatrics, Baylor University
Suma Ray, PhD, Fellow of Stanford Dean’s Scholar Award

Current Position: Vice President, Intas Pharmaceuticals

Alice Fan, MD, Fellow of the Leukemia and Lymphoma Society
Current Position: Assistant Professor Division of Oncology, Stanford
Chi-hwa Wu, PhD, Fellow of Immunology Training Program

Current Position: Scientist, Complete Genomics

Asa Karlsson, PhD, Fellow of Cancer Biology Training Grant

Current Position: Scientist Karolinska

Jan van Riggelen, PhD, Fellow of the Lymphoma Research Foundation
Current Position: Assistant Professor, Georgia Institute of Technology
Phuoc Tran, MD PhD, Fellow in Radiation Oncology

Current Position: Associate Professor, Johns Hopkins University

Ling Liu, PhD, Post-Doctoral Fellow

Current Position: Fellow, Dr. Tom Rando, Stanford

George Horng, Stanford University, Fellow Pulmonary Program
Current Position: Pulmonologist Palo Alto Clinic

David Bellovin, PhD, Post-Doctoral Fellow, NIH NRSA Award
Current Position: VP Discovery and Translational Biology, Attovia Therapeutics
Aleksey Yevtodiyenko, PhD, Post-Doctoral Fellow, Immunology Training Program
Current Position: Scientist, Life Sciences and Technology

Stacey Adam, PhD, Post-Doctoral Fellow, ACS Fellowship Award
Current Position: Director, Cancer in Research Partnerships Foundation
Zhongwei Cao, PhD, Post-Doctoral Fellow

Current Position: Assistant Professor, NYU

Yulin Li, PhD, Post-Doctoral Fellow, USC-NIH PSOC

Current Position: Assistant Professor, Houston Methodist Hospital

7
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2009-2015
2009-2013
2010-2013
2011-2016
2012-2018
2012-2017
2013-2018
2014-2020
2014-2020
2015-2018
2016-2021
2017-2022
2017-2019
2017-2019
2018-2021
2019-2021
2021-

2021-

2021-
2021-2023

Emelyn Shroff, PhD, Post-Doctoral Fellow, American Lung Fellowship
Current Position: Senior Research Officer, Public Health Ministry, Seychelles
Bikul Das, PhD, Post-Doctoral Fellow, Canadian Cancer Fellowship
Current Position: Assistant Professor, Forsythe Institute, Boston, MA
Tahera Zabuawala, PhD, Post-Doctoral Fellow

Current Position: Project Manager, Personalis

Ling Tong, PhD, Fellow, BioX-Sanofi

Current Position: Senior Research Scientist, Stanford University

Stephaney Casey, PhD, Post-Doctoral Fellow, NIH NRSA, CRI, K22
Current Position: Amgen Scientist

Meital Ryan (Gabay), PhD, Post-Doctoral Fellow, SIP Award

Current Position: Head of Operations, Medical Devices, Verily

Dan Koch (now Liefwalker), PhD, Fellow, Burroughs Wellcome Fund, K22
Current Position: Assistant Professor, Oregon State Universtity

Anja Deutzmann, PhD, Post-Doctoral Fellow, Lymphoma Research Foundation Fellow
Current Position: Senior Research Scientist, Stanford University

Arvin Gouw, PhD, NIH T32 Fellowship

Current Position: Founding CEO, Bacchus Therapeutics

Srividya Swaminathan, PhD, Post-Doctoral Fellow. LLS Special Fellow
Current Position: Assistant Professor, City of Hope

Renu Dhanasekaran, MD, Instructor, Gastroenterology, TRAM, AGA, K08, ARTS
Current Position: Assistant Professor, Stanford University

Wadie Fernandez, PhD, TRAM

Current Position: Scientist, Sutro Biopharma

Sibu Kuruvilla, PhD, NIH T32 Fellow

Current Position: Manager, Genentech

Minsoon Kim, PhD

Christina Kim, PhD, NIH T32

Aida Hansen, PhD, Denmark Fellowship

Current Position: Assistant Professor, University of Southern Denmark
Danielle Atibalentja, MD PhD, Heme Fellow, ASH Scholar

Alessia Felici, PhD

Xinyu Chen, PhD

Petronela Bulga, PhD2022- Selene Zhou PhD

Graduate Student Committees

Orals Committees

2002
2002
2003
2003
2004
2004
2004
2004
2005
2006
2007
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Rebecca Begley, Dr. Mochly-Rosen Laboratory, Molecular Pharmacology
Joshua T. Jones, Dr. Meyer Laboratory, Molecular Pharmacology
Jacob Chudnovksy, Dr. Kharvari Laboratory, Cancer Biology
Ryan B. Corcoran, Dr. Scott Laboratory, Cancer Biology

Shelly Beer, Cancer Biology

Constandina Arvanitis, Molecular Pharmacology

Tom Johnson, Dr. Attardi Laboratory, Cancer Biology

William Wong, Dr. Cleary Laboratory, Cancer Biology

John Garcia, Dr. Khavari Laboratory, Cancer Biology

Lauren Woodward, Cancer Biology

Alper Yetil, Cancer Biology

8
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2007
2007
2011
2012
2016
2017
2017
2020
2021

2002
2003
2003
2003
2006
2007
2007
2007
2007
2007
2008
2008
2011
2011
2011
2011
2014
2021

Kavya Rakhra, Immunology

Peter Choi, Immunology

Magdalena Franco, Microbiology and Immunology
Joanna Kavalski, Cancer Biology

Kayvon Pedram, Chemistry

Benjie Smith, MSTP

Stan Shor, MSTP

Bastian Krenz, ChEM-H

Andrea Garofalo, MSTP

Dissertation Committees

Joon Whan Rhee, Dr. Cleary Laboratory, Immunology (Chair)

Ryan Corcoran, Dr. Scott Laboratory, Cancer Biology

Rebecca Begley, Dr. Mochly-Rosen Laboratory, Molecular Pharmacology
Joshua T. Jones, Dr. Meyer Laboratory, Molecular Pharmacology

Ryan Corcoran, Dr. Scott Laboratory, Cancer Biology

Yakov Chudnovsky, Dr. Khavari Laboratory, Cancer Biology

Thomas Johnson, Dr. Scott Laboratory, Cancer Biology

Shelly Beer, Dr. Felsher Laboratory, Cancer Biology

Lauren Woodward, Dr. Shapiro Laboratory, Cancer Biology

Constadina Arvanitis, Felsher Laboratory, Cancer Biology

Zhuang Liu, Dr. Dai Laboratory, Chemistry

Meaghan Wall, Melbourne School of Graduate Research

Sarah Sherlock, Dr. Dai Laboratory, Chemistry

Kavya Rakhra, Dr. Felsher Laboratory, Immunology

Alper Yetil, Dr. Felsher Laboratory, Cancer Biology

Peter Choi, Dr. Felsher Laboratory, Immunology

Magdalena Franco, Boothroyd Laboratory, Microbiology and Immunology
Andrea Garofalo, Ash Alizadeh Laboratory, Cancer Biology

2021 Benjamin Smith, Carolyn Bertozzi Laboratory, Chemistry

2022 Dana Lee Cortade, Defense Chair, Shan X Wang Group, Materials Science & Engineering
Editorial Board

2008- Cancer Biology and Therapy

2009-
2009-
2010-
2010-
2010-
2010

2010-
2012-
2012-
2013-
2013-
2018-

Journal of Clinical Investigation

Chinese Journal of Cancer

Cancer Research

Hematology Oncology

OncoTarget

Cancer Research, Associate Editor of Breaking Advances
International Journal of Oncology

Oncolmmunology — Journal of the European Academy of Tumor Immunology
Oncogene, Nature Publishing Group, Senior Editor
Cancer Immunology Research — AACR Journal

Cancer Hallmarks

Cancer Research, Senior Editor

Invited Journal Reviews

American Journal of Pathology

9
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American Journal of Pharmacogenomics
Blood

Breast Cancer Research

Cancer Research

Cancer Cell

Cancer Discovery

Cell

Cell Metabolism

Cell Systems

Cell Stem Cell

Clinical Cancer Research
Current Immunology

eLife

EMBO

Experimental Cell Research
Gastroenterology

Genes and Development
Journal of Clinical Investigation
Journal of National Cancer Institute
Lancet

Leukemia

Molecular Cancer Research
Molecular and Cellular Biology
Molecular Cell

Nature

Nature Biotechnology

Nature Cancer

Nature Chemistry

Nature Communications
Nature Genetics

Nature Medicine

Nature Reviews of Cancer
Oncogene

PLoS Genetics

PLoS One

Proceedings of the National Academy of Sciences

Science

Science Translational Medicine
Trends in Genetics

Trends in Molecular Medicine

NIH Study Sections

2000 NIH Ad Hoc, Review K08s

2004 NIH Site Visit, Hospital University of Pennsylvania
2005 NIH Experimental Therapeutics B Cluster

2006 NIH Clinical and Molecular Oncology Cluster
2006 NIH Clinical and Molecular Oncology Cluster
2007 NIH Molecular Carcinogenesis Study Section

2008 NIH Molecular Carcinogenesis Study Section
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2010 NIH Molecular Oncology Study Section

2010 NIH Nanomedicine Development Center

2017 NIH Integrative Cancer Biology Program Special Study Section

2020 NIH NCI SPORE Review

2020 NIH SBIR Review, Co-Chair

2021 NIH NCI Program Projects

2021 NIH NCI Mechanisms of Cancer Therapeutics

2021 NIH 10 MCT2 Mechanisms of Cancer Therapeutics

2022 NIH NCI R35 Outstanding Investigator Award

2024 NIH NCI R35 Outstanding Investigator Award

NIH Intramural Review

2011 NIH Laboratory of Pathology

2011 NIH Laboratory of Pathology Core Facilities

2016 NIH Laboratory of Pathology

National Service

2005 Organizational Committee American Association for Cancer Research
2006 Organizational Committee, American Society for Clinical Oncology
2006 Organizational Committee. European Society of Hematology

2007 Organizational Committee, American Society for Hematology

2007 Organizational Committee, American Association for Cancer Research
2007 Organizational Committee, American Society for Clinical Oncology
2008 Sub-Committee Chair, American Association of Cancer Research

2011 Sub-Committee Chair, American Association of Cancer Research
2013- AACR Clinical and Translational Cancer Research Grants Scientific Review
2014 Organizational Committee, RECOMB Meeting

2015 Co-Chair, American Associate of Cancer Research, Conference of MYC oncogene
2016 Organizational Committee, RECOMB Meeting

2016 Organizational committee, Chair, Mini-Symposia, AACR

2019 Organizational committee, Chair, Mini-Symposia, AACR

2021-2022 AACR Basic Cancer Research Grants Scientific Review Committee
2022-2023 AACR Basic Cancer Research Grants Scientific Review Committee
2023- AACR Basic Cancer Research Grants Scientific Review Committee
2023-2024 AACR Basic Cancer Research Grants Scientific Review, Chair

Program Reviews
2009 Review Panel: UCSF BMS Graduate Program

Scientific Advisory Boards
2007-2010  Cell Biosciences, Palo Alto, California

2013- American Gene Therapeutics, Rockville, Maryland
2016-2020  Tragara Therapeutics, Carlsbad, California

2017- Molecular Decisions, California

2017- Apostle, California

2018- J Michael Bishop Institute, Chengdu, China

2019- Bacchus

Search Committees
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2009
2010
2010-
2013
2013
2014
2015
2016-
2018-

Chief of Infectious Disease, Department of Medicine

Canary Early Detection Institute/Molecular Imaging Program
Medical Oncology, Lymphoma Program

Medical Oncology, Melanoma Program

Canary Center

Medical Oncology, Head and Neck Program

Canary Center

Canary Center

Medical Oncology, UTL Search

Honors, Awards and Memberships:

Honors
1985
1992
2002

Awards
1985-1992
1996-1998
1996-1998
1997-1999
1998-2003
1999-2001
2000-2001
2000-2001
2000-2002
2000-2003
2000-2001
2001-
2001-2002
2001-2002
2002-2003
2002-2003
2003-2004
2003-2008
2003-2006
2003-2006
2003-2008
2004-2007
2005-
2005-2011
2005-2011
2005-
2006-2011
2006-2008
2006-2008
2009-2012
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Honors, Chemistry, University of Chicago
Emil Bogen Research Award for Excellence in Science
Charles Carrington Prize in Molecular Mechanisms of Disease

Medical Scientist Training Program, UCLA

Pfizer Medical Post-Doctoral Fellowship

Lymphoma Research Foundation Fellowship

Howard Hughes Medical Institute, Medical Post-Doctoral Fellowship
NIH Physician Scientist Award (K08 CA75967)

Pilot Feasibility Grant, UCSF Liver center

ASCO Young Investigator Award

Office of Technology Licensing Research Incentive Fund

V Foundation Scholar Award

Esther Ehrman Lazard Faculty Scholar Fund

Stanford Cancer Council Award

National Cancer Institute (RO1 CA89305)

Leukemia Research Foundation Fellowship Award

Lymphoma Research Foundation Junior Faculty Award

Elsa U. Pardee Foundation

Pilot Feasibility Grant, Digestive Disease Consortium at Stanford University
Sarcoma Foundation of America

Damon Runyon-Lilly Clinical Investigator Award

Emerald Foundation Research Award

The Leukemia & Lymphoma Society Translational Research Award
National Cancer Institute (R01 CA105102)

National Cancer Institute (P20 CA112973)

National Cancer Institute (ICMIC P50 CA114747)

Burroughs Wellcome Fund Translational Investigator Award
National Cancer Institute (U54 CA119367)

Elected to American Society of Clinical Investigation

National Cancer Institute (P01 CA034233)

The Leukemia & Lymphoma Society

Bio-X Interdisciplinary Initiatives Award

Department of Defense Award

12
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2011

Elected to the Association of American Physicians

2012-2016 ~ NIH RO1 Provocative Question Award

2014-2019  NIH UO1 (CA188383)

2014-2019  NIH RO1 (CA184384)

2015-2020  NIH T32 Training Grant, Department of Radiology
2017-2022  NIH RO1 Provocative Question Award

2021-2027  NIH R35 Outstanding Investigator Award

Memberships

1994-
1995-
1996-
1998-
2000-
2000-
2001-
2005-
2009-
2011-
2011-

American College of Physicians

American Medical Association

American Society for Clinical Oncology
American Society for Cell Biology
American Society of Hematology
American Association of Cancer Research
American Society of Gene Therapy
American Society of Clinical Investigation
American Gastroenterological Association
Association of American Physicians
European Academy for Tumor Immunology (EATI)

Major Invited Addresses

1.

Felsher, D. W. Cancer Revoked: Oncogenes as Therapeutic Targets. Charles Carrington
Award Lecture. Stanford University, September 2003.

Felsher, D. W. Cancer Revoked: Oncogenes as therapeutic targets. Grand Rounds,
Stanford University, Department of Medicine, Stanford, California, November 20, 2003.

. Felsher, D. W. Reversing oncogene induced tumorigenesis. XV Zentrum Molecular

Biology Heidelberg FORUM, Heidelberg, Germany, May 7-9, 2004.

Felsher, D. W. Co-Chair: Major Symposium: The malignant phenotype: Stability and
reversibility. American Association of Cancer Research Annual Meeting, Orlando,
Florida, March 27, 2004.

Felsher, D. W. Chair of Major Symposia: Oncogenes and tumor suppressor genes:
Tumor biology in the clinic. American Society of Clinical Oncology Annual Meeting,
Orlando Florida, May 13-17, 2005.

Felsher, D. W. Reversing Tumorigenesis. 100" Birthday Korea University Symposium,
Seoul, Korea, November 3, 2005.

Felsher, D. W. Pushing cancer to the brink of normalcy through oncogene inactivation.
Joint Graduate Symposium, Cell Fate Decisions in Health and Disease, University of

Wuerzburg, Germany, November 8, 2005.

Felsher, D. W. Modeling Oncogene Addiction, Nobel Symposia, Karolinska Institutet,
Stockholm, Sweden, 2012
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Research Support:

Ongoing

Revolution Medicines 07/01/17-12/31/24
“Therapeutics in the mTor Pathway”

The goal is to identify a novel Tor pathway drug for the treatment of cancer.

NIH 1KL2TR003143, Felsher (Mentor) 07/15/19-06/30/24
“Institutional Career Development Core (KL2)

Goal is to function as a senior faculty mentor for the training of junior faculty.

NIH R35 Felsher (PI) 09/08/20-8/31/27
“Targeting the MY C Pathway for the Treatment of Cancer”

The goal is to develop a translational research program to study the MYC pathway.

Earli, Inc., Felsher (PI) 03/18/21-03/14/25
“Early Detection of Cancer”

The goal of the Earli grant is to develop a PET imaging prove for the early detection of
cancer.

Pepper Bio, Felsher (PI) 10/01/21-09/30/24
“Phosphoproteomic Examination of Oncogene Pathways”

The goal of this project is to use novel computational biological approaches to identify
phoshphoproteomic signatures of cancer.

Initial Therapeutics, Inc. (PI) 04/20/22-04/19/25
“Targeting Oncogene Protein Expression”

The goal is to study a novel small molecule for the treatment of myc driven cancers.

NIH UL1TR003142, Felsher (Co-I) 07/15/19-12/31/24
“Stanford Center for Clinical & Translational Education and Research (Spectrum)”

The goal mentorship and training of junior faculty engaged in translational medical research.

NIH 1R21EB034967-01 Felsher (Co-I) 07/01/23-06/30/25
“PET Tracer for Imaging Senescence”

Major Goals: This R21 project proposes to develop novel PET radiotracers for PET imaging
of senecscent cells in vivo.
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1U01CA288433-01, Felsher 09/19/23-08/31/27
“Molecular Mechanisms by which Statins Prevent and Reverse Hepatocellular Carcinoma”

The goal of this grant is to perform collaborative preclinical and basic science medical
studies on the mechanisms by which statins can be used as an agent to reduce Hepatocellular
carcinoma.

MEI Pharma, Inc. 03/18/24-12/31/24
“Voruciclib Efficacy in Solid Tumors”

The goal is to investigate if a specific cdk9 Inhibitor has activity against specific cancers that
are Myc driven.

Completed

ASCO Young Investigator Award Felsher (PI) 07/01/00-06/30/01
“Defining When MY C Inactivation Results in the Regression of Hepatoma”

The goal of this study was to investigate if MY C inactivation induces the regression of
hepatoma.

Lymphoma Research Foundation of America, Inc. Felsher (PI) 07/01/01-06/30/02
“MYC’s Role in Human Lymphomagenesis”

The major goal of this project was to determine if MY C induces reversible tumorigenesis in
human lymphocytes.

Leukemia Research Foundation Felsher (PI) 07/01/01-06/30/02
“Targeting MYC Inactivation for the Treatment of Lymphoma”

The major goal of this project was to define how MYC inactivation causes the regression of
hematopoietic tumors.

The V Foundation Felsher (PI) 08/01/00-07/31/02
“The Role of the MYC Proto-Oncogene in The Initiation and Maintenance of
Tumorigenesis”

The major goal of this project was to examine how MYC activation cooperates with other
oncogenes to induce neoplasia.

Elsa U. Pardee Foundation Felsher (PI) 11/01/01-02/28/03
“Defining when MYC will be an Effective Target for the Therapy of Cancer”

The major goal of this project was to investigate MYC’s role in the induction and
maintenance of a neoplastic phenotype in human lymphomas.

Digestive Disease Center Felsher (PI) 03/01/02-02/28/03
“MYC’s Role in the Induction of Hepatocellular Carcinoma”
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The focus of this project was to study the role of the MYC oncogene in the induction of
hepatocellular carcinoma.

NIH/NCI 5K08 CA75967-02 Felsher (PI) 09/01/98-08/31/03
“C-MYC Induced Tumorigenesis and Genomic Instability”

The major goal of this project was to investigate how MY C induces genomic destabilization.

Sarcoma Foundation of American Felsher (PI) 04/01/03-03/31/04
“Targeting the Inactivation of the MYC Oncogene to Treat Osteogenic Sarcoma”

The goal of this project was to develop a new treatment for osteosarcoma.

3R01 CA89305-03S1 NOT-CA-03-017 Felsher (PI) 06/01/03-05/31/04
NIH/NCI (Supplemental)
“MYC’s Role in the Initiation and Maintenance of Cancer”

The goal of this project was to define the role of immune-mediated mechanisms in the
suppression of MY C-induced tumorigenesis.

Emerald Foundation Felsher (PI) 07/01/03-06/30/06
“Determining when Brief MY C Inactivation will Reverse Tumorigenesis”

The major goal of this proposal was to evaluate the duration of MYC oncogene inactivation
required to result in sustained regression of hematopoietic tumors.

The Leukemia & Lymphoma Society Felsher (PI) 10/01/03-9/30/06
“Inactivating MYC for the Treatment of Lymphoma”

The goal of this project was to pre-clinically evaluate a new anti-sense drug that targets MYC
in our transgenic animal model of lymphoma.

Ludwig Translational Program Cancer Research Felsher (PI) 11/01/04-10/31/06
“Phosphoprotein Signatures that Define the Therapeutic Efficacy of Atorvastatin for the
Treatment of Lymphoma”

The major goal was to study phosphoprotein signatures in tumors treated with statins.

The Leukemia & Lymphoma Society Felsher (PI) 10/01/06-9/30/08
“A Phase 1 Study of Atorvastatin in Patients with Low Grade or Refractory Non-Hodgkin’s
Lymphoma”

The goal of this project is to pre-clinically evaluate atorvastatin for the treatment of
lymphoma.

Bio-X Interdisciplinary Initiatives Award Felsher (PI) 10/01/06-09/30/08
“Carbon Nanotube Mediated Therapy of Lymphoma”

The goal of this project is to develop novel therapies for the treatment of lymphoma.

Damon Runyon Cancer Research Foundation Felsher (PI) 07/01/03-12/31/08
“Targeting MYC for the Treatment of Lymphoma”
16
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The goal of this project is to perform a phase I/II trial to evaluate a new anti-sense drug that
targets MYC for the treatment of lymphoma.

NIH/NCI 1R01 CA105102 Felsher (PI) 02/01/04-01/31/09
“Differentiation of Osteogenic Sarcoma By MYC Inactivation”

The goal of this project is to study how MYC inactivation induces the differentiation of
osteogenic sarcoma in a transgenic mouse model.

NIH/NCI U56 CA112973 Plevritis (PI) 03/01/10-08/31/10
“Computational Modeling of Cancer Biology”

The goal of this project is to develop a multi-disciplinary research program in the systems
biology of cancer. Dr. Felsher is a co-investigator receiving 5% effort and some laboratory
support.

NIH/NCI U54 CA119367 Gambhir (PI) 05/12/06-04/30/11
Co-Leader Project 4 and 6
“Centers of Cancer Nanotechnology Excellence on Therapy Response”

The goal s of these projects are to apply nanotubes towards the development of novel
therapies for cancers. Dr. Felsher is a co-investigator on two of the projects to pre-clinically
evaluate nanotechnology in animal models.

Burroughs Wellcome Fund Felsher (PI) 07/01/05-06/30/11
Clinical Translational Award
“Pre-Clinical Validation of G-Quadruplex Drugs that Target MYC to Treat Cancer”

The major goal of this project is to perform a preclinical validation in transgenic mouse
models of the role of G-Quadruplex drugs for the inactivation of the MYC oncogene for the
treatment of cancer.

NIH RO1 CA105102-05A1 Felsher (PI) 07/17/09-07/16/11
“Molecular and Cellular Basis of Oncogene Addiction”

The goal of this project is to define the mechanism by which oncogene inactivation elicits the
phenomena of oncogene addiction.

NIH/NCI 2R01CA89305 Felsher (PI) 05/01/07-02/29/12
“MYC’s role in the Initiation and Maintenance of Cancer”

The objective of the project is to define how MYC contributes to tumorigenesis by
identifying and then interrogating how the repair of specific genetic events, such as p53
mutation restores the ability of MY C inactivation to induce sustained tumor regression
through influences on proliferation, apoptosis and angiogenesis.

NIH/NCI P01 CA034233 (NCX) Levy (PI) 07/17/06-03/31/12
“Clinical and Laboratory Studies of Malignant Lymphoma”

Project Leader Project 3 “Immune Status and Tumor Regression Upon Oncogene
Inactivation”
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The goal of this project is to examine the contribution of the immune system and specific
immune effector pathways in tumor regression upon MY C inactivation.

DOD CDMRP Felsher (PI) 04/15/09-04/14/12
“Nanoscale Proteomic Analysis of Oncoproteins in Hematopoietic
Cancers”

The goal of this project is to develop novel methods to examine the oncogenic proteomic
signaling pathways in hematopoietic cancers in response to therapy.

NCI 2P30CA124435-04 Mitchell (PI) 09/15/10-05/31/15
Stanford University Cancer Center

The major goal of this project is to build on institutional strengths in both technology
development and translational research to foster interdisciplinary collaborations.

Onyx Pharmaceutical Corporation 108030 Felsher (PI) 06/17/12-12/16/12
“Defining and Predicting Carfilzomib activity using Novel Nanoscale Proteomic Methods in
Preclinical Transgenic models of Lymphoma and Lung Cancer”

The goal of this project is to interrogate mechanism of carfilzomib using mouse models.

Onconova Therapeutics, Inc. Felsher (PI) 05/01/12-04/30/13
“Biomarker Analysis of MDS”

The goal of this project is to identify phosphoproteins that predict therapeutic response to a
novel therapy for hematopoietic malignancies.

Laurel Foundation Felsher (PI) 12/01/10-05/31/13
“Identification of a rare population of human embryonic stem cells having potential
tumorigenic activity following exposure to hypoxia oxidative stress”

The goal of this project is to characterize the role of oncogenes in the regulation of stem cell
programs.

LLS Specialized Center of Research Grant Mitchell (PI) 10/01/08-09/30/13
“Characterization of Hematopoietic Stem Cells in Myelodysplastic Syndromes”
“Molecular and Cellular Characterization of Myelodysplastic Syndromes” Core D: (D.
Felsher)

The goal of this project is to perform genomic/proteomic analysis of MDS/Leukemia
specimens.

Geron Corporation Felsher (PI) 07/01/10-12/31/13
“Evaluation of Inhibitors or Regulators of c-MYC for the Treatment of Malignancies”

The Goal of this project is to develop a novel therapeutic agent.

NIH/USC U54 CA143907 Agus (PI) 08/01/12-07/31/14
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“Multiscale Complex Systems Transdisciplinary Analysis of Response to Therapy
(MCSTART)”

The goal of this project is to model and predict the therapeutic response of lymphoma to a
chemotherapeutic agent.

Massachusetts Institute of Technology Felsher (PI) 08/01/12-07/31/14
(NIH PRIME) NIH/NCI U54 CA143874
“Defining and Predicting Response to Targeted Therapy Using Dry Density Measurement

2

The goal is to utilize a novel nanofluidic to predict consequences of oncogene inactivation.

Onconova Therapeutics, Inc. #106824 Felsher (PI) 05/01/12-10/31/14
“Biomarker Analysis of MDS”

The goal of this project is to identify phosphoproteins that predict therapeutic response to a
novel therapy for hematopoietic malignancies.

Regulus Therapeutics, Inc. Felsher (PI) 01/28/13-05/31/15
“Identification and Evaluation of Myc Regulated MicroRNAs as Potential Therapeutic
Targets”

The purpose of this study is to examine the role of microRNA in the pathogenesis of MYC
associated tumorigenesis.

NIH/NCI R21 CA169964 Felsher (PI) 08/01/12-07/31/15
“Nanoscale Proteomic Profiles of Hypoxia Pathways to Develop Biomarkers of Renal Cell
Carcinoma”

This proposal is to develop prognostic and predictive proteomic biomarkers for primary and
metastatic renal cell carcinoma using NIA technology to profile hypoxia pathways.

Onconova Therapeutics, Inc. #114321 Felsher (PI) 01/01/14-07/31/15
“Phase I Study of Platinum-based Chemoradiotherapy (CRT) with Oral Rigosertib in Patients
with Intermediate or High-risk Head and Neck Squamous Cell Carcinoma”

Onconova Therapeutics, Inc. #110214 Felsher (PI) 03/01/13-08/31/15
NIA correlative studies of Oral Rigosertib in SCC

NIH/NCI ICMIC P50 CA114747 Gambhir (PI) 08/01/05-08/31/15
“In Vivo Cellular and Molecular Imaging Center Grant”
Project 3 Leader: “Multi-Modality Imaging of Oncogene-Induced tumorigenesis”

The objective is to utilize PET imaging to investigate the mechanism by which oncogene
inactivation induces the regression of hematopoietic tumor.

Sanofi-Aventis, US, Inc./BioStar Felsher (PI) 12/10/12-12/09/15
“Prediction of Therapeutic Efficacy of Targeted Oncogene Inactivation via PET Imaging
Using a Novel Smart Apoptosis Probe ([18F] CAIP)”
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The goal of this project is to develop a novel approach for predicting the consequences of
oncogene inactivation.

NIH/NCI ICBP CCSB U54 CA149145 Plevritis (PI) 05/01/10-02/29/16
Modeling the Role of Differentiation in T-ALL, Murine and Human
Project Leader Project 4: “Modeling the Role of Differentiation in Cancer Progression”

The goal of the Stanford Center for Systems Biology of Cancer (CCSB) is to discover
molecular mechanisms underlying cancer progression.

NIH/NCI CCNE-T U54 CA151459 Gambhir (PI) 08/26/10-07/31/16
“Magneto-Nano Diagnostic and Analytical Devices for Cancer”
Project 2-(Wang/Felsher) Proteomic Validation of Micro-Chip Assay

The major goal of this project is to apply novel nanoscale diagnostic devices for the detection
and monitoring of cancer.

Cancer Research Institute CLIP grant Felsher (PI) 07/01/14-06/30/17
“Oncogene addiction and immune activation”

The goal is to examine the mechanistic role of CD4+ T-cells in Oncogene Addiction.

Onkaido Therapeutics #119779 Felsher (PI) 03/25/15-06/30/17
“C-MYC Collaboration”

The Goal is to evaluate a novel therapy for liver cancer.

American Gene Technologies International Inc. Felsher (PI) 05/01/15-06/30/17
“HCC Lentiviral Therapeutic”

The goal is to develop a new therapeutic delivery approach for treatment of HCC.

NIH/NCI CCNE-T U54 CA151459 Gambhir (PI) 08/26/10-07/31/17
“Magneto-Nano Diagnostic and Analytical Devices for Cancer”
Project 2-(Wang/Felsher) Proteomic Validation of Micro-Chip Assay

The goal of this project is to apply novel nanoscale diagnostic devices for the detection and
monitoring of cancer.

NIH/NCI RO1 CA170378 PQ22 Felsher (PI) 08/01/12-07/31/17
“Mechanisms by Which Oncogene Inactivation Elicits Tumor Cell Death”

The goal of this study is to identify the mechanistic basis of cell death upon oncogene
inactivation.

Tragara Pharmaceuticals, Inc., Felsher (PI) 07/01/16-06/30/17
“K9 Inhibitor Collaboration 2016

This project investigators a novel CD inhibitor for cancer.

20
Case 7:23-cv-00897-RJ  Document 498-1  Filed 08/26/25 Page 58 of 108



Apostle, Inc. 10/01/17-07/31/18

“Capturing Genetic Signature of Hepatocellular Carcinoma Through Liquid Biopsy with a
Novel MiniMax Technology: a Pilot Study”

The goal is to identify a unique prognostic gene signature for liver cancer.

Roche TCRC, Inc. Felsher (PI) 09/01/16-02/28/19
“Investigation of Therapeutic Activity of RG6416”

The goal of this project is to study the mechanism of action of novel therapeutics.

Emerson Collective Cancer Research Fund, Felsher (PI) 04/01/17-03/31/19
“Identifying Small Molecules That Can Restore a Global Immune Response Against Cancer”

The goal is to identify new therapeutics to restore the immune response against cancers.

NIH RO1 CA184384 Felsher/Zare (PI) 04/04/14-08/31/19
“Prognostic metabolic signatures of cancers through mass spectrometry imaging”

The goal of this project is to utilize DESI MS Imaging to determine the mechanistic role of
MY C mediated regulation of lipid metabolism in tumorigenesis.

NIH UO1 CA188383 Felsher/Gambhir (PI) 09/16/14-08/31/19
“Modeling and Predicting Therapeutic Resistance of Cancer”

The goal of this project is mathematically model how the immune system is involved in
therapeutic resistance in T-cell acute lymphoblastic lymphoma.

Alligator Bioscience Felsher (PI) 09/03/14-09/02/19
“Development of Bispecific Immune Modulating Antibodies”

The goal of this project is to predict efficacy of novel immune therapeutics.
Sanofi US Services, Inc., Felsher (PI) 12/24/19-12/23/21
“Lipogenesis inhibition in cancer”

Goals: The goal of this study is to identify novel targets in the lipogenesis pathway to treat
cancer.

NIH 1T32CA196585-01 Rao/Felsher (co-PI) 08/01/15-07/31/22
“Cancer-Translational Nanotechnology Training Program”

The Goal of this program is to train cancer biologist in nanotechnology.

Bio-X, Felsher (PI) 10/01/18-09/30/22
“Imaging changes in immune surveillance by natural killer (NK) cells during the progression
of MYC oncogene-driven lymphomas”
21
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Goals: The goal is study mechanisms of NK immune surveillance.

Patents:

Gouw

Leland Stanford Junior University, assignee. Inhibitors of
phospholipid synthesis and methods of use. United States patent US 11,702,394 B2. 2023 Jul
18.

Swaminathan S, Felsher DW, Mecker HT, inventors; Leland Stanford Junior University,
assignee. Profiling and treatment of MY C-associated cancers with NK cells and type 1
interferon. United States patent US 11,648,275 B2. 2023 May 16.

Deutzmann A, Felsher DW, Li Y, inventors; Leland Stanford Junior University, assignee.
Target genes in MY C-driven neoplasia. United States patent US 11,576,912 B2. 2023 Feb
14.

Felsher DW, Gabay M, Tibshirani R, inventors; Leland Stanford Junior University, assignee.
Method of determining the prognosis of hepatocellular carcinomas using a multigene
signature associated with metastasis. United States patent US 10,894,988 B2. 2021 Jan 19.

Felsher DW, Fan A, inventors; Leland Stanford Junior University, assignee. Discovery and
validation of cancer biomarkers using a protein analysis methodology to analyze specimens.
United States patent US 10,145,851 B2. 2018 Dec 04.

Publications:

Chapters (total of 3)

1.

Arvanitis, C., Bendapudi, P. K., Bachireddy, P., and Felsher, D. W. Identifying critical
signaling molecules for the treatment of cancer. Recent Results in Cancer Research, Vol.
172, Springer-Verlag Berlin Heidelberg 2007.

Bellovin, D.I., Das, B., and Felsher D.W. Tumor Dormancy, Oncogene Addiction,
Cellular Senescence, and Self-Renewal programs. Systems Biology of Tumor
Dormancy, pp 91-107, Part of the Advances in Experimental Medicine and Biology book
series (AEMB, Vol. 734), Springer Link 2012.

Felsher, D.W., Arvanitis, C., Bendapudi, P., and Bachireddy, P. Oncogenes and the
initiation and maintenance of tumorigenesis. Northwestern University | Northwestern
Scholars, The Molecular Basis of Human Cancer, pp 143-157, Springer New York 2016.

Peer-reviewed articles (total of 134)
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10.

11.

12.

. Welches, W., Felsher, D. W., Landshultz, W., and Maraganore, J. M. A rapid method for

the purification of monomeric and/or dimeric phospholipases in crotalid snake venomes.
Toxicon, 23(5): 747, 1985.

. Felsher, D. W., Denis, K., Weiss, D., Ando, D. T., and Braun, J. A murine model of B-

cell lymphomagenesis in immunocompromised hosts: C-MYC rearranged B-cell lines
with a premalignant phenotype. Cancer Research, 50(21): 7042, 1990.

. Felsher, D. W., Rhim, S., and Braun, J. A murine model for B-cell lymphomagenesis in

immunocompromised hosts: Natural killer cells are an important component of host
resistance to premalignant B-cell lines. Cancer Research, 50(21): 7050, 1990.

Felsher, D. W., Ando, D., and Braun, J. Independent rearrangement of Ig lambda genes
in tissue culture-derived murine B-cell lines. International Immunology, 3(7): 711, 1991.

Goodglick, L. A., Felsher, D. W., Mehran, N., and Braun, J. A novel octamer regulatory
element in the VH11 leader exon of B-1 cells. Journal of Immunology, 154(9): 4546,
1995.

Felsher, D. W., and Bishop, J. M. Transient excess of MYC activity can elicit genomic
instability and tumorigenesis. Proceedings of the National Academy of Sciences, 96(7):
3940, 1999.

Felsher, D. W., and Bishop, J. M. Reversible tumorigenesis by MYC in hematopoietic
lineages. Molecular Cell, 4(2): 199, 1999.

. Felsher, D. W., Zetterbert, A., Zhu, J., Tlsty, T., and Bishop, J. M. Overexpression of

MYC causes p53-dependent G2 arrest of normal fibroblasts. Proceedings of the National
Academy of Sciences, 97(19): 10544, 2000.

Johansen, L. M., Iwama, A., Lodie, T. A., Sasaki, K., Felsher, D. W., Golub, T. R., and
Tenen, D. G. c-Myec is a critical target for C/EBP & in Granulopoiesis. Molecular and
Cellular Biology, 21(11): 3789, 2001.

Jain, M., Arvanitis, C., Chu, K., Dewey, W., Leonhardt, E., Trinh, M., Sundberg, C. D.,
Bishop, J. M., and Felsher, D. W. Sustained loss of a neoplastic phenotype by brief
inactivation of MYC. Science, 297(5578): 102, 2002. Also see: 1. Bernard Weinstein,
Addiction to oncogenes—The achilles heal of cancer. Science, 297: 63, 2002.

Karlsson, A., Giuriato, S., Tang, F., Fung-Weier, J., Levan, G., and Felsher, D. W.
Genomically complex lymphomas undergo sustained regression upon MYC inactivation
unless they acquire chromosomal translocations. Blood, 101(7): 2797, 2003. Also see K.
Shannon, Bypassing the requirement for MY C in lymphoma progression. Blood, 101(7):
2451, 2003.

Karlsson, A., Deb-Basu, D., Cherry, A., Turner, S., Ford, J., and Felsher, D. W.
Defective double-strand DNA break repair and chromosomal translocations by MYC
overexpression. Proceedings of the National Academy of Sciences, 100(17): 9974-9979,
2003. Also see: E. Greenwood, Oncogenes: One-man band, 3: 714, 2003.
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13.

14.

15.

16.

17.

18.

19.

20.

21.

22.

23.

Yang, Y, Contag, C. H., Felsher, D. W., Shachaf, C. M., Cao, Y, Herzenberg, L. A.,
Herzenberg, L. A., and Tung, J. W. The E47 transcription factor negatively regulates
CD5 expression during thymocyte development. Proceeding of the National Academy of
Sciences, 101(11): 3898-3902, 2004.

Baron, B. W., Anastasi, J., Montag, A., Huo, D., Baron, R. M., Karrison, T., Thirman, M.
J., Subudh, S. K., Chin, R. K., Felsher, D. W., Fu,Y., McKeithan, T. W., and Baron, J. M.
The human BCL6 transgene promotes the development of lymphomas in the mouse.
Proceeding of the National Academy of Sciences, 101(39): 14198-14203, 2004.

Beer, S., Zetterberg, A., lhrie, R. A., Yang, Q., Bradon, N., Arvanitis, C., Attardi, L. D.,
Ruebner, B., Cardiff, R. D., and Felsher, D. W. Developmental context determines
latency of MYC induce tumorigenesis. PLOS Biology, 2(11): €332, 2004.

Shachaf, C. M., Kopelman, A., Arvanitis, C., Beer, S, Karlsson, A., Mandl, S.,
Bachmann, M. H., Borowsky, A. D., Ruebner, B., Cardiff, R. D., Yang, W., Bishop, J.
M., Contag, C. H., and Felsher, D. W. MYC inactivation uncovers pluripotent
differentiative properties and induces a state of tumor dormancy in hepatocellular cancer.
Nature, 431(7012): 1112-7, 2004. Also see: E. Hutchinson, Nature Reviews Cancer
7:834, 2004.

Sander, S., Bullinger, L., Karlsson A., Giuriato S., Hernandez-Boussard, T., Felsher, D.
W., and Pollack J. R. Comparative genomic hybridization on mouse cDNA microarrays
and its application to a murine lymphoma model. Oncogene, 24(40): 6101-7, 2005.

Beverly, L. J., Felsher, D. W., and Capobianco, A. J. Suppression of p53 by notch in
lymphomagenesis: implications for initiation and regression. Cancer Research 65(16):
7159-68, 2005.

Kwon, H., Ogle L., Benitez, B., Bohuslav, J., Montano M., Felsher, D. W., and Greene,
W. C. Lethal cutaneous disease in transgenic mice conditionally expressing type I human
T cell leukemia virus Tax. Journal of Biological Chemistry, 280(42): 35713-22, 2005.

Deb-Basu, D., Aleem, E., Kaldis, P., and Felsher, D. W. CDK2 is required by MYC to
induce apoptosis. Cell Cycle, 5(12): 1342-7, 2006.

Deb-Basu, D., Karlsson, A., Li, Q., Dang, C. V., and Felsher, D. W. MYC can enforce
cell cycle transit from G1 to S and G2 to S, but not mitotic cellular division, independent
of P27 inhibition of cyclin E/CDK2. Cell Cycle, 5(12): 1348-55, 2006.

Ray, S., Atkuri, K. R., Deb-Basu, D., Adler, A. S., Chang, H. Y., Herzenberg, L. A., and
Felsher, D. W. MYC can induce DNA breaks in vivo and in vitro independent of ROS.
Cancer Research, 66(13): 6598-605, 2006.

Weng, A. P., Millholland, J. M., Yashiro-Ohtani, Y., Arcangeli, M. L., Lau, A., Wai, C.,

del Bianco, C., Rodriguez, C. G., Sai, H., Tobias, J., Li, Y., Wolfe, M. D., Shachaf, C.,
Felsher, D. W., Blacklow, S. C., Pear, W. S., and Aster, J. C. cMyc is an important direct
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24.

25.

26.

27.

28.

29.

30.

31.

32.

target of Notchl in T cell acute lymphoblastic leukemia/lymphoma. Genes and
Development, 20(15): 2096-109, 2006.

Giuriato, S., Ryeom, S., Fan, A. C., Bachireddy, P., Lynch, R. C., Rioth, M. J., van
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Felsher, D. W. Oncogene Addiction and the Immune System. CSHL Banbury Meeting,
Cold Spring Harbor, NY, 2014.

Felsher, D. W. Modeling and Predicting Oncogene Addictions. Vanderbilt University
Medical Center, Nashville, TN, January 22, 2015.

Felsher, D. W. Modeling and Predicting MY C Addiction. Roche Pharmaceuticals, Basel,
Switzerland, February 13, 2015.

Felsher, D. W. Modeling Oncogene Addiction. UCSF Helen Diller Family
Comprehensive Cancer Center Friday Seminar Series. UCSF, San Francisco, CA April
17, 2015.

Felsher, D. W. Childhood Liver Tumours Strategy Group, SIOPEL Meeting. Oslo,
Norway, April 24-25, 2015.

Felsher, D. W. Modeling and Predicting Oncogene Addiction. Biozenrums Kolloquium
Series, University of Wurzburg, Germany, May 20, 2015.

Felsher, D. W. Oncogene Addiction and Metabolism. AACR Special Conference:
Metabolism and Cancer. Hyatt Regency Bellevue, Washington, June 7-10, 2015.

Felsher, D. W. Nanoscale Proteomics. Progenity, San Diego, CA. July 8, 2015.

Felsher, D. W. Modeling and Predicting Oncogene Addiction, University of Maryland
Greenebaum Cancer Center, Baltimore, MD. November 18, 2015.

Felsher, D. W. Modeling and Predicting MY C Oncogene Addiction. MIT Koch
Institute, Cambridge, MA. December 14, 2015.

Felsher D. W. Modeling and Predicting Oncogene Addiction, Harvard, Boston Children’s
Hospital, Boston, MA, December 15, 2015.

Felsher, D. W. The MYC Oncogene Regulator of Immune Checkpoints and Immune
Surveillance. Weill Cornell Medical College Stem Cell Research and Regenerative
Medicine, New York City, NY, April 11, 2016.

Felsher, D. W. Modeling and Predicting Oncogene Addiction, Hebron Institute,
Barcelona, Spain, April 22, 2016.

Felsher, D. W. Predicting Metastasis, SIOPEL Meeting, Barcelona, Spain, April 22,
2016.
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220.

221.

222.

223.

224.

225.

226.

227.

228.

229.

230.

231.

232.

233.

234.

Felsher, D. W. Speaker: “Remodeling the Tumor Microenvironment through Oncogene
Inactivation” AACR Annual Meeting, Chair of Symposia: Cancer Prevention through
Modulation of the Tumor Microenvironment, New Orleans, LA, April 16-20, 2016.

Felsher, D. W. Oncogene Addiction, NIH CCR Eminent Lecture Series, Bethesda, MD,
May 23, 2016.

Felsher, D. W. CSHL Course Seminar, Conditional Mouse Models, Cold Spring Harbor,
NY, June 22, 2016.

Felsher, D. W. Oncogene Addiction and the Immune system, International Symposium in
Molecular Medicine, Athens, Greece, October 6, 2016.

Felsher, D. W. Keynote Speaker, Oncology: Challenges and Opportunities, Sichuan
Maternal and Child Health Hospital, Sichuan Sheng, China, November 11, 2016.

Felsher, D. W. Keynote Speaker, Oncology: Challenges and Opportunities, West China
Medical School Sichuan University, Sichuan China, November 12, 2016.
Felsher, D. W. Keynote Speaker, Oncology: Challenges and Opportunities, Liuzhou

Workers Hospital, Liuzhou China, November 15, 2016.

Felsher, D. W. The MYC Oncogene Globally Regulates the Immune Response,
University of Miami Cancer Center, Miami, FL, February 9, 2017.

Felsher, D. W. Senescence & Aging Mini-Symposium, MY C Global Regulator Stemness
versus Self-Renewal, Cancer Center & Cancer Research Institute Beth Israel Deaconess
Medical Center, Boston, MA, March 7, 2017.

Felsher, D. W. Symposium on Tumor Motility, University of Freiberg, Germany, March
21-25,2017.

Felsher, D. W. MYC Regulates the Immune Response, Major Symposium, AACR
Annual Meeting, Washington DC, April 2, 2017.

Felsher, D. W. MYC Regulates the Immune Response, Keynote Speaker, University of
Arizona Cancer Center Retreat, Tucson, AZ, April 21, 2017.

Felsher, D. W. Oncogene Addiction: A Paradigm for Translational Medicine, University
of Maryland, College Park, MD, May 2, 2017.

Felsher, D. W. Oncology: Challenges and Opportunities, Speaker, Sichuan Cancer
Hospital and Institute, China, May 9, 2017.

Felsher, D. W. Oncology: Challenges and Opportunities, Speaker, Beijing University of
Chinese Medicine, China, May 10, 2017.
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235.

236.

237.

238.

239.

240.

241.

242.

243.

244.

245.

246.

247.

248.

249.

250.

251.

Felsher, D. W. Oncology: Challenges and Opportunities, Speaker, Chinese PLA General
Hospital, China, May 10, 2017.

Felsher, D. W. Oncology: Challenges and Opportunities, Speaker, Taizhou Medical
School, China, May 13, 2017.

Felsher, D. W. Characteristic Therapy Workshop for Traditional Chinese Medicine,
Oncology: Challenges and Opportunities, Speaker/Chair, US Center for Chinese
Medicine, Rockville MD, May 24, 2017.

Felsher, D. W. Liver Mini-Symposium, UCSF, San Francisco, CA, September 22, 2017.
Felsher, D. W. Roche Pharmaceuticals, San Francisco, CA, October 10, 2017.

Felsher, D. W. TRAM, Translational Research and Applied Medicine Program:
Perspectives on Future of Translational Medicine, Stanford, CA, November 3, 2017.

Felsher, D.W. Societies of Biosciences of Argentina, Buenos Aires, Argentina,
November 13th-19", 2017.

Felsher, D. W. Modeling Metastasis in Hepatocellular Carcinoma, December 7-10%,
Liver Meeting, 2017.

Felsher, D.W. Keynote Speaker, Cancercon, Chennai, India, Feb 1-2"¢, 2018.

Felsher, D. W. Frontiers in Targeting MYC: Expression, Regulation, and Degradation.
NIH campus, Bethesda, MD, April 9-10, 2018.

Felsher, D. W. The MYC Oncogene is a Global Regulator of the Immune Response,
AACR Cancer Dormancy and Residual Disease, Montreal, QC, Canada, June 19-22,
2018.

Felsher, D. W. Invited Speaker, Conference Cancer and Environmental Mixtures.
University of California Campus in Berkeley CA, August 21-22, 2018.

Felsher, D. W. Chinese Society of Clinical Oncology, Cancer Genomics Meets Immuno-
Oncology: The Story of Myc. Xiamen China, September 2018.

Felsher, D. W. Modeling and Predicting Oncogene Addiction, MBICR Dedication,
Chengdu China, October 8-15, 2018.

Felsher, D. W. Liver Cancer Symposium, Stanford University, Stanford, CA, October 17-
18, 2018.

Felsher, D. W. Cancer Prevention and Therapy through Natural Products, Harvard
Chinese Medicine Meeting, Harvard Medical School, Boston, MA, October 29-30, 2018.

Felsher, D. W. Keynote Speaker, GI Cancer Meeting, Guangzhou, November 7-12, 2018.
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252.

253.

254.

255.

256.

257.

258.

259.

260.

261.

262.

263.

264.

265.

266.

267.

Felsher, D. W. MYC Master Regulator of the Immune System, Wurzburg, Germany,
November 14, 2018.

Felsher, D. W. Invited Presentation, Milan, Italy, December 12-16, 2018.

Felsher, D. W. MYC is a Global Regulator of the Immune Response, Ludwig Cancer
Center, Lausanne, Switzerland, January16, 2019.

Felsher, D. W. MYC is a Hallmark of Tumor Initiation and Maintenance, EPFL,
Lausanne Switzerland, January 17, 2019.

Felsher, D. W. Invited Speaker, Conference Cancer and Environmental Mixtures.
University of California Campus in Berkeley CA, February 6-7, 2019.

Felsher, D. W. Novel Therapeutics for Myc-Driven Cancer, SPARK, Stanford, CA,
March 7, 2019

Felsher, D. W. The MYC Oncogene is a Global Regulator of the Immune Response to
Cancer, Winship Cancer Institute of Emory University, Atlanta, Georgia, March 27,
2019.

Felsher, D. W. Trajectory of a Physician Scientist: The Usual and Unusual Suspects for
Funding Opportunities, ReCAP Presentation, Stanford University, Stanford, CA, April 5,
2019.

Felsher, D. W. Targeting Specific Oncogenic Pathways to restore the Immune Response
Against Cancers, World Vaccine Congress Washington 2019, Washington DC, April 14-
17,2019.

Felsher, D. W. Cancer Hallmarks: An Approach to Understanding the Biology of
Tumorigenesis, Converging on Cancer Workshop, Washington D.C., April 29-30, 2019.

Felsher, D. W. The MYC Oncogene is a Global Regulator of the Immune Response, John
Hart Lecture in Cancer Research, Northwestern University, Evanston, IL, May 23, 2019.

Felsher, D. W. MYC is a Global Regulator of the Immune Response, Amsterdam,
European Hematology Association, June 13-16, 2019.

Felsher, D. W. MYC Regulates the Immune Response, Saint-Louis Hospital, Hematology
Seminars, Paris, France, June 17, 2019.

Felsher, D. W. Invited speaker, FASEB, Lisbon, Portugal, July 21-26, 2019.

Felsher, D. W. Invited speaker, A Platform for Identifying Strategies for Reversing
Cancer and Restoring the Immune Response, 2019 LakePharma Symposium on Next-
Generation Therapeutics, San Francisco, CA, October 10, 2019.

Felsher, D. W. Invited speaker, Reversible Cancer by Targeting Oncogenes through
Natural Products, BUCM Conference, Shenzhen China, December 12-17, 2019.
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268.

269.

270.

271.

272.

273.

274.

275.

276.

2717.

278.

279.

280.

Felsher, D. W. Invited speaker, Universal Cancer Screening Summit, Mayo Clinic,
Rochester, MN, February 3-4, 2020.

Felsher, D. W. Invited speaker, UCSD for Translational Medicine Day, San Diego, CA,
March 11, 2020.

Felsher, D. W. Invited speaker, Stanford University TRAM Seminar MED121/221,
Introduction to Translational Research and Applied Medicine: Pre-Clinical to Clinical
Transition, Stanford, CA, September 30, 2020.

Felsher D. W. Targeting Cancer through the MY C Oncogene, Oppenheimer Biotech
Emerging Science, virtual, Summit meeting, featuring Stanford University’s SPARK
Program, Friday, October 9, 2020.

Felsher, D. W. MYC and the Tumor Microenvironment. Prostate Cancer Foundation
Annual Retreat, October 22, 2020

Felsher, D. W. Targeting MYC Oncogene Pathway: Global Gatekeeper of Tumor
Growth and Immune Evasion. PBSS online Immuno-oncology Symposium. August 11-
12, 2021.

Felsher, D. W. Oncogene Addiction, Frontiers in Clinical Translation Seminar Series,
Stanford University, Stanford, CA, September 14, 2021.

Felsher, D. W. Introduction to TRAM: Translating Cancer Research, Translational
Research and Applied Medicine (TRAM), Stanford University, Stanford, CA, September
29, 2021.

Felsher, D. W. Invited speaker, Translational Oncology: New Treatments for Cancer,
Beijing China conference (zoom), December 11, 2021.

Felsher, D. W. Reversing Cancer: Targeting the MYC Oncogene. Eppley Institute for
Research in Cancer and Allied Diseases, Eppley Seminar, University of Nebraska
Medical Center, Omaha, Nebraska. April 28, 2022.

Felsher, D. W. American Society of Gene & Cell Therapy, AVV Vector Integrations in
Human Hepatocytes in Liver-Targeted Gene Therapy, Annual Meeting (hybrid),
Washington, DC, May 15, 2022.

Felsher, D. W. OHSU Pathology Grand Rounds, “Translational Oncology: Modeling,
Predicting and Eliciting Oncogene Addiction”, Portland Oregon, June 15, 2022.

Felsher, D. W. Stanford CVI 2022 Early Career Research Symposium: Session IV
Translational Medicine. Stanford University, Stanford, CA, October 17, 2022.

Felsher, D. W. CIS2023 Cancer Immunotherapy Summit 2023, MYC Oncogene Global
Regulator of the Immune Response, Hyatt Regency Boston MA, November 27-29, 2023.
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281.

282.

283.

284.

285.

286.

287.

288.

Felsher, D. W. 18" International Conference on Genomics, Translational Research and
Applied Medicine: Improving World health through Global Investment in Scientific
Innovation, Singapore/Hangzhou, April 22-23, 2023.

Felsher, D. W. CIS2023 Cancer Immunotherapy Summit 2023, MY C Oncogene Global
Regulator of the Immune Response, Hyatt Regency, Boston MA, November 27-29, 2023.

Felsher, D. W. Stanford INDE 217 Physician Scientist Hour (PhySH), “A Physicians
Scientist Career in Reversing and Preventing Cancer: in the Laboratory and in the
Courtroom”, Stanford University, Stanford, CA, February 5, 2024.

Felsher, D. W. Invited speaker, “Oncogene Addiction: Exploiting a Vulnerability for the
Treatment of Cancer”. 19" International Conference on Genomics Thailand Part (ICG-
19-THA), “Omics, Wellness and Longevity”, Chulalongkorn Hospital, Bangkok,
Thailand, May 18-19, 2024.

Felsher, D. W. CRC1479 Symposium 2024, International Symposium on Oncogene
Driven Immune Escape, Freiburg, Germany, July 2024.

Felsher, D. W. Invited speaker, University of Chicago Cancer Center, “MYC Oncogene
Pathway: the Achilles Heal of both Cancer Growth and Immune Evasion” Chicago, IL,
July 25, 2024.

Felsher, D. W. Invited speaker, AbbVie Annual Internal Scientific Conference
(Celebration of Science), South San Francisco, CA, September 23, 2024.

Felsher, D. W. Fred Hutchinson Cancer Center, Biology Seminar Series 2024-2025. Fred
Hutchinson Cancer Center, Seattle, Washington, April 1, 2025.
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From: Dean Felsher

To: Lori Merz; Dean Felsher

Subject: re: Camp Lejeune

Date: Thursday, August 17, 2023 6:22:50 PM
Dear Lori

Here is my CV.

My rates:

1000/hour review and preparation

1500/hour trial and depo, patient interview

Dean

Dean W. Felsher, MD PhD

Professor of Medicine-Oncology and Pathology

Associate Chief of Oncology

Director of Translational Research and Applied Medicine
Director of Admissions Medical Scientist Training Program
Co-Director Cancer Nanotechnology Training

Director Advanced Residency Training

Co-Director CTSA KL2 Training Program
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Dean W. Felsher, MD Ph.D. Prior Testimony 2020-2025

Testimony Date | Court Testimony Case Name Case Number
2022 Circuit Cout of Deposition & Kamude, et al. v. | 2018-L-010475
Cook County, Trial Sterigenics US.,

Hlinois LLC, et al.

2022 Circuit Cout of Deposition & Fornek v. 2018-L-010744
Cook County, Trial Sterigenics US.,
Illinois LLC, et al.

2022 Circuit Cout of Deposition Schumacher v. 2018-L-018939
Cook County, Sterigenics, US.,
Ilinois LLC, et al.

2021 Superior Court of | Deposition & Prudencio v. RG20061303
California, Trial Johnson &
Alameda County Johnson

2021 Superior Court of | Deposition & Van Klive v. RG20062734
California, Trial Johnson &
Alameda County Johnson

2022 Superior Court of | Deposition Ta v. Kaiser RG21109884
California, Gypsum Co., Inc.
Alameda County

2023 Superior Court of | Deposition & Valdez v. 22CV012759
California, Trial Johnson &
Alameda County Johnson

2023 Superior Court of | Deposition & Kevin Wright v. 21CV00925
California, Santa | Trial Union Oil
Barbara County

2023 State Court of Deposition Buczek v. 20-C-05918-S1
Gwinnett County, Sterigenics, US.,
Georgia LLC, et al

2024 State Court of Deposition McLendon, et al. | 20-C-07123-S1
Gwinnett County, V. Becton,
Georgia Dickinson and

Company, et al.

2024 State Court of Deposition Koch v. Medline | 2023 L 000686
Illinois, Cook Industries, et al.
County

2024 U.S. District Deposition Asher v. RTX 20CV000238
Court, N.D. Corporation, et

Indiana, Fort
Wayne Division

al.
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2024 Superior Court of | Deposition Green etal. v. HHD-CV22-
Connecticut, U.S. Steel Corp., | 6158732
Hartford Judicial etal
District
2024 District Court, Deposition Isaaks, et al. v 22CV31124
Jefferson County, Terumo BCT
Colorado sterilization
Services, INC., et
al.
2025 U.S. District Deposition Garavaglia v. 4:25-cv-00014
Court, W.D. GIB, et al
Missouri, Kansas
City Division
2025 State Court of Deposition Cibelli Wagner v | 2023-L-005701

Illinois, Cook
County

Sterigenics
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