MJ Cancer Patient Advocate, LLC
Minji Jo, Ph.D., Independent cancer patient advocate consultant

My career in cancer research began with my graduate studies at the University of Pittsburgh
School of Medicine, for which | earned my PhD in Cellular and Molecular biology in 2000. My graduate
work focused on how the proteins, epidermal growth factor receptor (EGFR) and c-met, both of which
are abundant in many cancers, interact during cancer development. Since then, | have dedicated my life
to cancer research and oncology drug development.

As a research scientist in academia, | studied how the protein, urokinase (uPA) and its partner, urokinase
receptor (uPAR), function in cancer development and promote cancer spread throughout the body by
breaking down tissue membranes. My research expanded our understanding of how uPA and uPAR
function in the spread of cancer by identifying a previously unknown mechanism of action. More than
20 publications in highly regarded peer-reviewed scientific journals are resulted from my continued
research on this subject. During this time, | gained extensive hands-on experience and knowledge in the
biology of different types of cancer including breast, lung, liver and brain, as well as other related
disciplines such as cell and molecular biology, biochemistry and pathology.

During my thriving career as an academic research scientist, | began to look for ways | could use my skill
set to help cancer patients more directly. With that in mind, | successfully transitioned to a role as a
scientist in the field of oncology drug development at lonis Pharmaceuticals, Inc. There, | successfully
led several pre-clinical programs to develop drugs for patients with lymphoma, lung and liver cancer. At
the same time, | led several different strategic programs to improve delivery, safety and efficacy of
cancer drugs.

While | was in transition in 2019, my best friend told me that her husband had been recently
diagnosed with stage IV glioblastoma, the most aggressive form of brain cancer. She and her husband
were understandably shocked and overwhelmed by the diagnosis and had difficulty understanding the
clinical trial options that were presented to them. At their request, | reviewed the pathology and
genetic profiling reports from the doctor, as well as the clinical trial options. My extensive experience
over more than 15 years in cancer research and oncology drug development gave me the tools | needed
to understand and clearly explain, in plain English, what his pathology and genetic profiling reports
meant and what the clinical trial would entail. More importantly, | understood the scientific details
about the clinical trials to help them in making an educated decision about the clinical trial that was
best-suited. | also identified a few more promising clinical trial options. For each subsequent clinical
trial, | reviewed and explained them to my friend and her husband. | then tailored questions for them to
ask his doctors, so that they could make a well-informed decision about each clinical trial presented to
them. In addition, | was able to answer their questions regarding treatments, side effects and any
problems they had to face on a daily basis. | was very glad that | was able to help to ease their burden in
any way | can. |also found it to be very fulfilling to see my experiences and knowledge positively impact
a cancer patient in a more direct way.

Not long after this experience with assisting my friend and her husband navigate his cancer diagnosis,
treatment options and plans, a neighbor asked me for help with his father’s diagnosis. His father had
hairy cell leukemia, which had been in remission, symptom-free, for 10 years. Unfortunately, he had
recently discovered that the cancer had returned. To complicate matters, his father was recovering



from a heart attack, which may have been caused by rituximab, a drug known to potentially damage the
heart, prescribed to treat his cancer. This limited the treatment options available to him that would not
further stress or damage his heart and identifying the best options in this situation was challenging, as a
result. His doctors presented him with four treatment options, but my neighbor and his father were not
equipped with the knowledge required to confidently select the most appropriate treatment for his
special medical needs. With my knowledge and skill set, | was able to analyze previously published
studies detailing the available treatments and assisted this family by explaining what each treatment
would entail along with special attention to any possible side effects in terms of severity and cardiac
toxicity. | am not a physician and thus cannot give them medical advice or make a medical decision for
them. However, what | was able to offer allowed my neighbor and his father to identify a treatment
course that would be least likely to further damage his heart based on published research studies about
the potential treatments, and therefore had the highest chance of a positive outcome. However, his
doctor decided to continue the treatment of rituximab, which resulted in another cardiac event. His
doctor decided to switch his treatment to vemurafenib, which | had informed my neighbor and his
father to be the best possible treatment with the least cardiac toxicity. Even with my limited ability to
make a final decision for cancer patients, it was very satisfying to know that my advice gave my neighbor
and his father confidence that the current treatment is possibly the best for him. In this case, as well, |
applied my knowledge and skills to provide support by answering any questions they had during his
cancer treatment.

These experiences brought to my attention the highly unmet need for someone like myself who has
extensive experience and knowledge in cancer biology and cancer drug development to effectively guide
cancer patients to make well-informed decisions about their treatment options. | have always been
motivated in my career to make a difference in the lives of cancer patients, and my journey has brought
me to a place where | know | am uniquely qualified to directly improve cancer patients’ treatment and
provide them peace of mind in their decision-making process. In this role, | will apply my years of cancer
research and drug development experience to assist these patients and their families by educating them
in a way they can understand about their diagnosis, treatment options and what those treatments
entail, and what they expect from the cancer treatment experience.

What distinguishes me from other patient advocates is that | have extensive experience and a
deep understanding of cancer biology and oncology drug development. This allows me to provide more
informed services to patients than the average patient advocate. | am certain that physicians want to be
able to devote their time to each patient, explaining all the available treatments and related issues, but
it is difficult for them to do so with the high volume of patients they have to treat. Some hospitals have
patient advocates, most of whom are registered nurses. While nurses are often able to answer
guestions from cancer patients, they may not have the experience of cancer research and drug
development process and clinical trials as well as someone who worked in that industry or time to
review and analyze scientific peer-reviewed publications regarding the latest cancer research and drug
development.

There are many non-profit and private organizations that help patients to find clinical trials. However,
the services they offer typically do not go beyond providing a list of available trials. While the service
they provide is useful, the specific information for each trial that is provided is limited. In comparison,
there is great value to having assistance from someone who is trained and experience in understanding
the science behind current cancer therapies and clinical trials.



| have dedicated my life to the study of the biological mechanisms and genetics behind cancer for many
years. | have worked on development of cancer drugs for over 15 years and proven my expertise in
these fields with nearly 30 publications in highly-regarded, peer-reviewed scientific journals. Thus, |
believe | am uniquely qualified to review and analyze clinical trials to determine what may be the best
possible fit patients based on each patient’s individual pathology and the genetic make-up of their
cancer. No one can guarantee the success of a therapy or a clinical trial, no matter how much knowledge
or experience one has. However, thoughtful scientific analysis of available treatments or clinical trials
and guidance personalized for each patient’s needs in mind, would allow them to make a well-informed
decision to maximize their chance of survival and wellbeing.

Importantly, | am not beholden to any institute or organization. Dedicated as they might be, the patient
advocates of hospitals or pharmaceutical companies (even physicians) have allegiance to their
employers. As an independent consultant, | am able to assist and guide cancer patients without any bias
or conflict of interest to ensure the maximum benefit and highest quality of service to each individual
cancer patient. Lastly, | am committed to building patient relationships and will meet patients
personally to discuss their treatment options, as well as following up regularly throughout their
treatment to reassess their changing needs. This will allow me to provide the highest quality of service
as well as peace of mind for cancer patients throughout their healing journey.
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