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Jeff Folloder: 
Welcome to our CLL Town Meeting in Cincinnati. We’re calling this “Accessing State-of-the-Art CLL Care: What’s Right for 
You?” I have a question. Does your loved one have CLL? Do you have CLL? Would you like to connect with others who have 
CLL and are dealing with it? You have come to the right place. That is what a town meeting is all about. It is very likely that 
this is the first time that you’ve ever been side-by-side with someone with CLL outside of a hospital setting. So, that’s cool; 
you have a chance to get to know each other.  
 
We’ve got an exciting program for you. I know there’s going to be a lot of questions, a lot of questions that everyone here is 
going to want to have answered and that the folks online are going to want to have answered.  
 
For you online, start sending in your questions to CLL@PatientPower.info, that’s PatientPower.info. We are going to do 
our very best to answer as many questions as we possibly can. Just a little bit about myself; my name is Jeff Folloder. I’m in 
year nine of my CLL journey, son in 2010 I was diagnosed after assuming that taking naps all the time was just part of 
getting older. I soon learned that I was trisomy 12 mutated, and my first doctor wanted to start me immediately on a 
chemotherapy regimen. I freaked out, as I’m sure most of you did when you got your diagnosis.  
 
I freaked out to the point where the first thing that I did was get a second opinion. I wound up getting a second opinion at a 
cancer research institution by the name of MD Anderson in the Houston, Texas area. My second opinion said yes, you still 



have CLL, but I don’t think we need to do the FCR treatment program. I’m like; okay, so what are we going to do? 
Absolutely nothing. Great. I soon learned that this is what’s called “watch and wait,” or as our patients call it, “watch and 
worry.” I didn’t care for it that much. 
 
After about two years of this watching and worrying I was enrolled in a clinical trial at MD Anderson. I went through the 
entire clinical trial where I participated in a novel treatment regimen using just the immunotherapy portion of the 
treatment. I received six and-a-half years of rock solid remission to the point where I was actually labeled as MRD-
negative. Now, when I was going through these folders that you have in front of you, for all the folks here, I was reading 
through my bio. I noticed that I really do need to update my bio, because this bio says that I’m still in remission. That is no 
longer the case.  
 
I relapsed about a year ago. My white blood cell count was going up, my absolute lymphocyte count is getting a little 
wonky, my platelets are misbehaving, and there’s stuff going on, but it’s not so bad or so fast that it’s time for treatment, so 
guess what I’m doing again? Watch and worry, yes that’s right where I am. Now, I’m very confident in what’s going to 
happen in my future. My doctors seem to have a good grip on things, and I’m living a great life. I was chatting with this 
medical experts up here on our panel earlier, and I told them that my mind knows that I have relapsed and my blood work 
knows that I have relapsed, but my body is not quite so certain of it yet.  
 
I am a dedicated power walker. I try to get in 5K to 10K every morning, and this past November while relapsed with CLL I 
got in my first marathon, so 26.2 miles in one go at 14 minutes and 28 seconds a mile. Not bad, huh? I am one of those 
people that believe that patients who take an active role in their own care have better outcomes. That has been proven 
over and over and over again in just about every clinical setting. I have chosen to live the best possible life that I can. 15 
years ago I was a couch potato. I’ve never been big, I never had to exercise, and I never had to worry about what I ate, but 
that has all changed. 
 
Clinical researchers were able to get me into a good place and I felt like I kind of, sort of owed it to everyone to do 
something about that. So, I’ve begun eating healthier, and I’ve been exercising all the time, and I actually feel better. Go 
figure. One of the things that I’m sure that nurse practitioners deal with all the time is patients who come in and say, “I’m so 
fatigued,” and they are. When they say go exercise, how does that work? We’re going to talk about that in a little bit.  
 
Okay, so this is the town hall format, or town meeting. A couple of reminders; please remember that the opinions 
expressed during this program are not necessarily the views of the program sponsors or our partners. Our discussions and 
what you’re going to hear today is never a substitute for medical advice or care from your own doctor. Please, please, 
please talk to your doctor about what’s most appropriate for you. You can get ideas. You can get plans put together, but 
take this information back to your doctor.  
 
I want to thank our partners. Let’s give a round of applause to Oncology Hematology Care, LLS and CLL Society. This town 
meeting is sponsored by ADVI, Genentech and Adaptive Biotechnologies. One of the things that I want everyone to know 
about those sponsorships is that there is no editorial oversight from these companies. These companies provide this 
generous support so that we can have an open dialog. This is not an advertisement for any one brand or type of medication. 
This is not a plug for any specific protocol. These companies are genuinely interested in improving your quality of life and 
getting the knowledge that is available to you, so thank you again to ADVI, Genentech and Adaptive Biotechnologies. 
 
This program is produced by Patient Power in partnership with the U.S. Oncology Network, Oncology Hematology Care, 
The Leukemia & Lymphoma Society, and the CLL Society. I’ve got a couple of questions here. This is going to require a little 
audience participation. Survivorship for cancer is defined as anyone who has a diagnosis of cancer that’s still alive. Easy 
enough. So, with that said if you have survived one year please raise your hand. Outstanding. If you have survived two 
years raise your hand. Well done. We’re going to accelerate this just a little bit. If you have survived five years, raise your 
hand. Now, we’re going to get out there. If you’ve survived 10 years raise your hand. Tell you what; 10 years and up stand 
up. You get a round of applause too.  
 
Thank you. Long-term survival is what we are after, and long-term survival with a quality of life.  
 



Let’s get to the headlines and further break down the research and treatment news. We are going to be talking about 
accessing state-of-the-art CLL care. How do we actually get to the state-of-the-art stuff? We are going to break down the 
latest CLL research data so that you guys can hear what’s going on from conferences like ASH and ASCO. We’re going to 
talk about the impact of living with a chronic cancer diagnosis. Most importantly, we’re going to have a Q&A session. This is 
where you get to take what you’ve heard and take what you’ve been wanting to know and get answers from people who 
have been there, done that, and got that t-shirt. 
 
We’re going to drill down to all of these hot topics with the experts including the expert information that some of you have 
sent in, but we’re going to encourage you to send those questions to CLL@PatientPower.info. So, we have our medical 
experts up here on the stage right now. We also have a panel that we’re going to be bringing on after our break. I’d like to 
do a brief introduction. First up, I’m going to ask Lynnda and Dave Kasanicky to stand up, wave and say hi.  
 
Dave is one of those guys who raised his hand at the 10-year mark. It’s kind of a big deal. I mean CLL patients are living 
longer and longer, and he’s also got his wonderful care partner, Lynnda, here who is going to spill the beans on what you 
care partners really, really want to know. We’re going to do a little bit of “To Tell the Truth,” right? John Binz, please stand 
up and we’ll give you a round of applause. John was diagnosed in 2006 while caring for his wife. To say that John has been 
through a lot would be the largest understatement that I could make today, but the takeaway that I want you to hear from 
him is that you just keeping going, right? Just keep going. 
 
Now, we have one more person sitting down here. Alison Mulholland is a financial navigator. Why is this important? Why 
do we have a financial navigator that’s going to be joining our panel later on? Let’s be blunt. These really cool, new—we call 
them novel—agents, these hotshot bills that everybody is talking about right now, they ain’t cheap. They’re really, really 
expensive, and sometimes figuring out a way to pay for these novel treatments is as important as getting access to them. 
That would be known in the trade as a tease. We’re going to be talking about that in a little bit.  
 
Okay. I’m going to have a seat now. Could I ask our medical experts to tell a little bit about themselves, sort of an 
introduction to our online crowd and our in-house audience? Dr. Faber, you’re here at OHC. Tell us a little bit about 
yourself. 
 
Dr. Faber:  
Thank you, Jeff. I’m originally from Pittsburgh, Pennsylvania. I had a mother and father each with a separate cancer, and as 
I was going through school and studying molecular biology I got a job at a bone marrow transplant unit in Pittsburgh and 
that started my interest and focus on blood cancers and learning how to do bone marrow transplants and treat patients 
with blood cancers.  
 
Jeff Folloder:  
Dr. Marinella, tell us a little bit about yourself, what you’re currently doing, and how you got here. 
 
Dr. Marinella:  
I’m Mark Marinella. I work with Dayton Physician’s Network in Dayton, Ohio. I’m a General Medical Oncologist in private 
practice, so I take care of everything. I’m from northeastern Ohio, from Wadsworth, Ohio. I went to Mount Union College, 
but I did not play football if you know those guys, and then I went to medical school in Dayton and did internal medicine. 
Then, I took a detour. I was an internal medicine specialist/hospitalist for 10 years but came back to what I really liked—
loved actually—which was oncology. I did training a little later in life and that’s what I do now. 
 
Jeff Folloder:  
Excellent. Now, we have one picture up on the slides right now of Dr. Nicole Lamanna. Dr. Nicole Lamanna is not here 
physically with us. She will be here virtually with us in a little bit, so we will be hearing from her later. Lisa Ovesen, what do 
you do? 
 
Lisa Ovesen:  
I’m a nurse practitioner for O.H.C. I see both patients with cancer and blood diseases. I work on the east side of Cincinnati 
here in our new office that we’ve just built. I’ve been with OHC for five years. Prior to that I worked at Cincinnati Children’s 
Hospital taking care of kids with cancer and blood diseases, but I fell into oncology. I’m actually a blood-and-guts trauma 



nurse, and I was recruited to Cincinnati Children’s Hospital just based on some skills that I had from the trauma units. I’ve 
been doing cancer and blood disease healing for about 13 or 14 years now and I love it.  
 
Jeff Folloder:  
Thank you. Amy Sheldrick, you are a nurse navigator. First of all, what is a nurse navigator? 
 
Amy Sheldrick:  
We just help patients navigate their way through their cancer journey. I started with OHC almost 16 years ago, and back 
then we were called a clinician but the new word has been navigating or navigators. I’ve been in oncology for my whole 
nursing career, which is about 18 years, and it started when I was eight years old and had a playmate in our neighborhood 
that go leukemia, and since then I can tell you I’ve always wanted to be in oncology since then and got into nursing and have 
stayed in that since then. 
 
Jeff Folloder:  
Thank you for being here. We’re going to dive right into the meat of what’s going on. We’re going to talk about accessing 
state-of-the-art care for CLL. State of the art is a strange term, because the CLL field is moving so fast. State of the art 
today isn’t necessarily what state of the art even yesterday was. Dr. Faber, can you talk about potential treatment 
approaches for both frontline and secondary—topline of what the initial approaches look like? 
 
Dr. Faber:  
Sure. When I meet patients with CLL, to me the work starts even before you see yourselves in the office. Many folks have 
different ages, and there are different types of CLL, and how do we arrange this barrage of new medicines that are coming 
onto the landscape? It’s really to me the art of how we treat our patients. As you say, watch and wait. 
 
Jeff Folloder:  
Watch and worry.  
 
Dr. Faber:  
I was going to get to that, and so we, I think as physicians have a watch-and-worry, too because our chemotherapy agents 
despite what we can read on the internet and oral agents are much easier, more convenient, and the side effect profiles are 
different and better in some respects. Our agents and the treatments of CLL can also harm folks, so I have a watch-and-
worry too sometimes when I treat our patients with CLL. I would really try to avoid creating something that we can’t treat 
later on like an acute leukemia. For me, the standard—you mentioned FCR and how that scared you—but there are 
obviously very smart people down at MD Anderson, and FCR has been around for 15 to 20 years. Probably some of our 
largest and longest survival data is from FCR in that particular patient population.  
 
Moving beyond that, because of side effects and availability we do have new agents; new versions of rituximab (Rituxan), 
the ofatumumab (Arzerra) that you’ve mentioned, and we have obinutuzumab, (Gazyva) and alemtuzumab (Lemtrada) and 
so forth and so on. Now, we have these pills that you’ve talked about that can be easy like ibrutinib (Imbruvica) as we move 
forward in clinical trials. There are new versions to try to avoid, atrial fibrillation and bleeding risks and hurting the liver, so 
from here there are very nice directions and algorithms in the literature. We try to take this heterogeneity of CLL and try 
to make some sense of it and then assign these treatments to folks.  
 
Jeff Folloder:  
We have a fancy chart up on the screen that the folks are watching right now. It’s sort of a matrix. If you’re young and fit 
and IgVH mutated, FCR is a reasonable choice. Is that still state of the art? 
 
Dr. Faber:  
When we talk about survival, if that’s our end point, I believe it still is because it offers a decade or more of outcomes. We 
have all of these new agents as you pointed out there, but long-term follow-up is ongoing, so it takes time. In oncology a 
success can sometimes be a hindrance because the better we do the longer we have to wait to see how the newer agents 
might be better. 
 
 
 



Jeff Folloder:  
Good point. The gentleman who founded Patient Power, Andrew Schorr; he was one of the original FCR patients and I 
think he’s going on 19 years now post FCR and living rather a great, globe-trotting life at this point. There are a lot more 
tools in your tool bag. Dr. Marinella, would you like to talk about some of those tools because we’ve got a bunch of things 
listed up here and most of them are difficult to pronounce. 
 
Dr. Marinella:  
Yes, we do. As a generalist who takes care of everything, CLL has changed immensely in the last six months. If you look at 
all of the articles that have been published in the New England Journal alone in the last year—and even in the last three or 
four weeks there have been a couple—it is a whirlwind, and when you throw myeloma in there and immunotherapy it really 
is. To access state-of-the-art care in my opinion would be, if you’re seeing a general medical oncologist, which is really 
where most patients get their care; it’s that they’re up, they’re reading, and most of us are.  
 
I think that’s a given in our specialty. Oncology is a specialty where people—you know there’s demand if you practice 
evidence-based, state-of-the-art care. As far as other tools, I will say for FCR I still believe in it. Again, as Dr. Faber said the 
MD Anderson data goes out 15 years or so and some of those patients, if you pick the right one and they need to be 
mutated—I think FCR still plays a role—now, with other tools as far as standard outside of trials, the biggest one that 
people talk about is ibrutinib, which is called a BTK inhibitor. It’s an oral drug that’s very effective, and it is effective in—if 
you look at the study called the Resonate Study and they’ve updated this and had some new ones—it’s effective in mutated 
and unmutated.  
 
I’m sure we’ll talk about 17Ps and 11Qs; it’s effective there, too. Venetoclax (Venclexta) is the other one that is getting a lot 
of press and probably will change CLL treatment and as far as that, a toolbox, where that may come in handy—and it will be 
interesting to see what Dr. Faber says—that we might not be able to offer a fixed duration of therapy, which is good about 
FCR, because there’s some recent data on venetoclax combinations.  
 
There are the PIC three kinase inhibitors, idelalisib (Zydelig), but there are a lot of ancillary tools when you take care of 
these patients and use these drugs because knowing how to use a drug and knowing a lot about the disease is one thing, 
but then the complications and the supplementary tools with the anti-infective prophylaxis. So, as the tool box gets bigger 
it does sometimes make it a little more confusing during the conversation with an individual patient. 
 
Jeff Folloder:  
It occurs to me that I may have been a little bit short in failing to ask you, Dr. Faber, what are these different things? What 
is the difference between a chemotherapy agent, an immunotherapy agent, and these novel inhibitors and small 
molecules? We probably should have started that at the beginning because they all work differently, don’t they? 
 
Dr. Faber:  
Absolutely, Jeff. To me, state-of-the-art is a perspective, and what we have are general chemotherapy agents like 
fludarabines and cyclophosphamide that you see there. When I used to teach med students and residents we had an 
auditorium and how do our drugs work? I would say; imagine on the side doors that somebody came in with a hose and 
started spraying the room. A lot of you would get wet. Some of you are pretty quick, and you’d get behind the seat and you 
would stay dry. That’s kind of how our chemotherapy, like fludarabines (Fludara) and cyclophosphamide (Cytoxan); it’s not 
very directive. It’s general, and so now instead of trying to affect the cell from a general aspect a blood cell is a sphere and it 
has proteins and there are antibodies like rituximab and obinutuzumab, and it recognizes these proteins on the surface.  
 
We had good success with the introduction of these monoclonal antibodies, and then as we learned more, when not 
everyone in a clinical trial responded the same way or in life; then we started to look inside the cell. Inside the cell we have 
a surface and we have another little sphere called a nucleus. There are pathways and the ways that cells communicate to 
live and die. Medicines like ibrutinib and idelalisib and venetoclax; the way that CLL cells have an advantage to grow after 
being signaled from the outside, these drugs address that and so to me, as I’ve said state-of-the-art is a perspective, 
because we still have older therapies that work extremely well. We have newer agents that come to the front and then we 
learn more about further science that helps. 
 



To me, there’s this ebb and tide of; we have traditional chemotherapy, we have immunotherapy, we have targeted therapy, 
we have novel agents depending on how you think of that, and really we restructure and juggle those so to speak. If you 
look on clinicaltrials.gov today, you will see all versions of monoclonal antibodies and immunotherapies, and checkpoint 
inhibitors, which aren’t represented there, but and so really as you circulate and find these combinations, to me that’s 
exciting because as everyone in the room here and online, it really can be individualized care. How do we sequence and 
how do we combine these agents to maybe be as good as FCR?  
 
Jeff Folloder:  
It’s a great point to make, and the concept of this combination therapy is particularly attractive to me because like you said 
we’re juggling all these different components. Nine to 10 years ago when I started my journey chemo was, for all intents 
and purposes, the only avenue of treatment. In just that short period of time we’ve gone into these other modes and those 
modes have put us in a place where, when we start talking about personalized medicine we really are doing the juggling 
thing that you were talking about. It’s not just that you have CLL. It’s that you have this specific type of CLL, and you are 
reacting in this particular way to these particular treatment protocols and so two people who are trisomy 12 mutated may 
have vastly incomes. We’re learning why now. Is that fair? 
 
Dr. Faber:  
Yep, and I think two examples, as Dr. Marinella brought up with the drug venetoclax and even bendamustine; those drugs 
have been around for quite some time. Bendamustine got dusted off the shelf, so to speak, about a decade or more ago and 
now it’s a very important component of treating CLL and other non-Hodgkin’s lymphomas. When I was starting out in 
research in the ‘90s, anti-sense gene therapy was very fashionable and Bcl-2 was a big target. Here, now comes along 
venetoclax that inhibits that protein that gives survival advantages. Just because therapies may have failed in the past it 
doesn’t necessarily mean they don’t have a role. That’s the neat thing about how these drugs and these combinations are 
coming into the landscape. 
 
Jeff Folloder:  
Dr. Marinella, I’m going to ask the million-dollar question here. I’m also going to drop the C-word into this question. The 
million-dollar question is what is the goal of treatment for a CLL patient? For some of us, any of us, none of us, or all of us is 
it reasonable to consider the word, “cure” in the landscape at this point? I think I told you that hard questions go to you. 
 
Dr. Marinella:  
Historically for CLL there’s a general statement. People have always asked, “Is this curable?” The answer typically has been 
no. CLL often is an indolent disease. I have, and I’m sure Dr. Faber does too, lots of patients in our practice that come in 
once a year. They’ve had this for 10 years, some 15, and some 20, and some people never need to be treated. Again, that 
goes back to biology, but historically CLL has been considered just a low-grade cancer. You might treat it, back off, treat it, 
back off, and it’s not curable. There’s a wide spectrum, too because there are patients that need to be treated the minute 
they walk in the door so to speak and other patients that you don’t treat. 
 
The word cure for CLL, I think at least the way I interpret things has been raised by the folks at MD Anderson. With the 
FCR regimen and mutated, especially if you’re at 13—not necessarily, but if you’re mutated and they treat it with FCR 
there are people that achieve minimal residual disease. I think their latest data probably has maybe half of those patients 
are doing well, with 10, 15, and 19 years in Sweden that probably are cured. People might argue that. The other thing, 
though that could potentially lead to a cure is now the combinations of drugs. There are numerous clinical trials and I can’t 
comment on all of them, but they’re looking at combos.  
 
The one, and I don’t know about CAR-T therapy, but CAR-T therapy may also be something in the future that, depending 
on where it’s put into the treatment logarithm could change the paradigm. There’s a disease called CML, chronic myeloid 
leukemia that was a different disease but is an analogy. It was considered fatal, and untreated it is fatal and there are oral 
drugs for that. Now, with some of the potent oral drugs for that after three or four years of remission we’re thinking of 
taking some patients off. Some of those patients may not relapse, so I have asked in my mind what would be most likely; 
venetoclax, ibrutinib and now newer, with the second, third and fourth generations of these. Will we obtain a similar thing 
with CLL as we did with CML?  
 



Granted, it’s a different disease but I think the answer is perhaps, and then the CAR-T. I think people are starting to think 
about that word now.  
 
Jeff Folloder:  
Let me follow up just a little bit. I mentioned earlier when I was introducing myself that after my clinical trial I achieved 
MRD negative status. Can you explain to our audience what MRD is, negative or positive and why it’s important? Is this 
actually a goal? 
 
Dr. Marinella:  
MRD is tough even for me to understand. It stands for minimal residual disease. There are different ways of detecting the 
amount of cancer cells in general in the blood. One is under the microscope, where you look and you see all these cells. 
That’s the most rudimentary method. Step and bleed would be in the bone marrow under the microscope, if can still see 
cells. Even if you treat somebody and a couple of months later look under the microscope and don’t see any cells floating 
around they’re still there probably. Then, you dig a little deeper. That would be with the bone marrow, and you may still see 
some cancer cells there but not in the blood, because the bone marrow is a more sensitive test. 
 
In some cases. you don’t see any cancer cells in the bone marrow, and then you drill a little further to detect MRD. In 
general practice outside of a research institution we typically do it with something called flow cytometry, which I cannot 
explain very well. It’s very complicated, but they take the bone marrow and they put it in a machine. It looks for markers 
and proteins and spits out a bunch of information and can tell you down to one in 10,000 in most labs if there’s disease 
there, so it’s even more sensitive. There are more sensitive, like 10 to the eighth, but MRD if attained is associated with a 
better prognosis. 
 
Jeff Folloder:  
So, is MRD negative a goal of treatment? 
 
Dr. Marinella:  
Sure. 
 
Jeff Folloder:  
When you’re MRD negative—and I’m asking this for me, personally, which I was—they did the bone marrow biopsy and 
we’re going to talk about the bone marrow biopsy in just a second; when they did the analysis of the bone marrow biopsy 
they said less than two intact cells out of 100,000 could be detected. That was pretty reasonable. My doctor looked at me 
and said, “Your disease is not here.” How did it come back? 
 
Dr. Marinella:  
We get asked that a lot. It did not come back. It was there and it’s the sensitivity of the test. If they have a test that can go 
down to two in one million or two in 10 million they probably would have found something. It’s a similar concept when 
you’re treating breast cancer and the surgeon said; I got it all. Sometimes we use chemo and sometimes we don’t. We’re 
giving chemotherapy to treat straggler cells that have escaped and are sitting somewhere else that we can’t detect. Maybe 
someday like on “Star Trek” they’ll hold the tricorder over but we can’t detect that. It’s a similar situation here. It’s the 
degree of the sensitivity of the test is what I would say.  
 
Jeff Folloder:  
So, MRD negative is a reasonable goal of treatment, but it’s not a definitive end point. Would that be a fair statement?  
 
Dr. Marinella: 
Yeah, I think so. I think your definitive endpoint is time. 
 
Jeff Folloder:  
You mentioned examining this tissue from the bone marrow. Most everyone in this room and online knows what a bone 
marrow biopsy is, but just for my own personal identification I do this at just about every town meeting. If you had one 
bone marrow biopsy please raise your hand. There you go. If you’ve had two, three, four, five, six clinical trials? I was on a 
clinical trial. I kind of broke the mold. We’ve had patients in town meetings who have had more than a dozen bone marrow 



biopsies. Dr. Faber, I’m going to ask this question directly to you. Why do you need to perform what many patients consider 
a very uncomfortable and medieval tissue extraction to do this test? Why can’t you get this stuff from the blood?  
 
Dr. Faber:  
I like to think that I’m sensitive about this because I’ve had two myself to give normal samples when I was in research in the 
lab. I had one really good experience. I still remember her name, Debbie Davison. She’s a wonderful nurse practitioner, and 
I had a terrible experience the second time, so to me we do bone marrows when, or I believe they should be done when 
they’re going to change the management of your care. You’re correct. There are times that your white cell count is 50 or 
100 or 400. The pathology that we need to help manage your care is there, and for many times maybe a marrow is not 
necessary.  
 
If we take this a little bit back to the discussion about MRD, why does CLL happen? We have these neat things like these 
gene testing, trisomy 13, 12, and 11 and 17Ps, but as we’re learning there are changes in the genes that are associative 
with your blood cancer. They’re not causative because we have targets for these. If P53—I still remember the article in 
Nature in 1992—it was going to revolutionize cancer care. We have had targeted therapy against P53 for 25 or more years 
now and no one has been cured with a P53 inhibitor yet. So, as we try to find the information on where the cells float at and 
the lymph nodes that they involve sometimes people do have versions of CLL called SLL, which is like a lymphoma.  
 
As I explain to patients, if your lymphocytes are floating in the blood we call that leukemia. If they decide to aggregate in a 
lymph node or your bone marrow we call that lymphoma. And so, to me bone marrows are necessary when we can’t learn 
as much in the blood. There are staging systems, and if adalimumab (Humira) is involved you are stage IV and there are 
outcomes associated with that, but for many folks I don’t know that the outcomes terribly differ between stage III and IV 
so I don’t know that we always need a marrow to tell you that.  
 
Jeff Folloder:  
I’m going to write that down. You think we don’t always need a marrow, so the next time they want to drill a hole in my hip I 
can say; slow your roll, right?  
 
Dr. Faber:  
Yes, you can.  
 
Jeff Folloder:  
It’s nice to have that card to play. Lisa, all of this stuff that we’re talking about; we haven’t even gotten to the new stuff like 
clinical trials and all that stuff. This is mind-boggling stuff. This is overwhelming stuff for a patient. We have this thing that 
most of us are aware of called Dr. Google.  
 
Lisa Ovesen:  
I deal with Dr. Google a lot.   
 
Jeff Folloder:  
I suspected you might. We have access to all of this fantastic knowledge here and all of us with our Smartphones and our 
laptops and our MacBook’s and all of that good stuff; we can access all that information almost instantly. Talk about how 
your patients deal with that onslaught because it’s overwhelming. We’ve gone through words that hardly anyone can 
pronounce. We’ve talked about treatment options in chemo and patients have got to be overwhelmed. I’m interested to 
hear your take on how you guide patients through this little matrix here.  
 
Lisa Ovesen:  
Well, many of my patients have gotten their medical degree from Google, so I deal with it a lot. I think it’s really hard for 
patients because there is such an onslaught of information. You just put CLL into your browser and you click and all of this 
stuff hits you.  
 
I think what I try to talk to my patients about is; please come to us with questions that you have. Write it down. Bring it in. 
We’ll talk it through. I also tend to find just in general that people are really going to tell you their horror story and they’re a 
little less likely to tell you their good outcome. I think folks come in and they’re terrified because of the things that they 



have read online, so I think open dialog is really important. We do deal with it a lot, and that’s part of what as a nurse 
practitioner we offer. It’s a lot of psychosocial support and education and things like that. 
 
I’m not necessarily making the treatment decisions like these guys are. I’m helping support the patients once they have 
decided or these guys have decided what they’re going to take and kind of then demonstrate that we are trying to help the 
patient through the process. It’s very difficult. There’s not really a right or wrong thing other than I often tell patients; 
pump your brakes and come to me with specific questions that you have.  
 
Jeff Folloder:  
I’m glad you brought up the scary stuff about what you read on the internet because what we’re going to talk about now—
and Dr. Faber, I’m going to toss this to you first—is the new stuff; combination therapies, stem cell transplantation, non-
chemotherapy combinations and clinical trials, and this thing called CAR T-cell therapy in clinical trials. If you Google some 
of this stuff it’s a horror show but we’re learning a lot really, really quickly. How do you work with your patients for these 
additional CLL treatment options? How do you present them? 
 
Dr. Faber:  
I alluded to, in one of my first answers that a lot of the care begins even before we meet you so to speak, and when you 
have so many therapies and so many endless combinations and then for myself as a transplanter, which we now call cellular 
therapy and not transplanting in many respects, really thinking about sequencing these over the time and the life of you as 
the patient I think begins even before we meet. As Dr. Marinella mentioned, there are some higher-risk features of the 
special testing that we do and there is definitely data that, with things like FCR and FCR-based and rituximab and 
ofatumubab-based that CLL is going to return much sooner than what we want to see.  
 
Sometimes when it does, it’s hard to get individuals back into remission to do a cellular therapy. So, there still is a role for 
an allogeneic stem cell transplant in some patients. Now, the drug Ibrutinib has changed that a little bit especially for our 
patients that are a little bit older and an allogeneic transplant may not be the right choice. And so, that becomes—as I said 
there are decisions that are much, much earlier and that we should have a plan for you as you ask questions to years five, 
ten, and fifteen.  
 
I think that’s really important, and working with a really good center—in your case like MD Anderson, where you were            
—I think is paramount in working together. Dr. Marinella alluded to that, too. So, how can we put this all together and have 
a few more minds and eyes is very important to distinguish that.  
 
Jeff Folloder:  
What’s up on the slide right now? I went through this list a few months ago, that last thing on the list. Dr. Marinella, can you 
speak to CAR T-cell therapy just a little bit? Don’t be scary. 
 
Dr. Marinella:  
Not as good as Dr. Faber can. CAR-T therapy is a novel treatment basically and this is one of the hardest things to 
understand. I’m a specialist and he’s a sub-sub specialist, so I’ll try to put this into words as I understand it. CAR-T therapy 
stands for chimeric, which a chimera is a fusion between two different species like mouse/human or whatever, but two 
different things. It’s chimeric antigen receptor T-cell therapy. These are engineered by a couple of companies where they 
take cells out of the patients and send it to the company. They mix stuff up with a virus, and what it does is it alters the T 
cell to recognize a target when they put this all together and they’re taking these T cells out of the patient, putting this 
virus into it, and making a receptor that recognizes a protein on another cell.  
 
For instance, the big data for this is a disease called ALL, acute lymphoblastic leukemia, and also is F.D.A. approved for CLL 
and now for diffuse lymphoma and a couple of other types of lymphomas where these T cells attach to the target and 
basically turn on a bunch of chemicals called cytokines that kill the cancer cells. It is a very complex therapy. Only a few 
centers in the United States do it, one of which is Dr. Faber’s center, but it is definitely being looked at not only in blood 
cancers but also now in some solid tumors. 
 
 
 
 



Jeff Folloder:  
Dr. Faber, can you expand a little bit on CAR-T cell therapy? From what it sounds to me from just my basic understanding—
and correct me if I’m wrong—you take these components out of me, they get reprogrammed as it were to be these super 
warriors that can recognize the nasty cells in my body and then they go attack them. 
 
Dr. Faber:  
That’s correct. As we learn early on in anatomy and physiology, any of our cells can become cancerous. When we’re young 
kids and adolescents and young adults we have cells that become cancerous all the time. There’s an immune surveillance 
that recognizes when cells in the lung, for example or the kidney or our blood cells become cancerous and they attack and 
they clear that out. That premise is—and we talked about the C word before—there is curative potential with allogeneic 
transplant, but there is also a very high price to that as far as complications and side effects and dying through that 
procedure and something called graft versus host disease, which is worse than anything that CLL could do for you. 
 
How that works, though is getting the lymphocytes from a donor. To me, CAR-T is kind of a middle-of-the-road between 
using your own blood stem cells and somebody else’s blood stem cells. You’re actually using your own T-lymphocytes that 
are supposed to be working and recognizing your other lymphocytes that become CLL. I think of things simply sometimes. 
As Dr. Marinella said, we collect these lymphocytes and then we send them off to a lab and they get re-educated so to 
speak and reminded that you have to recognize these targets called CD22 or CD19. Those are the proteins that live on the 
surface of the CLL cells, and then they get infused back into the patient. 
 
The side effects are much different than allogeneic transplant. The mortalities and morbidities are significantly less; 
however, just like with all of other therapies there is a special side effect profile to that that requires some experience. 
 
Jeff Folloder:  
When did CAR T-cell therapy first start being clinically trialed? 
 
Dr. Faber:  
If you go back, if I remember the story correctly the nature and the concept of this began back in the ‘90s in Philadelphia. 
The gentleman that was trying to do that, like many advances in medicine, it was very hard to get funding. For bone 
marrow transplants, I digress, Earl Thomas, who was the father of transplants was asked to leave a facility in Seattle. He 
went and did the first transplants and then came back and showed us that this works, and so as funding went through in the 
90s and we learned more the clinical trials, the ones I’m aware of, were maybe 12 or so years ago. 
 
Jeff Folloder:  
I guess a paraphrase for the CAR-T cell saga is that part of the reason we’re in watch and wait is that the longer we can wait 
the more, newer, cooler, possibly more effective treatments become available. Single agent ofatumubab wasn’t an option 
when I was first diagnosed, which a couple of years later it was. I don’t even think the drug itself existed. It was still 
rituximab back then. We have a video segment coming up in just a moment. Our virtual medical expert, Dr. Lamanna, who 
is right there—now, I’m going to ask each of you to bear with us for just a little bit. The pace for clinical research for CLL is 
huge. We are learning new things it seems like every single day, and yes it can be difficult to keep up with all of that.  
 
Dr. Lamanna is a CLL researcher and she is also a very passionate patient advocate. She has a lot of information that she 
wants to get to you, and our AV people were a little bit nervous about the length of the video, but because the information 
is so important and because there’s so much really good content here I’m going to ask you guys to bear with us for just a 
few minutes while we play this video.  
 
Andrew Schorr:  
With us is Dr. Nicole Lamanna from Columbia University. She is a CLL specialist and researcher. Dr. Lamanna, patients who 
are watching want to know what the leading edge of CLL is. Where is it going now?  
 
Dr. Lamanna:  
There’s a lot of exciting data that’s coming forth at some of the meetings recently—ASCO, EHOC, and we have of course 
the IWCLL coming up in September and of course ASH due later this year—and as the field moves forward and as many of 
the patients are reading about some of these new oral medications some of them are not so new anymore, like Ibrutinib 



and venetoclax. Venetoclax recently got approved in the upfront setting, meaning for patients who had never treatment 
along with a monoclonal antibody, obinutuzimab, and now that’s been approved up front as well.  
 
There are many options of therapy for CLL patients, which is fantastic, but one of the areas we’re all trying to figure out of 
course is how do we use these drugs to the best of our ability based on what we know. We’re all trying to figure that out. 
We’re running many new clinical trials that are looking at combination therapies. Can we halt, or are we able to discontinue 
some of these oral therapies once somebody gets a deep remission? If you get a good response can you not be on the oral 
agents indefinitely? Venetoclax has been the go-to drug for that where we have sort of a finite period of times where we 
may only use it for 12 months or 24 months.  
 
I think there are many clinical trials looking at that much closer, so you’ll be seeing that there will be a lot of new 
combination studies to get a better idea of how to use these agents thoughtfully. I think also the question is how do we 
sequence one drug from another drug is coming. What’s the best agent to start first and then what do you do after that if 
you need treatment again at some point in the future? Can you restart the same oral medicine?   
 
There’s a whole bunch of stuff going on. We need a little time. I’m always happy to have these new agents and there are 
newer drugs being looked at as well; some early Phase I and Phase II studies looking at some new therapies for patients 
even who might develop resistance to Ibrutinib or a BTK inhibitor, so stay tuned for that. There will be some newer clinical 
trials trying to address what if you develop resistance to some of these new medications, so there’s a lot going on. 
 
Andrew Schorr:  
What about management of side effects? These are powerful medicines but they can have side effects, so what about the 
ability to have people take the right medicine but limit the side effects? 
 
Dr. Lamanna:  
I think that’s an important issue because obviously when any new, exciting therapy comes along we always are extremely 
excited because obviously it benefits patients. Just like when ibrutinib got approved everybody was really, really excited 
because it really did change how we treat CLL compared to some of the more traditional intravenous chemotherapy 
regimens we were using, but to be fair even with these oral medications it doesn’t mean that they come without any side 
effects either. You have patients who tolerate them well, and I’m sure a lot of them read online in some of the patient blogs 
about them and they do really well and there are other patients who can have every side effect in the world from some of 
these new oral medications.  
 
We’re still tweaking and I think that’s a really important part of the discussion about these oral medications. It’s how to 
manage patients through the side effects, whether or not somebody needs to discontinue or dose reduce or what other 
ancillary medicines we can give patients depending upon the side effect that they’re going through. I still think that’s a 
really important part. It’s not that you start somebody on oral and that’s it. I think that these are medications with side 
effects, and so we have to teach and navigate them along with any other—even if we gave intravenous chemotherapy. I 
think it’s similar even with the orals, but as we’re seeing that there are side effects that people come off of and so that’s an 
important aspect of these newer medications as well. There’s a lot of education and a lot of teaching. 
 
Andrew Schorr:  
You may have another medicine you could switch someone to with a different side effect profile. 
 
Dr. Lamanna:  
Correct. That wasn’t necessarily the case several years ago obviously when ibrutinib first got approved. We tolerated a lot 
of the side effects if somebody had atrial fibrillation or had one of these potential side effects because they might not had 
other options at that point depending on what they had gotten previously to Ibrutinib. Now, there are other medications. 
Even with the same class of drug there are other medications they can be switched to if they develop a side effect.  
 
I mean not that we want to do that haphazardly either. I mean this is again one of those I-think-it’s-important-to-discuss-
with-your-physician because I think certain side effects people can be treated through if it’s important enough and if you 
can get through that. There are ways to finesse that and again, maybe you can consider part of that the art of medicine a 
little bit. The more that somebody has used some of these medications I think the physicians become very astute about 



how to manage them versus just frank discontinuation. There are some side effects that absolutely patients should be 
discontinued and given a break or have dose reduction.  
 
Thankfully, now there are many more potential oral medications that patients with CLL can be changed to, and so now 
that’s not a deal-breaker anymore. I think there are many more options that we have available now for our CLL patients, 
which is great. 
 
Andrew Schorr:  
Many CLL patients are older and they have what you would call co-morbidities, other conditions, and it used to be that 
there were some powerful medicines you just couldn’t give them. Do you have a range of medicines now so that somebody 
even with other conditions in an advanced stage has real hope for living with CLL? 
 
Dr. Lamanna:  
Absolutely. Remember, the median age of CLL is in the early 70s. This is a disease typically of older individuals and yes, 
frankly many of the more aggressive chemo-immunotherapy programs that were chemotherapy based for example—if 
they were not fit we would not be giving those types of aggressive chemo-immunotherapy programs to an older individual. 
Now, with these oral medications you can’t use age anymore as a barrier because there are ways to finesse all of this now. 
Even good therapies, these oral medicines are good therapies period and not just for age but even patients with what we 
call more aggressive features to their disease.  
 
Now, there’s no reason to say, “Oh, I have CLL. I can’t be treated.” I mean that’s a personal choice, but there are many good 
options of therapies and absolutely people should have hope. Age shouldn’t be a barrier to treatment necessarily anymore. 
 
Andrew Schorr:  
In looking to the future and what you have in the lab, do you feel there’s a pretty good, steady stream of new medicines 
coming that show promise so that if some of these other medicines no longer work for someone that there might well be 
something else that’s in development now? 
 
Dr. Lamanna:  
Absolutely. Not only that, not only are we always looking for newer medications obviously to eventually find a cure for this 
disease, but the fact is because there are so many opportunities for some of these different oral medications the thought is 
everybody is always thinking about what treatment am I getting now? I always like to turn it back on people and say; well, 
you’re thinking about what I’m starting you on now, but I’m always thinking about well, what’s the next treatment and the 
next treatment and the next treatment?  
 
The goal is to have people with CLL—until we find this a curative disease and we have something that’s going to cure 
everyone—the goal is to be able to have a good quality of life, minimize side effects, try to obviously do great with reducing 
the disease when we’re treating it and fixing the problems that there are but being able to go from one therapy potentially 
to another if needed in the future and sort of string those out until we can do better with newer medicines. Even some of 
these oral medicines sometimes we can do some combinations with antibodies and other things that may improve upon 
what we’re doing even at this time or for the next go-around with another medication.  
 
We’re always looking for new drugs in the lab. Definitely, there are some early phase studies on some newer drugs that 
look promising that we’re doing now. 
 
Andrew Schorr:  
Lastly, do you want to say anything about the research that’s going on in chimeric antigen receptor, T-cell therapy? 
 
Dr. Lamanna:  
Yeah, sure. Obviously I know this has gotten a lot of attention of late, and for sure through the years as CAR therapy, as 
Andrew is referring to, has sort of tweaked an evolution the side effect profile of using this type of technology is improving. 
We’re hoping as time goes on and with more finessing that not only is it more palatable—in other words, we are able to 
offer this more to individuals with CLL and obviously reducing the potential side effects of the therapy            —will go a long 



way to its use because obviously we know that it has a lot of efficacy. Some people really do extremely well with CAR 
therapy and go into remission for a very long time.  
 
Right now, in CLL it’s approved for acute ALL or acute lymphoblastic leukemia in young individuals and it’s approved for 
multiply relapsed, non-Hodgkin’s lymphoma. It is not quite yet approved for CLL. There are clinical trials that are ongoing 
now even in combinations, so not only CAR T-cell therapy by itself but also in combination with some other agents as well. 
So, stay tuned but certainly we’re tweaking this modality. Think of it as a slightly different modality of trying to use your 
own T-cells to fight your leukemia. This is ongoing and I suspect that as well that as we improve upon this it will not only for 
CLL but for all of oncology and other diseases, as we improve the side effect profile, this modality will be used more 
frequently. 
 
Andrew Schorr:  
Dr. Nicole Lamanna from Columbia University, thank you so much. 
 
Jeff Folloder:  
Let’s take a deep breath. Like I said, that was an awful lot of information. One of the things that Dr. Lamanna—and by the 
way I’d like to point out she had absolutely no coffee when she did any of that, none whatsoeve—the way we learn about 
these things is through clinical trial. Clinical trial is, without a doubt the most important avenue for bringing these new 
treatment modalities, protocols, the novel agents, each of those tools in the toolbox; it’s how we bring them to the patients.  
 
I know when I first started my journey clinical trial was bounced around quite early in the process. The first association that 
I had in my mind was guinea pig. I don’t want to be an experiment. I didn’t really understand how the clinical trial process 
works. Now, most of you probably think that I’m going to ask this question to the doctors first but I’m not because I think 
they kind of have a little bit of an added interest in getting people into clinical trials, so I’m going down to Amy. How do you 
talk to patients about clinical trials? How do we determine when it’s right for a patient to consider a clinical trial? 
 
Amy Sheldrick:  
Sometimes a patient brings that up. You have some patients that I think that’s their first go-to, is they want to know what’s 
the newest, best thing and how to address that and get onto that. Others like you are very put off by a clinical trial but our 
physicians, basically before you’re walking through that door, as Dr. Faber was saying, they’re thinking; what’s the best 
option. Sometimes that is clinical trial. At O.H.C. we have a research nurse that comes in to discuss that. Our first step is to 
say that you’re not a guinea pig. Usually, at the research trials you’re getting that top-notch care but maybe tweaked just a 
little bit to see what can be one step better. We’re taking the best care view that we can but trying to move one step 
forward at a rate that’s a good impact for the patient. 
 
Jeff Folloder:  
You didn’t convince me. I’m still an experiment, right? Both of you please join in because this is a real concern of patients. I 
think most of us want the best level of care that we can get and I think most of us want access to it, and quite frankly if 
we’re selfish we want access to it before others can get to it. Lisa, is the only way you can get to that through a clinical trial? 
 
Lisa Ovesen:  
The only way that you can get the best care? Is that what you mean, through a clinical trial? 
 
Jeff Folloder:  
If I want early access to the best care I have to go through a clinical trial. 
 
Lisa Ovesen:  
No. 
 
Jeff Folloder:  
No? 
 
Lisa Ovesen:  
I mean I think that what we’re doing in our outpatient office is we’re doing the best that we have to offer people. Certainly, 
we know when it’s time to refer someone to a specialist like Dr. Faber and we’re very lucky that we have the luxury of 



doing that here. To speak to your question about clinical trials, people do feel that they’re being experimented. There’s a lot 
of work that goes into these trials before we are allowed to give these drugs to humans. They have been looked at quite a 
bit before they even make it to being able to use it in a patient. It is standard of care, so you’re getting standard of care plus 
a little bit extra.  
 
It’s that little extra that is the part that we’re looking at. We know what the standard of care hopefully is going to do. At 
OHC, as Amy said, we have a clinical trial program. When any patient comes to us we’re automatically looking to see if 
there’s a trial available and would this person then qualify? It’s also important to remember that not everybody qualifies 
for trials. People come in and they want to do it, but sometimes its co-morbidities, its age, and it’s other things that happen. 
Not everyone is eligible for a trial. 
 
Jeff Folloder:  
Let’s expand just for a second. You brought up a word that’s been used a couple of times here; co-morbidities. It sounds so 
daunting. What is a co-morbidity? 
 
Lisa Ovesen:  
That’s all the other stuff that’s wrong you with besides cancer. That’s your high blood pressure, your diabetes, obesity, and 
all of the other things that would complicate your cancer care. If any of you have diabetes it’s a good example. Sometimes 
that stuff gets really out of whack when you’re going through cancer treatment, and that causes its own set of issues that 
really contribute to how people feel, so it’s looking at you as a complete person, holistically in trying to make the right 
decisions for your treatment, but there are many other things that complicate your cancer care. 
 
Jeff Folloder:  
Amy? 
 
Amy Sheldrick:  
Yes, I can add something in. With research as a navigator is this patient a good fit? You may qualify but maybe with some 
clinical trials you have more testing to go to. You need to come to the office more. Well, if it’s a patient that has some issues 
at home with transportation or support those are all the type of things that have to funnel into that to determine what 
patient may be right for a clinical trial as well.  
 
Jeff Folloder:  
Dr. Faber, when do you recommend that your patients consider a clinical trial? 
 
Dr. Faber:  
This is one concept that—let’s get back to Dr. Google—I wish he or she would do a better job of explaining what clinical 
trials are because it still amazes me. I mean I grew up in the ‘80s and the ‘90s and I had two parents with cancer in cancer 
treatment, and I remember the days of taking care of my mom in the living room after her breast cancer and her just 
vomiting all day after AC and so forth. You remember those days. Clinical trial was the last stop, and hopefully here with 
the previous slides and our last video and hopefully us, we’ve done a good job. There are so many choices and so many 
medications, and that is something that on the context of a clinical trial you can start to have these different combinations 
a little bit earlier.  
 
What is your CLL? What is your flow? What is your risk stratification? How old are you? Do you have diabetes? What 
medicines? I can’t use ibrutinib because you have atrial fibrillation and you’re on Warfarin, but what about acalabrutinib or 
one of the new BTK inhibitors? I can use one of those. It’s not FDA approved, but I have a clinical trial with that and it might 
suit you since you’re 17p for example. Really, it’s hard and it’s frustrating. Clinical trial has this negative connotation. 
You’re right because there are treatments that we see in earlier-phase clinical trials, when the drug is named AMD3108 or 
something, and then it becomes Ritulimib or something.  
 
We get phenomenal outcomes in the Phase I, the earliest and then a Phase II and we know these drugs work. They work 
well, and they’re better than what we have. A well-designed clinical trial, from what I gather as we talked before and during 
now, you’re a living example of that. You received ofatumumab before its approval and you did extremely well with that. 
You were able to get that because of the context of the clinical trial. Did I convince you yet? 



 
Jeff Folloder:  
You’re getting most of us down the line, so I’m going to ask Dr. Marinella to bust some myths. Okay, we’re not guinea pigs. 
What are some other myths of clinical trials? I’ll toss one up for you. One of the things that I hear on one of the Facebook 
support groups that I manage; clinical trial is not the greatest choice because you may wind up getting sugar pills and then 
you’re just going to get sicker.  
 
Dr. Marinella:  
It’s the sugar pill thing. I’m in private practice in a large group. I’m a generalist with a pretty big practice up in Dayton. We 
do have access to clinical trials through something called a CCOP, or Community Clinical Oncology Program. Those are 
what’s called typically Phase III studies that are sponsored by large organizations like something called Swan or the 
Alliance or ECOG, so they’re national and by the time that those types of studies that we have access to—usually about 
100 a month—a lot of times you can put patients on those first-line, whether they’re CLL, lymphoma, or breast because 
those are looking at a standard of care, which is regimen X in a Phase III trial versus another group of patients, usually 
pretty well-matched, with standard of care X plus or minus something else. 
 
That’s where the Phase III trial is, and when you hear where they might get a sugar pill, a placebo basically, that is true in a 
Phase III trial because what they’re doing is they’re looking to see if this standard regimen that does work, that is on the 
market, and that is FDA-approved is inferior or superior to the experimental drug which has been through a lot of studies, 
so it’s pretty safe. That’s a Phase III trial, so yes in a Phase III trial when you’re trying to establish superiority of a new drug 
the patient may get a placebo or the sugar water or whatever, but they’re still getting standard of care so in a Phase III trial 
you’re not really out something keeping in mind that sometimes there’s a little crossover.  
 
The Phase I and the Phase II trials are trials that are typically done for the most part at a single institution for Phase I. Phase 
I means first in human, where they’ve found drugs that have been shown to be somewhat effective in an animal and 
somewhat safe. In a Phase I trial you will have to go to somewhere, typically a university like an M.D. Anderson or Ohio 
State. 
 
Jeff Folloder:  
Said in a whisper. 
 
Dr. Marinella:  
Excuse me; that would be THE Ohio State. So, those are usually not always later-stage patients that have been through 
standard regimens and were running out of options, but as a community-based physician whatever the type of cancer—
especially if it’s something; you know CLL has got a lot of treatments—but if somebody has got an aggressive disease and 
they’ve spent through a couple of them, yeah I will start looking at Phase I or Phase II trials, often in Columbus.  
 
Here’s a shout out to John Byrd up there, but for other cancers too, or if you have something really aggressive and you 
don’t have a lot of options, we do need to be forward-thinking; what am I going to do next? It may include a Phase I or 
Phase II trial, but if someone goes into a Phase I they’re going to get the drug, or even in a Phase II you typically get the 
drug. So, the sugar pill myth doesn’t hold true for all types of clinical trials, especially early phase because you do get the 
drug.  
 
Jeff Folloder:  
Good. Now, you mentioned—Dr. Faber—you mentioned one of my least-favorite websites in the entire world, 
ClinicalTrials.gov. The reason why I say that is it’s one of the most clumsily built websites to navigate. It’s hard to find out 
information from ClinicalTrials.gov. At least that’s my opinion. Where else can patients find information about clinical trials 
other than asking you or other than asking their mid-level providers? We’re leaning on Dr. Google here, but where is a 
good place to get the information? How do they find one that’s right for them? 
 
Dr. Faber:  
I agree. In preparing for this, one night I was on call and I typed in CLL on Clinical Trials and I got 17,000 hits, but we have to 
remember that the way clinical trials are designed there can be a trial that takes three years to conclude, but it has to stay 
on that site for seven more years until we figured out time to next treatment, how long did everybody with CLL stay away, 



and so forth and so on. For me, I look at the individual disorders that I treat. Dr. Marinella mentioned breast for example 
and so forth.  
 
I have in my mind usually—and I know our mid-level providers and our nurse navigators and office, we try to do a very good 
job when we meet you for the first time—a lot of times for CLL, myeloma, and certain non-Hodgkin’s lymphomas I usually 
conclude that first office visit with; I have some sites that I would like to maybe direct you to and then you can find yourself 
maybe two clicks away from hopefully everything from there. There are the American Cancer Society, The Leukemia & 
Lymphoma Society, and they’re great to get started.  
 
A lot of times when you have well-respected universities you can go right to their sites directly and they are wonderful 
sources of information. There’s the Ohio State University. That pains me too, trust me. At IU in Indianapolis here, there’s a 
wonderful resource down in Lexington, the Cleveland Clinic, and the University of Pittsburgh. I’ve got to put that in 
because I’m from Pittsburgh. Chicago is not that far from us, too and there are four wonderful centers there. I have 
probably two or three individual sites that advocate for the patients and I have some universities in my mind that I usually 
tell folks about. 
 
Jeff Folloder:  
Since we’re doing the whole collegiate affiliation part of the reason for MD Anderson is the University of Texas. I think 
we’re all in agreement. It’s perfectly reasonable for every patient to consider a clinical trial. It just may not be right for 
every patient. Is that a fair statement? 
 
Dr. Faber:  
Absolutely. Your candidacy today, or non-candidacy doesn’t exclude you ever down the road and vice-versa. 
 
Jeff Folloder:  
Ladies, would you like to add something to the clinical trial melee? You’re actually on the front lines when all this stuff 
happens, and you’re probably there when the two and-a-half inch thick informed consent packet shows up. How do you 
guide patients through that? 
 
Amy Sheldrick:  
We have a research nurse that guides that. I’m kind of on the back step.  
 
Jeff Folloder:  
I don’t want to touch it. 
 
Amy Sheldrick:  
I mean the big thing I pass on to the patient is going back to the first level. All of these treatments that we have out there 
started as a clinical trial, so if we didn’t have patients and families willing to choose that as an option and do that, we 
wouldn’t be anywhere near where we are today with cancer care. I try to ingrain that in them as well. 
 
Jeff Folloder:  
I’d like to add one more tidbit from my experience with a clinical trial. As we’ve discussed, the clinical trials are the research 
portion of finding new drugs, better ways to administer the drugs, better combinations, and better everything. The desire 
to learn this information is so intense in the clinical trial setting that one of the most important benefits of a clinical trial is 
often glossed over. It’s overlooked. In many cases during a clinical trial the patient does not pay for the drug. This is a big 
deal because treating CLL can be very expensive. I was horrified when I saw the dollar amounts attached to intravenous 
Ofatumumab. I was so glad that the drug company was picking up the tab for it. 
 
Now, my insurance company paid for the administration of the drug, so the gauze, the IV lines, and all that good stuff, but 
the bulk of the cost, which got into six figures very quickly, was picked up by the drug company. This is something to 
consider. I was kind of pushing the guinea pig thing along because that was my first reaction when I was offered a clinical 
trial. I don’t want to be an experiment. When my team of doctors explained to me; you’re going to have access to a 
medicine that we already believe is going to work better for your situation, with your set of symptoms, and with less side 
effects. There really isn’t much of a downside.  
 



That’s when I said, “Sure, sign me up.” I hope that more of you will consider at least investigating a clinical trial. I’m not 
trying to push everyone into one, but when it’s time if one is appropriate for you give it a little bit of consideration.  
 

Please remember the opinions expressed on Patient Power are not necessarily the views of our sponsors, contributors, 
partners or Patient Power. Our discussions are not a substitute for seeking medical advice or care from your own doctor. 
That’s how you’ll get care that’s most appropriate for you. 

 


