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Andrew Schorr: 
And, greetings from San Diego in the American Society of Hematology meeting, more than 20,000 people here talking 
about blood-related conditions and blood-related cancers. Thank you for joining us for the first of three daily wrap-ups 
produced by Patient Power to bring you, around the world, news and to let you ask questions. I’m Andrew Schorr. Who’s 
this? 
 
Esther Schorr:  
I’m Esther Schorr. I’m with him. 
 
Andrew Schorr:  
Just like this. We have wonderful guests with us, and we invite your questions. 
 
Esther Schorr:  
Yes, that’s right. If you have questions during the program, just write us at questions@patientpower.info, and our producer 
here will let us know, and we’ll try to get your questions answered. 
 
Andrew Schorr:  
Okay. Remember, never too personal, so let’s have everybody get a benefit of what the answers are as we talk to our 
experts here, and also, remember, whatever you hear here—discuss it with your own healthcare team, so you get what’s 
right for you. Okay, who do we have? 
 
Esther Schorr:  
Who do we have? Do you want me to introduce them? 
 
Andrew Schorr:  
Please. 
 
 



Esther Schorr:  
Okay. Well, the first guest here is Dr. Robyn Scherber, who’s an assistant professor of medicine at the Department of 
Hematology and Oncology—this is a mouthful—at the Mays Cancer Center at UT Health San Antonio MD Anderson. How 
did I do? 
 
Dr. Scherber:  
That’s perfect. It’s my pleasure to be here. 
 
Andrew Schorr:  
Thanks for being with us. 
 
Esther Schorr:  
Yes, thank you. 
 
Andrew Schorr:  
Is it safe to say, Robyn, that you’re a myeloid specialist? 
 
Dr. Scherber:  
Yes, and lately, I’ve been seeing a lot of different things myeloid—everything from MDS to non-transplantable AML. My 
true is of myeloproliferative neoplasms. 
 
Esther Schorr:  
And, am I write that you also focus—we’ll talk about it later—on the symptoms of all of that and how to manage those 
symptoms? 
 
Dr. Scherber:  
We do, yeah. 
 
Andrew Schorr:  
It’s diet we’re gonna talk about. 
 
Dr. Scherber:  
Oh – this sounds awesome. I’m ready. 
 
Andrew Schorr:  
What can you do? So, sitting next to Dr. Scherber is someone that you may have seen on many other Patient Power 
programs from the MD Anderson Cancer Center in Houston, Dr. Naveen Pemmaraju. What’s your title there now? Are you 
the president yet? 
 
Dr. Pemmaraju:  
Not yet, Andrew, but Associate Professor. 
 
Esther Schorr:  
And Chief Tweeter. 
 
Dr. Pemmaraju:  
I need to go back with that. That’s good. 
 
Andrew Schorr:  
If you happen to go on Twitter, this gentleman has lots of followers, and in the MPN area, you have a lot of followers. 
There’s the MPN social media, and also, Dr. – D-O-C-T-O-R—Pemm—P-E-M-M. 
 
Dr. Pemmaraju:  
Right on, Andrew. 
 



Andrew Schorr:  
Okay. And, thank you so much for using technology to help reach so many people. We have a lot to talk about, and you also 
are a myeloid specialist. 
 
Dr. Pemmaraju:  
Right, correct. 
 
Andrew Schorr:  
Okay, and a researcher. Who’s that? 
 
Esther Schorr:  
That is Dr. Larry Saltzman, who is the Executive Research Director of The Leukemia & Lymphoma Society, and also, you are 
a CLL survivor, correct? 
 
Larry Saltzman:  
Yes, I am. 
 
Andrew Schorr:  
How long has that been, Larry? 
 
Larry Saltzman:  
It is going on nine years come January. 
 
Andrew Schorr:  
And, you’re a marathoner. 
 
Larry Saltzman:  
I have run marathons, yes. Many. 
 
Andrew Schorr:  
A retired physician living in Sacramento. 
 
Larry Saltzman:  
Yes, I am. 
 
Esther Schorr:  
Nowhere near fires, right? 
 
Larry Saltzman:  
Yes. Well, we’re 100 miles away from the Paradise fire, so it was raining ash on us for about 10 days. Not comfortable. 
 
Andrew Schorr:  
Well, we are here in what was rainy Southern California the other day, but it’s cleared up. Here’s the thing: There is a lot of 
news going on, so I would—sayand, I wanted to get Larry’s take for a second—for me as a CLL patient for 22 years and a 
myelofibrosis patient for seven, I guess, it continues to offer a lot of hope that there are more treatments in development 
or treatments being approved. 
 
We’ll hear a lot about acute myeloid leukemia. And also, more precise testing and just a buzz—Larry, do you feel positive? 
 
Larry Saltzman:  
Oh, it’s amazing. Andrew, when I was diagnosed eight-plus years ago, I was told that I had an eight-year prognosis because 
the drugs that I’m now taking, which are keeping me healthy, were not even available or in a mind’s eye at that time, and so, 
there were very few treatments, but now, here we are, attending sessions, and there are multitudes of treatments now for 
CLL, and they’re not all chemo-based intravenous treatments. Many are oral, and it’s very exciting because they’re showing 
survival rates that were unheard of a decade ago. 



 
Esther Schorr:  
It’s not too different than your story because you started out in a clinical trial that included some chemotherapy, and then 
you were just retreated with non-chemotherapy. It’s amazing. 
 
Andrew Schorr:  
Right, with monoclonal antibodies targeted therapies, so all that’s been happening while we’ve been—patients have been 
living. 
 
Larry Saltzman:  
Absolutely. 
 
Andrew Schorr:  
So, we have chronic lymphocytic leukemia—a lymphoid condition, right? And then, I developed myelofibrosis, which is a 
myeloid condition, right? So, here we have two myeloid specialists. So, Robyn, what are you excited about or are you 
excited about, and let’s start with the MPNs, the myeloproliferative neoplasms. That’s essential thrombocythemia, 
polycythemia vera, myelofibrosis. So, are you feeling encouraged here? 
 
Dr. Scherber:  
We have a breadth of new therapies at an unprecedented rate that we’ve never seen before. Right before this, I was 
looking back through again at all the FDA approvals from November alone. In the last month, there have been nine FDA 
approvals for cancer, six of which have been for blood cancers. 
 
It’s unbelievable, and three of those have been for a special type of myeloid cancers—acute myelogenous leuke. So, in this 
way, we are just growing at an unprecedented rate. 
 
Andrew Schorr:  
So, I wanted to ask you just as a follow-up about lines of therapy. So, some of us with polycythemia vera and some with 
myelofibrosis are on a drug called ruxolitinib, or Jakafi, or Jakavi, if you’re outside the country, and it’s been working for 
me. It doesn’t always work for some people, but then you say, “How long will it last and will there be something else 
coming?” So, you get to go to advisory board meetings and things like that. Is there hope coming? 
 
Dr. Scherber:  
From what I can tell you—and, most of this stuff is about things that are openly published—we have a whole bunch of new 
therapies that are on the horizon. 
 
I feel very fortunate—recently, we had the Society of Hemoncology in September, and we have now here at ASH—more 
than ever, we’re actually trying to find either alternative therapies or, even in combination with ruxolitinib, newer 
therapies to optimize the treatment. 
 
We also have new JAK inhibitors that are on the horizon that have really taken another second wind. There’s been that 
little bit of a struggle getting new JAK inhibitor therapies other than ruxolitinib on the market, but these efforts have 
recently been renewed, and I think there’s a lot of enthusiasm that we’ll have a second-line, FDA-approved treatment in 
the setting of people who can’t tolerate or, for whatever reason, have progressed on ruxolitinib. 
 
Andrew Schorr:  
Naveen, what do you think? Also, I know for some people, they also have interferons or other treatments—some have been 
around for 40 years. 
 
Dr. Pemmaraju:  
Yeah, there’s a lot of buzz at ASH this year—exactly what you guys are both talking about. So, for example, our colleague 
Jean Jacques Kiladjian from France will be presenting results for RUXOpeg, a combination of ruxolitinib with interferon—
so, something old, something new, something borrowed. So, exactly right, and number two is, as Robyn was mentioning, 
combinations of JAK inhibitor with other novel non-JAK inhibitors—hypomethylated, or azacitidine (Vidaza), or decitabine 
(Dacogen), as our group has shown, and other novel agents. 



 
And then, there’s this whole group of drugs that I helped to research in, which are non-JAK inhibitors or beyond JAK 
inhibitors—so, drugs with completely different mechanisms of action that go through different pathways outside of the 
JAK-STAT pathway, so you’ll hear a lot about that at ASH this year as well. 
 
Esther Schorr:  
I have a question. All of this—it seems in parallel with all these new drugs coming out. We hear as patients and care 
partners about genetic testing, and subtypes and all this. 
 
So, is this increase in all of these options because there’s so much more knowledge and information coming from genetic 
testing? Is that why this is happening at the rate that it is, because you have those insights? 
 
Dr. Pemmaraju:  
I absolutely think so. You’re right. I think about before JAK2 V617F—so, that was 2005 when we found out about that, and 
then, CALR was 2013, MPL somewhere in between—you’re right. Since then, there’s been an explosion of research. Non-
JAK, non-CALR—the so-called non-driver mutations—ASXL1, all of these things. 
 
And, to match your question, there’s a scoring system that comes out every week, I think. One of our colleagues—one of us 
comes out to try to make sense of all this. How do you fit in the clinical factors, the patient at the bedside, the genetic 
information, the chromosomes? 
 
So, there is a lot of that going on, and that increased knowledge is helping to propel new drug targets. For example, if 
there’s another pathway that you find in your research, perhaps, maybe possibly, that can be targeted to help a patient 
with a certain… 
 
Andrew Schorr:  
…so, I went to see my myeloid doctor—I have a lymphoid doctor and a myeloid doctor – I went to see Catriona Jamieson a 
week ago, and she is now gonna do a test for, I don’t know, several hundred genes. Now, you guys don’t know what all those 
genes mean. It may say Andrew has this gene or that gene, but you won’t necessarily know what’s significant yet. 
 
Dr. Pemmaraju:  
That’s right on. So, a lot of these gene panels—we have to talk about it here—23 and Me, a lot of our listeners and viewers 
have heard about foundation medicine, in-house panels at all of our major academic centers, sometimes anywhere from 
100 to 400 genes being tested. Andrew’s right. We know some of them, we have a hunch about some of them, but some of 
them are the great unknown. 
 
So, as patients and doctors, we have to go into a partnership saying, “Let’s go for this testing, but let’s also go with the 
understanding that we may not know now, but maybe five to 15 years from now, we may know what to do with this 
information.” 
 
Esther Schorr:  
So, catalogue them, but you don’t really know what they are yet. 
 
Larry Saltzman:  
It’s been 20 years since our country launched the Human Genome Project. So, from 20 years to today, we’re just now 
starting to crack what they started 20 years ago, so I think the acceleration is because of a greater understanding from 
basic science, and it’s gonna continue to unwind, if you will, but it will take more time. 
 
Dr. Scherber:  
And, there are some of those genes that we do know what they do, and we can target them. A great example is FLT3 in 
AML that we just got a new drug approved for just in the last week or so. And then, we also know that when we see 
multiple mutations, that usually means that the cancer is picking up speed, and we get a little bit more worried in that 
setting even if we don’t necessarily know each individual mutation. 
 
We do know there are some mad players, but understanding—it helps clue us into the biology of the disease. 



 
Andrew Schorr:  
Now remember, if you have a question, send it in to questions@patientpower.info. Okay, so, we’re talking about genomic 
testing, these panels of testing, figuring it out, and here, you guys are talking about it very currently, and you were saying 
there are new drugs just being approved—a cascade of new drugs, often for very specific subtypes of AML, or even learning 
in the MPNs, or subtypes of chronic lymphocytic leukemia. Is Larry’s chronic lymphocytic leukemia the same as mine? 
 
Okay. That’s a lot for the community doctor, let alone our patients and family members, to keep up with, so what can our 
viewers do, who I assume are mostly patients and family members, so they get what’s right for them, especially when this is 
breaking news? What would you say, Robyn? 
 
Dr. Scherber:  
Well, I always think a second opinion is a good idea. If there are any questions that you have, as well as seeing a doctor—
just like what you do. When you have a doctor in a specific type of blood cancer… 
 
Andrew Schorr:  
…subspecialist. 
 
Dr. Scherber:  
Yeah, and you’re really seeing someone who knows a lot about that specific disease type—these days more than ever, it’s 
growing at such a fast rate. I think you’re seeing physicians even getting sub, and some specialize to the point where a lot of 
times, it’s just nice to have a second opinion. Otherwise, just what they’re doing now, staying on top of the news—you really 
can’t underestimate how wonderful that is as a physician to see and think, “I love it, I wanna be able to help you. You being 
engaged keeps me on my A game.” 
 
Andrew Schorr:  
Well, thank you, and thank you for being here. So, Naveen, you’re at one of the biggest cancer centers in the world, MD 
Anderson in Houston, and you’re a subspecialist in this field. 
 
Somebody out there watching may be diagnosed with one of these myeloid conditions. Do you guys take calls from the 
local doctors? 
 
Dr. Pemmaraju:  
Yes, that’s a large part of the practice. Great question. So, one thing I’ve noticed—as Robyn was mentioning, there’s been 
three FDA approvals in AML just in the last two weeks, right before and right after Thanksgiving. A lovely thing for our 
patients and for us. But, a drug approval is not the end of the story. The phone calls start right after that. How do you 
sequence these drugs? How do you use them in the real-world setting? 
 
Oftentimes, an FDA-approved label—by definition—will be a very studied, thorough subgroup of patients, but in the 
practicing community, there may possibly be off-label or other ways to use those drugs. So, a lot of my calls are, “Hey, great. 
There were three FDA approvals. What do I do with this?” So, I try to walk my colleagues through some scenarios and some 
situations. The second thing is is there a safe way to combine these drugs? What’s interesting about some of these recent 
approvals, Andrew, is that some of them were the new drug in combination with either low-dose Ara-C., or azacitidine, or 
decitabine. 
 
I applaud the FDA for these efforts to not only approve drugs in isolation, but in combinations—real-world packages. And 
then, finally—you guys know this already—I’m a big proponent of information, the digitized economy of information that 
we live in. I actually encourage patients to go online, go on social media, but don’t do it in isolation. Talk about it with your 
doctor; talk about it with your family. “Hey, I read this thing. What do you think about this?” And then, that sets you up to 
go for the second opinion with the subspecialist. 
 
Dr. Scherber:  
And, that’s a fantastic point. 
 
 



Larry Saltzman:  
Right. I do think if it’s at all possible—putting on my physician hat as well as my patient hat—if at all possible financially 
travel-wise and distance-wise to have a second opinion at an academic center, to get plugged in – just plugged in to the 
center because they will come up with things that your community physician may not be aware of, and you still may be 
treated in the community, but to have that lifeline, if you will, to an academic center is very important. 
 
Andrew Schorr:  
Now, let’s broaden this out a little bit. So, chemotherapy has been around for many years. You were talking about some of 
that. But, in some conditions, we’re saying, “Well, are we saying goodbye to chemotherapy?” I wanna bring it up about CLL. 
There’s data here related to ibrutinib. Maybe knocking out of one of them—bendamustine (Bendeka) or—I had fludarabine 
(Fludara), but bendamustine—these chemo agents where you could have ibrutinib or ibrutinib in combination with a 
monoclonal antibody, and at least it’s getting better. 
 
Larry Saltzman:  
Actually, from the talks today, it actually becomes a little more confusing because you could take an oral drug now and 
avoid chemo. All those studies today came out and said that a short pulse of chemo along with an oral drug may actually 
lead to a more sustained response. 
 
So, I think the scientists and researchers are looking at combinations which I think are important. If you think of the world 
of infectious disease and antibiotics, you know that oftentimes, a single antibiotic used over and over again is not as 
effective, because the bacteria become resistant to it, and I think in what we’re seeing in cancer care now, especially 
perhaps in our CLL community, it may be better to use combinations, as they did in HIV, which will bring a more long-
lasting, durable response. So, I don’t think it’s clear yet exactly which way this will go. 
 
Andrew Schorr:  
Well, let’s talk about combination just for yourself. So, you’ve been in your own combination study—ibrutinib and 
venetoclax, Imbruvica and Venclexta, trade names—and there’s been discussion about can you have the right combination 
where you could get to a point where at least, for a time, you could stop? 
 
Larry Saltzman:  
Yes, that’s what they’re… 
 
Andrew Schorr:  
…have minimal residual disease, and there’s these one-in-a-million cancer cell tests out there now trying to say, “Have you 
knocked it back where we can’t detect it?” So, is that the goal? 
 
Larry Saltzman:  
I think it is the goal. However, I will put on my patient hat now and say that I’m doing very well personally, thank you, on the 
combination I’m on, and I have attained minimal residual disease clearance, if you will, so I’m in remission. 
 
Andrew Schorr:  
Awesome. 
 
Larry Saltzman:  
However, in talking to my clinicians about should I stop one or both, they might say yes or no. At the moment, it’s no, but as 
a patient, it weighs heavy on my head to say that if I stop taking them and the condition—which is chronic—recurs, then 
what? 
 
Andrew Schorr:  
If it’s not broken, don’t fix it. 
 
Larry Saltzman:  
Well, a little bit that way. However, there is, of course, financial cost to keeping the drugs going, so some people really may 
look and say yes, it is better from a consumer’s point of view to be able to take something and then take a holiday because 
these drugs—the new ones—are not inexpensive. 



 
Andrew Schorr:  
Right, you’re taking—Robyn, I have a question for you about chronic myeloid leukemia, CML. So, there have been studies 
over the last handful of years about could you get to a molecular remission and stop? So, where are we now? Can you stop? 
Is there a penalty if you’ve stopped? Do you need to go back on treatment? Where are we with that? 
 
Dr. Scherber:  
Right. So, patients who have basically been on some sort of targeted therapy for around two years—we have the option 
now of potentially trying to stop the drug if we’re not seeing any evidence of the cancer still being there. Around 50 
percent of folks, actually, who we stop will be able to go off of the drugs. 
 
Esther Schorr:  
But, if they go off, can they start it again if needed? 
 
Dr. Scherber:  
They can definitely start it again if needed, but we do have the option of just continuing to closely monitor them. 
 
But, for some patients, it seems that we’re able to harness the power of the immune system to actually target the cancer, 
and these new drugs are really able to do that to a much greater degree than we ever thought possible, even five to 10 
years ago. 
 
Andrew Schorr:  
So, Naveen, that brings us to MRD testing. Let’s bring that to multiple myeloma. Let’s talk about that for a minute. So, now 
that’s coming into play, there are many lines of therapy for multiple myeloma, and trying to see can we get people to this 
low remission, and is the therapy working? This is this one-cell-in-a-million test, right? 
 
Dr. Pemmaraju:  
This is a big topic. Really, when we talk about MRD or minimal residual disease, we’re talking about cure. We’re not talking 
about a functional cure, we’re talking about something that actually matters to my patient in the clinic room, and it’s what 
exactly you were articulating here. 
 
So, yes, this is the goal of three separate entities. One is the technology. You were mentioning to me earlier that the 
technology needs to catch up—this one-in-a-million, one-in-10-million, one-in-100-million. So, what exactly is negative? 
We need to know what that is. The second thing is the therapies themselves—the new therapies—myeloma also has had 
eight or so drugs approved in the last year or two. 
 
And then, the sequencing and combination: How do you use these approved drugs before, during, and after stem cell 
transplant to get to this cure? I think if the technology lines up with the therapies, then I think we’re gonna start to see that. 
So, you take a previously acute or chronic disease and turn it into a curative state. That’s what we’re talking about here, 
and that’s possible. 
 
Andrew Schorr:  
So, let’s talk about the immune system doing its job. 
 
Esther Schorr:  
Yeah, I’ve been wanting to ask about this. I know patients and care partners will say, “Okay, we hear about this thing ‘CAR T 
cell therapy.’” 
 
So, where—what are you seeing? I know that we’re hearing in the lay public that this might be something that’s a 
breakthrough, and that in some cases, it works, some cases, it doesn’t, but in the areas that you’re most familiar with, 
where are the hottest areas for this new kind of therapy? Maybe explain a little bit to some of our audience. What is it and 
where are you seeing the most early successes with it? 
 
 
 



Dr. Pemmaraju:  
So, CAR T is something that we have to talk about in this context. It’s chimeric antigen receptor therapy, and what we’re 
trying to do with CAR T is simply this: We’re trying to train or wake up the body’s own immune system to attack and kill the 
cancer that’s within. That’s the principle. And, my colleague, Dr. Jim Allison at MD Anderson, just won the Nobel Prize for 
work in this exact area. His direct work led to the drug ipilimumab, which is a CTLA4 inhibitor, but the same access of 
immune therapy blocking the cancer by awakening the immune system. So, that’s the first principle. 
 
Second is whether you give a chemo drug, as in an IV infusion, or the CAR T, where you take the patient’s own cells, treat 
them, and then put them back in the body, this is changing the immune system—not just short-term, but possibly 
permanently. What you’re talking about is exactly what we’re seeing in the clinic. The first FDA approvals are out now. 
They’re in lymphoma—patients with relapsed refractory lymphoma. Many of our patients who have had three, four, or five 
prior lines of therapy are having PET scans that are completely negative, unbelievable. 
 
Those products are out there. They hit a target called CD-19 on B cells. But, the other part of what you said is also true. 
These are not easy drugs to take. They are in the hospital for maybe two to four weeks. They have life-threatening side 
effects. One is called CRS, cytokine release storm or syndrome, and these can be ICU-level. They can affect the neuro—the 
brain system as well. 
 
And then, lastly, there’s a financial toxicity to these things. We’re talking about half-a-million or million-dollar therapies, 
and we all—as a society, as a people—will have to reconcile how exactly we’re going to do that. In the myeloid diseases, it’s 
still in the infant stages, still in the Phase I dose-finding stages, so it’s behind in terms of the lymph. 
 
Andrew Schorr:  
And, let’s just mention about CLL and multiple myeloma. So, earlier today, on the same couch here, we interviewed our 
friend Cherie Rineker, who has been in—she’s about nine months out now—in the CAR T trial for multiple myeloma. She’s 
doing really well. Now, does she know some people in the trial who passed away? She does. In CLL – and, I ran into the wife 
of our friend Dr. Brian Kauffman, many people in CLL know him—and Linda—“Where’s Brian?” He’s running around and 
he’s doing well—CAR T for CLL. 
 
And, he’d been through many treatments and transplant and all that, but yet, we know other people with CLL in the same 
trial who passed away. So, are we figuring it out, who this could work for, Robyn? 
 
Dr. Scherber:  
Yeah, I think we’re getting there. There’s still more research left to be done. I think the ultimate hope is that potentially, 
this would be available for many, many different types of heme malignancies, and then, potentially, there’s talk of it taking 
over stem cell transplant. 
 
Esther Schorr:  
I was just gonna say—the way that you’re describing what’s going on now sounds to me like—I’ll date myself. I remember 
when stem cell transplants were first being done. There was the same kind of conversation. “Well, we don’t quite know yet, 
and for some people, it’s working, but it’s got a really big toxicity, and we really have to manage it carefully.” 
 
Dr. Pemmaraju:  
I like the analogy because we forget that stem cell transplant was actually the first immunotherapeutic approach, and it 
was similar. It was an expensive, million-dollar procedure, time in the hospital. “Oh, there’s graft-versus-host disease, we 
need medicines for that.” 
 
So, beautiful analogy. Yes, we’re in the infant stages of CAR T. We have it approved in some of the lymphoid malignancies, 
maybe others to come, but we have to learn how to deal with the side effects, and as it goes in the community setting, how 
can we equip our colleagues in the practice setting to take care of these very complex issues? 
 
Esther Schorr:  
So, at this point, you can’t expect someone to go through CAR T therapy in a community… 
 
 



Dr. Pemmaraju:  
…you have to be accredited. There’s a special accreditation system, just like with stem cell transplants. So, essentially, the 
same level of center that would get approved for transplant would then be able to do that. But, there’s a separate body 
that’s gonna accredit everyone for that. 
 
Dr. Scherber:  
Yes. You still have to stay very close to the hospital. There’s an intensive therapy. There’s a lot of risk to it. But, potentially, 
the payoff will—it might be huge. 
 
Esther Schorr:  
So, I have one other question about that. If I understand it correctly, CAR T is not now used initially as an initial way of 
treating somebody. 
 
Dr. Pemmaraju:  
I think it’s important that we mention to our folks out there that right now, as the approvals stand, it is in the relapsed-
refractory, which means you’ve had prior therapies before. But, in terms of research, there are folks out there who are 
looking to see if it does have this kind of efficacy. Can you safely and feasibly move it up earlier and earlier, even all the way 
up into the front lines, saying those are clinical… 
 
Esther Schorr:  
We’re not there yet, though. 
 
Dr. Pemmaraju:  
…clinical trial setting only. 
 
Larry Saltzman:  
I just would wanna say for some folks out there that we throw around terms like “CAR T” and “chimeric,” and really, to 
think about it in my own simplistic way, what we’re doing is we’re asking to take out our white cells, and we’re putting them 
in a lab, and we’re infecting them with a virus of some kind. And we’re making the cells very angry, and then we’re putting 
the cells back in and turning them into little Pac-Men like the game Pac-Man, and they’re going to gobble up cancer cells, 
because they have a little affinity for them, and in theory, that should work great. In reality, they also gobble up some other 
cells, and that’s where the side effects come in. 
 
But, we need to make sure that people understand in the simplest form what this is. 
 
Andrew Schorr:  
Part of it is—just to continue on CAR T for a second—so, Cherie, I mentioned, is doing well in myeloma, and Brian is doing 
well in CLL; some other people haven’t. So, part of it is figuring out who does this work for? What is it about them? As you 
do all this analysis—you’re a candidate for this. Now, Larry, for you with CLL or for me, when we think of what we could 
need someday, is it your dream, if you need it, that there will be an immune therapy that can say to your—and hopefully, 
less expensive—that can say to your immune system, “Do your job”? 
 
Larry Saltzman:  
Well, yes, and there are researchers working vaccines that—not a vaccine to prevent cancer like a vaccine that might 
prevent chicken pox or something, but if someone does come down with a condition like CLL, there are researchers I know 
out there who are trying to prepare a vaccine that will work in treatment to stimulate the immune system like it would as a 
virus, and then go beat up the cancer cells. 
 
Andrew Schorr:  
So, are you hopefully somebody living with CLL? 
 
Larry Saltzman:  
Yes, very much so. It’s interesting—since my journey started, I’ve been on several treatments, and I look at each one, 
honestly, as a bridge to the next, and the one I’ve been on now has been the longest bridge, but this bridge has brought me 



to CAR T, or the science fiction of immunizations, and I think that should I need something, it’ll be the bridge to the next 
thing, and we’ll just keep living that way. I should be so fortunate, right? 
 
Dr. Scherber:  
I always like to think of these almost like as little Rockys floating around your body, and you’re putting them through boot 
camp and training. 
 
Esther Schorr:  
So, we’re actually getting some questions from our audience. There’s a question from Ruth, who asks, “Have there been any 
successful treatments for CLL Richter’s transformation?” 
 
Dr. Pemmaraju:  
I’ll take that and run with your comment on that. So, my colleague, Dr. Nitin Jain from MD Anderson—we do have an 
abstract at this year’s ASH which is looking at—guess what? Immunotherapy. So, using the immunotherapy drug nivolumab 
(Opdivo), which is the PD-1 inhibitor, which we didn’t mention earlier, in combination with ibrutinib, for example. So, 
taking a more standard CLL therapy, adding in the immunotherapy. This is a marked contrast from what we’ve been using 
before, which is standard cytotoxic chemotherapy—old-school IV chemotherapy drugs. 
 
So, take a look at that abstract and see what those preliminary results show, but that nicely ties into our earlier discussion. 
 
Larry Saltzman:  
Yeah, I think there is a horizon that says this is now going to be addressed, where it was essentially a death sentence, to say 
it that way. 
 
Dr. Pemmaraju:  
And, let me define Richter for our audience. So, that is exactly, as you nicely mentioned—so, that’s when the CLL chronic 
state suddenly, unexpectedly, unpredictably transforms or changes into the more acute state, and there, unfortunately, 
historically, life expectancy survival can be measured in less than years, maybe one year or less, even with standard 
chemotherapy or stem cell transplant. So, any kind of breakthrough for our patients would be monumental there if we can 
find something. 
 
Andrew Schorr:  
Okay. So, I have sort of a similar question but a different condition. Some of us who are living with myelofibrosis or people 
with other MPNs that are worried about progression to myelofibrosis know that it can transform to acute myeloid 
leukemia. 
 
So, now, you’ve rattled off all these drugs. Is there any hope for what you would call secondary AML, where we come from 
myelofibrosis, and now we’ve developed AML? 
 
Dr. Pemmaraju:  
I’m happy to answer. 
 
Dr. Scherber:  
I’m happy to take that one too because this really ties into the idea that once—so, there’s a couple of different things to 
think about. Myelofibrosis—sometimes you’ll see these certain types of cells called blasts in the blood, and as those ramp 
up, basically, that ramps—potentially, for some patients—into acute leukemia. But, even in that ramp-up phase, we’re kind 
of in this unique spot where those new therapies that are coming out for acute myeloid leukemia might actually be a very 
useful potential therapy, especially if we think that someone is on their way to progression. 
 
Esther Schorr:  
So, catching it before it happens. 
 
Dr. Scherber:  
One of the most exciting ones that have come out—there are types of therapies called IDH inhibitors because we know 
that in patients that are going from myelofibrosis into acute leukemia, there’s actually a much higher rate of patients and 



percentage of patients that will have that IDH mutation, either IDH-1 or IDH-2, and we have new drugs approved as well 
as many in development that target that. 
 
Esther Schorr:  
It sounds like you’re trying to get one step ahead. 
 
 
Dr. Pemmaraju:  
That’s right. I totally agree with Robyn. I like the analogy from the lymphoid to the myeloid. There is some hope for us. One 
breakthrough has been what Robyn pointed out—early identification. Another one is once the transformation has 
occurred—so, an MPN to an AML—we and other groups have tried to do some kind of combination therapy approach—so, 
using the JAK inhibitor, for example, ruxolitinib in combination with an AML-type drug such as decitabine or azacitidine. I 
mentioned those earlier—the hypomethylator groups. So, there are ongoing clinical trials where we’re enrolling patients in 
that approach. 
 
Unfortunately, a lot of our patients who have this transformation are above the age of 70, so they’re not candidates for 
intensive chemotherapy, so targeted drugs like Robyn mentioned—these combination approaches are good, and then, of 
course, there’s always stem cell transplant, which is out there if the person is fit and able to get it. But, for our viewers, we 
have to mention that this is a particularly tough situation for a lot of patients with lower expectations for overall survival. 
So, that’s why it’s an urgent unmet medical need. 
 
Andrew Schorr:  
So, Ron wrote in with a question, and thanks, Ron, for your gratitude for what we’re doing. So, Ron wrote in with this 
question. He’s living, I take it, with PV or myelofibrosis, and wonders whether, in this condition—or, maybe even analogous 
with Richter’s transformation in CLL—can we prevent it? Can we say, “Let’s” —can we put the brakes on it so it doesn’t 
happen? 
 
Dr. Scherber:  
I have a lot of thoughts on that. 
 
Dr. Pemmaraju:  
I want you to chime in. Go for it. That’s your passion. 
 
Dr. Scherber:  
Well, I feel like it’s been a real, true unmet need in our current therapies for MPNs—the idea that we have so many drugs 
that are targeting myelofibrosis, especially in the post-ruxolitinib setting, but really, there’s a great need to target our 
therapies to essential thrombocythemia and polycythemia vera before they progress. 
 
And, the whole idea that they—we’ve realized now in so many other different types of blood cancers that the immune 
system is so important. What can we actually do to optimize the immune system in that setting? We know that 
inflammation and symptom burden all contribute to why patients feel so well, and actually can contribute to a lot of what 
we find with disease progression. So, yes, we are hot on the trail… 
 
Andrew Schorr:  
…you’re working on it. 
 
Esther Schorr:  
You’ve also done a lot of research on the symptoms and how to control those or monitor them that might tie in to that 
progression. So, can you talk a little bit about what that research is? 
 
Dr. Scherber:  
Yeah. So, we’ve done a lot of work—originally, I’ve been working with my long-term mentor, Dr. Ruben Mesa, now since 
2009, but basically, we were some of the first people to look at symptom burden, and we actually came up with a way to 
assess it in the clinic. 
 



Right now, that symptom assessment has been used in a lot of different clinical trials – almost all the clinical trials in any 
type of myeloproliferative neoplasm to date—because of the effectiveness of some of the therapies in reducing symptom 
burden. The FDA has become keenly aware that this is a very important thing. What I can tell you is over time and as a 
disease progresses, symptom burden gets worse, so it’s something that we highly advocate that should be monitored over 
time, assessed with different therapies, because therapies can have a big impact on that as well. 
 
Esther Schorr:  
Can that be that symptom burden, and you’re watching it be a flag for when you might need to intervene sooner? 
 
Dr. Scherber:  
Yes, as well as a flag for different features of the disease. So, if someone has a new blood clot, a lot of times, it can have 
symptoms related to that. If they start to have worsened anemia, that can cause symptoms. Low blood counts—even high 
blood counts. You see a lot of patients come in with very bad itching, they’re red, and… 
 
Esther Schorr:  
…it’s kind of like smoke signals. There’s something going on. 
 
Dr. Pemmaraju:  
Right, and if I may add, also, that some of these symptoms and signs, particularly with younger patients, actually are the 
harbinger that that patient has an undiagnosed MPN. Young patients in my clinic panel who presented at the time of 
pregnancy, for example, with Budd-Chiari or liver-based blood clot, a clot in their cerebral sinus area, in the head area, or 
patients who had massive bleeding—it turns out that an astute clinician sent a JAK2 or a CALR mutation, for example, and 
a diagnosis of, say, masked polycythemia vera was made, or an unpredicted MPN. And so, then, that’s where the symptom 
burden is so important. It’s not just a subjective thing that’s out there. 
 
But, Robyn and Dr. Mesa’s group have found a way to give an objective score to a previously subjective thing, and that 
gives us some chance to diagnose younger people or folks earlier on. 
 
Andrew Schorr:  
Let’s buzz through a couple questions real quick, if we could. So, I’m gonna do Joe. Joe, you’re in Australia. It’s Sunday there, 
I take it. 
 
Yeah, hello to the future. And, Joe wrote in—and, this is, again, an MPN question—he had been hearing about a drug called 
pacritinib. Whatever happened to pacritinib? Maybe you could mention some of the drugs that are—do you wanna tackle? 
 
Dr. Pemmaraju:  
Yeah, I do. We were talking about this earlier. So, outside of ruxolitinib, which is the first-in-class only JAK inhibitor 
approved in the MPNs, both for myelofibrosis and advanced polycythemia vera for hydroxyurea (Hydrea), there are a 
couple of other JAK inhibitors out there. 
 
One is pacritinib. This is a JAK inhibitor—they also have other targets as well—and what the viewer is talking about is that 
that trial was ongoing, and it had a clinical hold at one point, but that has been resurrected since then. So, it’s in ongoing 
clinical trials right now, so the drug pacritinib is a JAK inhibitor that’s in ongoing clinical trials. 
 
There’s a drug called fedratinib. Same story. It was in late stages, and then that was on clinical hold. That has now been 
resurrected, and that, again, is being considered for treatment of our patients. And then, there’s another drug, 
momelotinib. That’s another JAK inhibitor which has been tested in clinical trials. So, there are other JAK inhibitors outside 
of ruxolitinib that have been tested in clinical trials, not yet approved, but out there. 
 
Esther Schorr:  
Just to add, Joe is saying that he hasn’t been able to find the trials for pacritinib that he was looking for. Is there something 
we should know about him being in Australia or here that might be regional? 
 
 
 



Dr. Pemmaraju:  
Sure. So, I was just gonna say—for anyone out there who wants to find a clinical trial, at least worldwide, but centered here, 
is clinicaltrials.gov, which we know is run and maintained by the NIH. Off the top of my head, correct. I don’t know if the 
clinical trial is open in Australia, but this is a common issue, where clinical trials may be open in the U.S. and other countries, 
but not others. So, I think starting there would be a good place to find out if the trial is available. 
 
 
 
Andrew Schorr:  
Okay, Robyn, I don’t know if you’re familiar with this, but Sandra wrote in about looking for studies of people with 
thalassemia, and I don’t really – I’m not clear what thalassemia is—and she has chronic lymphocytic leukemia. First of all, 
what’s thalassemia? 
 
Dr. Scherber:  
So, thalassemia is basically abnormal hemoglobin production. So, what happens is a lot of times, it’s a genetic disorder that 
someone can inherit from their family where they have chronically lower blood counts. Now, it’s not common to see a 
combination of chronic lymphocytic leukemia with thalassemia. She’d be an interesting spot. But certainly, there are new 
clinical trials for thalassemia as well as for CLL.  
 
Andrew Schorr:  
And, that would be to look at clinicaltrials.gov again? 
 
Dr. Pemmaraju:  
Yeah, I think clinicaltrials.gov is your best place. There’s no pharmaceutical influence there. It’s run by the NIH, and I find it 
to be very nicely maintained. You can search by disease condition, by term, by principal investigator, and it gives you all the 
information and contact information for patients. 
 
Andrew Schorr:  
So, I do some work for The Leukemia & Lymphoma Society. Just to say that they do have a clinical trial support team, and 
they’re available on a toll-free number, which I don’t have in my head, but you can call them—anyone can call them and let 
them know what their problem is and what the challenge is, and they have five master-level nurses who will do individual 
searches for trials, and they will direct patients. Sometimes, that’s a little more personal way than just trying the web and 
the roulette of clinical trials. 
 
Esther Schorr:  
So, Joe should try that too. 
 
Dr. Pemmaraju:  
Absolutely, yes. 
 
Andrew Schorr:  
So, all of us with a cancer, what can we do ourselves? So, we’ve talked on other programs about exercise. We’ve talked 
some about diet. This woman is researching diet related to MPNs, so, hold your mic up there. 
 
Esther Schorr:  
Inquiring minds want to know. I’ve been trying to keep him healthy, so let’s hear this. 
 
Dr. Scherber:  
This comes back to the idea that there’s so much baseline inflammation and changes in the immune system that happen, 
especially with myeloproliferative neoplasms, but it also happened with a lot of other blood cancers, and the idea that since 
people can live a long time with a disease, what are low-risk and potentially high-yield treatments that we can consider 
having people on that might be able to actually help to prevent disease progression? 
 



Looking over this topic over and over, it really brought me back to some of the cardiovascular risk literature, where 
patients over long periods of time have been able to see changes in inflammation with diet—things like the Mediterranean 
diet, there’s newer things like the ketogenic diet that are supposed to be pretty potent in terms of its ability to reduce 
inflammation. 
 
So, this really got us thinking about what is the role of myeloproliferative neoplasm? So, we went online—and, thank you so 
much to those who helped contribute to this data—we did a large survey of over 1,300 patients with myeloproliferative 
neoplasms, and we were able to see that what patients were eating correlated with what their symptom burden was. So, 
certain foods—fried foods, fast foods, refined sugars—were correlated with significantly worse symptom burden, whereas 
healthier food choices tended to have significantly improved symptom burden. So, this really brought us back to the idea of 
what can we do to potentially alter diet to help the symptom burden? 
 
But, we know that symptom burden also is a marker, potentially, of inflammation, and inflammation is related to disease 
progression. So, if we could kind of connect the dots with this, we might have the potential to—by no means, unfortunately, 
do I think this would ever be a cure, but it might be something that might help slow things down and really help patients 
feel better at the same time. 
 
Andrew Schorr:  
So, we’re gonna go out to dinner. What do we have to have? Olive oil? 
 
Esther Schorr:  
Olive oil, fish. 
 
Dr. Scherber:  
This is the—this is not—we have had long efforts with Angela Fleischmann at UC, we are actively putting this into place 
where we have a trial going on, but right now, as it is, I can’t recommend any dietary changes other than stay healthy and 
stay active. 
 
Andrew Schorr:  
Okay. So, give us the first crack at the headline when it comes out. New England Journal of Medicine and Patient Power—
what’s the diet? 
 
Esther Schorr:  
But, that makes perfect sense because you think about other inflammatory processes—Crohn’s disease, celiac, those—
there are certain things in our diet they’re saying, “Okay, don’t do those and do these, and it’s gonna settle things down,” so 
it makes sense. 
 
Andrew Schorr:  
So, I want to get to the bottom line. We’ve been chatting about some really important issues, and we’ve been getting in the 
heads of these very smart people that you don’t do in exam room, you don’t get to do routinely. In the environment where 
news is being made at the convention center just a block or so a way, what do we do with what we’re hearing now? 
Breaking news in some myeloid conditions like AML, new drugs being tried, and you’re looking at and doing research, 
whether it’s diet, whether it’s other drugs and trials for MPNs, combinations in CLL, minimal residual disease analysis in 
myeloma, and certainly, things in other—CAR T and lymphomas. 
 
All right—so, what can patients do—and, Joe down in Australia or going to a community physician—give us a little coaching 
on what you would say patients and family members should do so they get what’s right for them, or a loved one. Larry, let’s 
start with you. You’re living it. 
 
Larry Saltzman:  
Right. So, I would say that unfortunately, there are time constraints in a medical visit, and it’s very important for people to 
talk in with a list in order of what’s most important to them to cover at the visit, whether that’s how they feel currently or 
what they’ve read in the news. They need to bring in a list and not just shoot from the hip. I think that’s No. 1. I think the 
doctors appreciate that because it makes the visit go a little smoother. 
 



Second thing I would say—and, I feel strongly about this—is to bring a second set of ears because I think that a patient is in 
some headspace that may not be in the zone to hear exactly what the clinician, or nurse practitioner, or nursing staff, or 
social workers, or whatever advice is being given is saying. And so, I think it’s really important to bring another set of ears 
who can be listening or taking notes, and then go back and rehash the visit. I would – 
 
Esther Schorr:  
So, two heads are better than one. 
 
 
Larry Saltzman:  
I would say four ears are better than two. 
 
Andrew Schorr:  
So, Naveen, so people can take advantage, feel that the news that’s breaking here can apply to them. 
 
Dr. Pemmaraju:  
Yes. I have a similar approach as well, and of course, for you as doctor and patient, that was very enlightening. I say come to 
the visit with it being a partnership. So, the communication that we used to do 10 to 15 years ago, I felt, was more me to 
you, I say to do this. In fact, the word “compliance” has been changed to “adherence” to reflect it’s not doctor telling patient, 
it’s doctor and patient in a partnership. Adherence together. We’re gonna adhere to a plan. 
 
So, if you come into it with you and your loved one as a partnership, now, it’s not questioning your doctor, it’s, “Hey, doc, did 
you see that venetoclax just got FDA-approved for AML?” “Oh, no, I didn’t see that. Thank you very much.” See, a 
partnership between two people – it doesn’t have to be necessarily a partnership as equals, but two different people on the 
same team, and that team is Team Your Body. So, come in that way so you’re not questioning your doctor, you’re adding to 
his or her knowledge. 
 
The second part of this is it’s your body and it’s your life. Don’t be afraid to get a second opinion. “Oh, what’s my doctor 
gonna think?” You know what I think? You know what Dr. Robyn thinks? “Great, go for it, because four ears are better than 
two. Let’s all get together and talk about your case of CLL and thalassemia, or whatever’s going on with you.” 
 
So, don’t be afraid, look at it as a partnership, and again, my same mantra, which is that if you look up things before the visit, 
and different sources, and you come prepared to talk about it, then you have a discussion. “Hey, I saw this.” “Okay, that’s 
there.” So, those are my advices. 
 
Dr. Scherber:  
Yeah. I have strong feelings on this one based on everything that we’ve looked at. One of the most important predictors of 
how well people do and how long they live is actually quality of life. So, I cannot emphasize enough—you should do what 
you can to make the most of every day, every minute, every second. 
 
None of us are guaranteed tomorrow, but especially if we can optimize today, really, it makes all the difference, and we’ve 
shown that in terms of there’s a lot of different things that go into quality of life, but really trying to be around family and 
loved ones, making the most of every experience—if you are feeling really fatigued and you just don’t know if you can really 
– you only have the energy for a couple of tasks today, prioritize those tasks. Figure out which one’s gonna make you the 
happiest if you do it. 
 
Esther Schorr:  
Or, how about asking for help, not being afraid to ask for it, not be afraid to ask for assistance or support. 
 
Andrew Schorr:  
A couple of things I wanted to note. First of all, one of the things that’s really important is for you to discuss with your 
doctor what are your goals. Some people may be continuing to get infused therapy, some people wanna switch to oral 
therapy, some people wanna be part of clinical trials, and I would always recommend asking about that. This also relates to 
what is your situation? Let’s be realistic: What you guys have been working on, and what you’re taking, and what I’m 
taking—these are increasingly expensive therapies, and Esther and I were in a luncheon today where there was a big 



discussion—we’ll talk about it more on tomorrow’s show—particularly about multiple myeloma, but it relates to many of 
these conditions now. 
 
What is of value—often at high cost, but what is of value, and also, what are resources to help you? And, this is a big debate, 
certainly in the American Society. It may be different for Joe in Australia or some people in Europe. Do you have access to 
the latest treatments that we’re discussing? What do they cost? Can you afford it? Are there ways to help you? So, we have 
a lot more to discuss. 
 
We’re gonna do another daily wrap-up tomorrow. Dr. Gareth Morgan is gonna be with us, a myeloma specialists. We’re 
gonna have our friend Jack Aiello, who’s been living with multiple myeloma for 20 years now. And then, on Monday, we’re 
gonna be talking a little more specifically about chronic lymphocytic leukemia, Larry. We’re gonna have Dr. Lamanna from 
Columbia, we’re gonna have—let’s see. 
 
Esther Schorr:  
Who else? 
 
Andrew Schorr:  
I’m trying to think. I know we’re doing a program with Susan and Brian. I can’t—we’re recording many programs… 
 
Esther Schorr:  
How do you remember all that? 
 
Andrew Schorr:  
…so I can’t keep it all straight, and no, I’m not a doctor, and I don’t play one on TV. 
 
Esther Schorr:  
So, since you’re not a doctor, but what we really would love is that if you’re gonna follow these from day to day, we’re 
gonna do one every day at 6:00 p.m. Pacific time. Send in your questions between now and tomorrow, and it’ll give Andrew 
and I and our producers a chance to prepare and make sure we’ve got the right people answering the right questions, so, 
don’t be afraid to send them in. Again, it’s questions@patientpower.info, and we’ll be sure to get those because we’re never 
gonna get to all of them in one day. 
 
Andrew Schorr:  
And, Joe, send me a message and let me know how tomorrow is, okay? I’m looking forward to it. 
 
Esther Schorr:  
It is Back to the Future. 
 
Andrew Schorr:  
Larry Saltzman, we’re going out to dinner. You and Sharon—we’re gonna have a Mediterranean diet. 
 
Esther Schorr:  
No fried foods! 
 
Andrew Schorr:  
Naveen Pemmaraju from MD Anderson, thank you so much. 
 
Esther Schorr:  
Your socks are now famous. 
 
Dr. Pemmaraju:  
Thank you very much. A little bit of flair. 
 
Andrew Schorr:  
Can you pan down for just a second? You’ve gotta see Dr. Pemmaraju’s socks. Can we get a shot of that? 



 
Esther Schorr:  
Just make everybody happy looking at the socks. 
 
Dr. Pemmaraju:  
Shout-out to Brady Stein at Northwestern. He has similar taste in socks. 
 
 
Andrew Schorr:  
So, look—this is a hopeful message from here. We’re dealing with serious stuff, but we have wonderful partners. Thank you 
so much for joining us. Thanks to my partner for 33 years now, for 22 years dealing with blood-related cancers, Esther – 
 
Esther Schorr:  
But, what I know and what you know is that knowledge can be the best medicine of all. 
 
Andrew Schorr:  
Have a good night, wherever you are. 

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. 

 


