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Andrew Schorr: 
So you may be watching this because, maybe very recently, you or a loved one were told you have AML. 
 
And you said oh, my God. So, Ross, could you just define it for us a little bit? First of all, I’m aware that some people with 
myelofibrosis can transform or be seen to transform. And I know a wonderful gentleman with the MPN Research 
Foundation. He’s had polycythemia vera for years, quickly switched to myelofibrosis, and I think he’s even having a 
transplant in New York right now. Things can change. So what’s happening with the cells? What’s going on and from 
myelodysplastic syndrome, too? 
 
Dr. Levine:  
A lot of great questions. I would say a couple of things. First thing I’d say is that acute myeloid leukemia, or AML, is really a 
disease where very immature blood cells get stuck. And instead of becoming all of the different types of blood cells you 
need, in your body, red cells to carry oxygen, platelets to help clot, white cells to fight infections, instead of those stem 
cells, which normally replenish those cells on an ongoing basis, the changes in the DNA sequence and other biological 
events in the wiring get that cell stuck in a stem cell like state. 
 
And it, basically, overtakes everything. It becomes a mass of undifferentiated leukemia cells. So when people ask me what 
leukemia is, that’s what an acute leukemia is. It’s important to understand though that that’s not what MDS or a disease 
like polycythemia myelofibrosis fundamentally is. There are some similarities. MDS patients can have the same inability to 
make all of the cells. But, usually, you still make some of the cells. It’s just they’re not quite made right or at the same rate.  
 
And a situation like polycythemia vera and, to some degree, myelofibrosis, you actually make too many cells. And so, that 
means that there is a switch that gets flipped when the disease goes from a myelodysplasia or polycythemia vera or 
myelofibrosis to AML.  
 
Where there’s another thing where those cells get stuck even earlier or further. And that’s important because we don’t 
really, fundamentally, believe or understand yet that the people that come in and have AML as their first thing, probably 
it’s different subtypes of those 20 than the people that start with MDS or MPN. So if you look at those 20 subtypes, the 
people that go from MDS to AML or from MPN to AML, they don’t spread out into all of those subtypes. They’re, actually, 
almost subtypes in and of themselves.  
 
And we think those we’ll need in the long term, ultimately, different treatments than the other flavors where people walk 
in and have it at the beginning. And there are molecular reasons why that we, at least partially, understand.  
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So, going back to something you said earlier, it’s really so important to understand what version of AML do you have. What 
was your history? How did you get there?  
 
So, Gwen, do we have any idea where this comes from? Let’s just say, you walk in, if you will, AML, de Novo, did I do 
something to develop it?  
 
Dr. Nichols:  
So, the majority of patients, we have no idea, at the current time, what predisposes them to get leukemia. We’re learning 
some very interesting data, especially for AML and the elderly, that there may be clones that all of us have, as we age, that 
start to—are harbored in your bone marrow for a length of time. But we still don’t know what that switch is or that trigger 
that makes those clones stop maturing, as Ross has talked about, and get arrested at an early stage and become leukemia. 
We’re supporting a lot of research to try and look at that because, if we understood that switch, we could try and prevent 
the change from one to another.  
 
And I think we have been behind a lot of other types of cancers in understanding predisposition in this disease. It’s usually 
only very significant other medical illnesses like myelodysplastic syndrome that we know transfer, or toxic exposures that 
the great majority of people do not have. So we’re also looking at environmental and genetic predispositions. But I think 
there’s some fundamental biology that we still need to understand. 
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