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<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
I want to welcome Corbus to our conference. And Yuval [Cohen] is here, he’s the Company’s CEO.  
 
Corbus is an interesting company focusing on developing anti-inflammatory, or I shouldn’t call 
it, a dampening of the inflammatory system. I know anti-inflammatory is kind of like what – wait, 
you don’t want it to [do]… 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
We are the anti anti-inflammatory. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
Right. There’s several different therapeutic indications. We’re particularly interested in cystic 
fibrosis, but there’s also some other indications and I think there’s a recent announcement this 
week. So, why don’t we start off by an explanation of why you are not an anti-inflammatory 
company and what in fact you are doing to kind of reprogram, call it, the immune system? 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
Corbus is a two-year-old company. In the last two years we’ve initiated three Phase 2 programs. 
We have another Phase 2 program coming up either later this year or early 2017. And our focus 
is exclusively on rare inflammatory diseases. These are chronic, very, very severe morbidity, 
[they are] typically life-threatening and sometimes actually terminal diseases. 
 
One of the challenges of looking at these indications is, conventional anti-inflammatory drugs 
have traditionally not been successful. They’ve not been successful for two reasons: they either 
have a very poor efficacy involved in them or even more dangerously, they cause 
immunosuppression. And in all of these diseases immunosuppression, in other words, disabling 
the immune system to a point where it is ineffective, is a danger that’s unacceptable. 
 
So what do we focus on that conventional anti-inflammatories don’t focus on? Conventional anti-
inflammatories focus on the very complex and comprehensive, a very proactive process that 
activates and maintains chronic inflammation, i.e. the innate immune response. So they either 
focus on specific eicosanoid, or cytokine, or an enzyme producing eicosanoids and that could be 
a synthetic drug, it can be a monoclonal antibody and whatnot, again, they all have that risk of 
immunosuppression. 
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What we focus on is the field that started about 20 years ago. Dr. Charles Serhan of Harvard 
Medical School is really the father of this field and it’s called the resolution of inflammation, and 
that’s the field that looks at the equally complex, equally proactive, equally comprehensive 
machinery that takes our active innate immune response and restores it to homeostasis. In other 
words, it goes back to sleep rather than actually inactivating or destroying it. It is a counter 
cascade, so we have pro-inflammatory eicosanoids, for example, leukotriene B4, this cascade 
produces resolving, pro-resolving eicosanoids, pro-resolving signaling molecules. 
 
So what we do is we don’t try and damage the immune system, we actually try and push it to its 
logical healthy conclusion, which is the resolution of inflammation, the restoration of 
homeostasis. The advantage of that, when you resolve inflammation that is a process which is 
not immunosuppressive, in fact it’s a process that naturally involves actually, clearance of 
infection if there is an infection, remodeling of tissue if it’s damaged in terms of preventing both 
fibrosis and open in unresolved wounds, et cetera, et cetera. So it’s a huge, very epic type of 
biological process that we focus on. 
 
The way we focus on it is, I think intriguing. We focus on a receptor found across the immune 
system in all leukocytes, as well as in fibroblasts and other cells of the immune system, called 
the CB2. CB2 is actually the cannabinoid receptor to our own body’s endocannabinoids, are a 
very evolutionarily ancient’s process of recovery from trauma. And they do two things, they bind 
to CB1, cannabinoid receptor 1 in the brain, where they are analgesic and they bind to CB2 in the 
immune system, where they restore homeostasis, again, they actively trigger the resolution of 
inflammation. 
 
Normally synthetic cannabinoids are very unsuitable for doing that, because of their CB1 brain 
activity. Of course there are multiple companies working on the analgesic aspects and the 
antiemetic aspects of those. That has no relevance to our story. What’s relevant to our story is 
we have a synthetic cannabinoid which has very limited CB1 activity in the brain and what it 
does do is it focuses very specifically on CB2 in the immune system and triggers that 
homeostasis. So again having an oral, potentially chronic lifelong therapy which is not 
immunosuppressive, which targets inflammation and fibrosis is really the unique thing we bring 
to the table here. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
Great. Can you talk about where an approach like this could be useful in terms of different types 
of diseases and why you’ve chosen to prioritize the three that you have? 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
Sure. So biologically this is an approach that could actually be very wide-ranging, whether the 
diseases are rare or very common as long as they involve the chronic activation of the immune 
system. Our focus, and it’s a focus that’s based beyond biology and has to do a lot with the 
markets of the pharmacoeconomics, with the unmet needs or on these rare typically orphan 
inflammatory diseases are just very severe and typically life-threatening. 
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So with our drug Resunab, we are currently developing it in the clinic for one genetic disease, 
cystic fibrosis. And I know we’ll talk a lot about that and for three autoimmune diseases, two of 
them are classic orphan, the one is called dermatomyositis, the other one is called scleroderma 
or systemic sclerosis and our third and newest program is an uncommon autoimmune disease 
called lupus, which I’m sure the audience and I know you are very, very familiar with. 
 
So four shots on goal and the timing is in the fourth quarter of this year we will wrap up the 
scleroderma studies and the CF studies. In fact, last week one of our announcements was that 
the last patient has started dosing in scleroderma, so if you open your calendars and you look at 
clinicaltrials.gov, you can pretty much narrow down that date for that data. So that’s really 
exciting. And in early 2017 we’ll have the data from dermatomyositis. Lupus being our youngest 
program is only going to start late this year/early next year. 
 
It’s also worth mentioning that one of the reasons we focus on these diseases is because we can 
leverage, not only things like Fast Track status and Orphan, which we’ve already achieved for a 
number of these, but also relationships with non-dilutive sources of financing. We’re the 
incredibly proud and delighted recipients of the $5 million award from the Cystic Fibrosis 
Foundation and that was a big deal for us that’s really important in terms of establishing 
relationships and credibility. And two of our autoimmune programs, dermatomyositis and lupus 
are, in effect, almost entirely funded by NIH. Just to give you an example, if we wanted to fund 
those on our own, that’s probably a $15 million price tag. 
 
So we’ve raised in the last two years $37 million from investors, but we’ve probably leveraged 
another close to $20 million from either awards or grants. So we’ve been very productive on that 
front. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
Let’s talk a little bit more about this upcoming data. So perhaps we can start off with the study 
that you just completed your last patient enrolling, I guess that will be the first one to actually 
rollout… 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
That’s a good guess. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
So talk to us about – well, let’s start with what is the disease, where can you fit in, and what your 
study is really looking at, and so what we could expect to see. 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
Of course. So systemic sclerosis or diffuse systemic sclerosis in our case, otherwise known as 
scleroderma is an autoimmune disease. It’s an orphan disease. There are – between North 
America and Europe there are about 90,000 patients. It is the most lethal of the systemic 
autoimmune diseases. It affects overwhelmingly women, overwhelmingly in their middle age. 
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And just to give you an example, the prognosis if you’re a Caucasian woman is about a 50% 
survival in the decade post from diagnosis. If you’re an African-American, Native American, 
South-Asian, it can be as high as 80% mortality. There is no approved therapy for this disease. 
Like all of our rare autoimmune diseases you basically give these patients very high doses of 
systemic corticosteroids and then when that fails and invariably it does, you basically switch to 
cytotoxic agents like methotrexate. 
 
So in that sense, think about scleroderma in a pharmacoeconomically like it is very similar to IPF 
(idiopathic pulmonary fibrosis) and of course the InterMune/Roche deal, it’s a really interesting 
deal to think about. Our study in scleroderma follows the same pattern that all of our studies, all 
four of the Phase 2s follow - Double-blind placebo controlled, multi-dose studies all done under 
INDs here in the U.S. In the case of CF, we also have sites in Europe and a site in Israel. All of these 
studies have treatment legs of three months followed by a month of follow-up and in all of them 
we really ask three simple questions. The first one is can we see the mechanism of action of the 
drug triggering that resolution of inflammation and its actually quite simple to see what we want 
to see, as you want to see, a reduction in the classic pro-inflammatory mediators, and we want 
to see the appearance and an increase in those mediators that trigger resolution. So very simply 
we want to see LTB4 go down; we want to see lipoxin A4 which is its counterpart go up. The 
second thing… 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
To that point, how well we know it – how much is enough? 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
It’s hard to tell except I’ll say the following; no anti-inflammatory drug at the moment has ever 
shown an increase in those resolving eicosanoids. So their appearance will be, I would say, 
exceptionally unusual and that would be very encouraging. Second, the thing we want to see and 
typically that’s a secondary endpoint for us is obviously safety and tolerability. We have a very 
large body of knowledge on the safety in healthy people. We want to see what the safety is like 
in patients. In the case of CF, that’s actually a primary [endpoint], in the case of all the 
autoimmune diseases that’s a secondary endpoint, and that’s because of the foundation and their 
particular sensitivities. 
 
The third thing you want to know is I suspect what the market's going to want to know most 
which is, okay, what actually gets better if you dose patients for three months, so clinical 
outcomes. Again in the case of CF that’s actually a secondary [endpoint], in the case of 
scleroderma, dermatomyositis and lupus, that’s a primary endpoint. What changes there, Liisa 
is really it’s a plug-and-play based on the disease. 
 
So for example, in systemic sclerosis the way you measure improvement is to a composite score 
called CRISS score, think of it as the equivalent of the ACR score in rheumatoid arthritis. It has 
pulmonary involvement, it has skin involvement, it has physician assessment and patient 
assessment involvement, and it’s actually just been recently validated, which is great. If we see 
that score moving that is the indication that you need in order to I think credibly demonstrate 
benefit of the drug. We also think that that will be the outcome that the FDA would support. 
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In the case of dermatomyositis, there is another composite score, a specific one for that disease. 
In the case of cystic fibrosis, what we're looking at there, are sort of some of the classic CF 
outcomes, FEV1 as well as lung clearance index (LCI). We're also looking at weight, we're also 
looking at exacerbations. Some of these we expect to change even [to the point of] statistical 
significance. Some of these I think we’re looking more realistically a directional improvement. 
But it really is about first in patient studies understanding what gets better. And I think then the 
interesting question is what would be the next study? The standard answer would be a Phase 2b 
and I think that's perfectly normal. If that's the case, then our NDAs start rolling in in 2021. 
 
But if you look about – if you think about for example systemic sclerosis or CF with that matter 
we already have Orphan Designation, we already have Fast Track [status]. In the case of systemic 
sclerosis, I think very unusual we have open-label extension already. Remember the study has 
not completed yet, it’s a first in patient study, so that’s unusual. We think it is becoming 
increasingly credible, the scenario whereby we may find ourselves early next year actually 
moving towards pivotal studies that would not be outside the room of the possible. In which 
case, the NDA actually comes forward quite significantly. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
So let’s just talk broadly, would you be prepared to move all of these programs forward into your 
small companies, like those are all big opportunities. What’s your plan, would you do something 
sequentially or would you kind of move everything together? 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
We used to be a tiny company. Liisa, I think the first time you and I met, I think we had the total 
workforce of five people and that includes our office administrator, who’s wonderful by the way. 
There are now 14 of us. We’ll finish the year with about 20 people. Next year we will probably 
add another 10 to 15 people. What we are hiring primarily, are clinical operations people. 
 
So we are building the capacity to actually move these ourselves. We are even already starting 
to think about the capacity to commercialize these things and market them. If you think about 
cystic fibrosis, there are 30,000 patients in the U.S. but there are probably about 100 physicians 
that actually treat them. You can market a CF drug with a relatively modest workforce. The other 
advantage that allows us to run these things effectively in parallel, are these relationships that 
we have with non-dilutive financing, of our four programs three of them are actually supported 
through non-dilutive financing either from the CF foundation which has a very remarkable track 
history of supporting clinical development or the NIH. 
 
So I think it’s doable. We may look at opportunities where we may want to partner for certain 
things that’s certainly a luxury that we have, but plan A is to really do this ourselves and just 
build but we think could be very significant value in the company. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
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So we’ll get a lot of biomarker data kind of at the end of this year, moving into next year. When 
will we really know how these compounds are really working? Because you know changing 
biomarkers has become the first step, and then you obviously need to see that translate into 
clinical benefit. When are we going to know about that clinical benefit? 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
You’re absolutely right. So every one of the studies I mentioned has clinical outcomes either as 
primary outcomes or secondary outcomes. The way we’ve designed these studies is to be able 
to detect that clinical improvement from these studies. Again, we are very encouraged, for 
example in the case of scleroderma with that open-label extension. It was an unusual thing, so 
we are delighted with that. I think it send a very, very positive signal. And certainly what we are 
anticipating, what we designed these studies to do is in Q4, for example, for CF and scleroderma 
to absolutely have a clinical signal, that’s certainly our plan. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
And do you think you are able to dose long enough to see a signal? 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
So we’re dosing all these for three months. This is actually longer than usual for a first-in-patient 
study. Typically, those are two weeks, and it’s yet shorter than the six-month study, where we 
feel that that would be in a sense too long to wait for an answer. 
 
Everything we know about the way this drug works whether it’s in vivo, in vitro, whether it’s 
some preliminary pharmacodynamic data we have in healthy volunteers, tells us that, certainly 
the biochemical response is immediate within hours. We feel that a three month treatment 
regimen, and of course in the case of scleroderma that then increases to an additional year, but 
we feel that a three-month treatment of these patients should be able to generate improvements. 
That’s certainly what we’re counting on, it’s certainly what it’s designed to see. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
What has been your success in enrolling patients to the open-label extension? 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
I would say it was extremely successful. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
Okay. Can you quantify that in any way? 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
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Yes, the study is over, effectively. We just got our last patient in. It’s certainly something that 
patients respond very positively to. Especially, if think about the scleroderma patient, is acutely 
aware that he or she no specific therapies for that. So the ability to then be part of a study where 
at the end of the study they’re given another year’s worth of supply, this time of guaranteed drug, 
it’s very, very attractive. It was very, very successful. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
So, no specifics yet on the rollover number. 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
There’s reasons to be very optimistic, I’ll put it that way. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
It seems like targeting inflammation in these diseases, is a very natural thing. Why has no one 
else done this and why might you be successful? 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
So targeting inflammation is absolutely an obvious thing. All of these diseases, including cystic 
fibrosis are chronic inflammatory diseases. In the case of CF, I think we were – we have been – 
it’s interesting. I think we’ve been focusing a lot on the function of the protein as effectively a 
water pump, but I think what we may have a little bit neglected is an increasingly large body of 
publications demonstrating the direct effect of CFTR mutations in triggering the immune 
response. 
 
CFTR is an extraordinary protein for good or bad. And as we understand it now it really is part 
of our immune system. It’s a protein hub, it talks to half a dozen kinases, has a lot of effects on 
immunology. The challenge has always been issue takes a traditional approach of an anti-
inflammatory, in other words of an agent whether it’s synthetic or biologic that tries to basically 
destroy the immune system, thus stopping it and reducing it to effectively nothing, you will cause 
immunosuppression. Immunosuppression is unsustainable in these patients. 
 
In CF of course they have this extraordinary infection, but the same thing in all these 
autoimmune diseases you cannot immunosuppress them, that’s why the corticosteroids and the 
methotrexate are not sustainable. What’s never been done before, because the molecule has 
simply not existed, is to focus, rather than trying to destroy the immune system, on trying to 
proactively resolve the immune system, that’s generating a non-immunosuppressive effect. 
 
I think it’s exciting, it’s unique, it’s the first time it’s been done, and we’re really keen to see what 
the outcomes of that. We’re very, very encouraged by what we’ve seen so far and Q4 is going to 
be very significant. If we do see positive data coming out of this, I think this could really 
transform the way we think about therapy for these diseases and other diseases, and will be 
interesting to see then the dialogue in the field. It’s worth remembering these and you know this 
much better than I do, before Kalydeco nobody was looking at CFTR correction. Last time I 
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checked I think there were probably seven or eight companies directly competing for CFTR 
correction modulation potentiation. It will be fascinating to see what happens if our results are 
positive. Of course the advantage we have is similar to the Vertex advantage, we are by far the 
most advanced and we are just a number of years from being in the market if all goes well. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
Okay. So obviously the data coming is critical. As you look across kind of all the data you’re going 
to get, and maybe we can individually about each of the three datasets that will be coming and I 
know lupus is a little farther off, what is it in the data that’s going to say, what are the benchmarks 
you are looking for, and I know you talked about decreasing LTB4 and increasing lipoxin A4. And 
what other – to what degree or do you see both of those things and what clinical benefit, what 
are you going to be looking forward to say, okay, we’re going to take this forward in CF, okay, 
maybe we’re not going to take this forward in dermatomyositis or the inverse, so like what – so 
what are the specifics? 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
So it really boils down to three things. One which is sort of obvious but we need to remind 
ourselves, safety, that’s really important. The second thing is, we want to see mechanism of 
action. Nobody wants to develop a drug where your theory doesn’t actually function. If we don’t 
see a change in those eicosanoids even if the drug is wildly successful, we would not have any 
idea why it works. We’re pretty confident that that’s not the case, again, judging on what we 
know so far. 
 
And the last thing is we want to see meaningful, logical improvement in meaningful, logical 
clinical parameters. So for example, in CF patients we want to see their lung functions get better, 
whether it’s FEV1 and lung clearance index. In scleroderma we want to see the CRISS scores 
improving, that’s really what it boils down to. CDASI, same thing for dermatomyositis. So in a 
sense the answer on the face of it is kind of simple of course beyond – behind that or under the 
surface it’s very complex, it’s a lot of measurements, but that’s really what it boils down to. Once 
we understand that we can then designed the next study, power it correctly and move from 
there. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
Will you be comparing each patient to themselves at baseline or to placebo?  
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
The primary analysis, for example, in the CF study, the very first level of the statistical analysis 
are all the patients that have received drugs, so there would be 50 of them in total versus all the 
patients that have stayed on placebo throughout which is 20 in total. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
And is that their change versus baseline? 
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<<Yuval Cohen, Chief Executive Officer & Director>> 
 
Correct. And then you start doing, you look at that, you look at the different cohorts. The designs 
are actually very clever and I think very intelligent, and again we’re incredibly grateful to the 
therapeutic development network from the CFF, this was a very new design for them and for us. 
And as you know they score your studies based on a number of attractive parameters. We scored 
exceptionally high. So we’re really delighted with this. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
Great. What’s the next step from here then? And once we get the data… 
 
 Let’s maybe just focus on CF since we have a little bit of time. Hopefully we’ll see some clinical 
benefit, maybe LTI because I know that’s a really yearly indicator. 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
Yes, and we like it. Yes. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
Right. And so maybe we see a benefit there, we see the relevant biomarker changes. What would 
be then the next – what are the steps from here to getting this product to patients? 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
Sure. So we really have orphan designation and fast track for CF. The next step will be to sit down 
with the agencies here and in Europe. That could happen as early as Q1/Q2 of next year, to 
discuss with them the next steps that may be a Phase 2b or, as I mentioned, there’s a credible 
hypothesis that will be a pivotal and then launch those studies, and design them so that we focus 
on whichever parameter has shown promise, and we just power it correctly and wrap it up. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
Would that be a six-month study or a one-year study? 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
I think the standard would be a six months with a six months open-label for safety. That’s 
probably the standard. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
Okay. And what kind of range of patients, or is that something that’s based on powering? 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
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It’s based on powering, but again, the huge advantage that we have is we are mutation agnostic, 
we are infection agnostic and most importantly patients can maintain their therapy. Where that 
boils down, and we spoke about recruiting patients, we absolutely take in patients on Orkambi 
that’s not an issue for us. They can maintain their Orkambi therapy. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
Okay. And then just in the 10 seconds we have left. What’s your cash position? How much do you 
need to get through the key point? 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
We’ve got $25 million available to us now with less – with the raise we’ve done and the 
remainder of the CF Foundation that’s more than sufficient for us to get to those point and start 
the next set of studies in 2017. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
Okay, wonderful, we’re really excited for those. 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
Thank you so much. 
 
<<Liisa A. Bayko, Analyst, JMP Securities>> 
 
Thank you. 
 
<<Yuval Cohen, Chief Executive Officer & Director>> 
 
Thank you, Lisa. Thanks to the audience. 
 

 


