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IRD Coffee Connections – Vancouver
Speakers: Morgan Ineson; Dr. Kirill Zaslavsky
If you have questions about your diagnosis or would like support finding resources, please contact the Fighting Blindness Canada Health Information Line at healthinfo@fightingblindness.ca or by phone. Our team is available to help you navigate your condition, find relevant clinical trials, and connect you with trusted information and support.
Expert Discussion
Overview and Disclaimer
Morgan Ineson: Tonight’s program will have a few parts. We’ll start with an overview of IRDs and research with our special guest, Dr. Kirill Zaslavsky, then open the floor to your questions. 
Please note that the views shared by our speakers are their own and don’t necessarily reflect those of Fighting Blindness Canada. Mention of any products, treatments, or services does not constitute endorsement, and today’s discussion is for educational purposes and should not replace advice from your own healthcare provider.
Dr. Kirill Zaslavsky is a vitreoretinal surgery fellow at UBC with an MD PhD from the University of Toronto. His research on inherited retinal diseases — including work at Massachusetts Eye and Ear — uses large biobanks to study IRD gene penetrance and highlight opportunities for gene-agnostic therapies. He brings a wide perspective spanning lab research, clinical genetics, and surgical care. Welcome, Dr. Zaslavsky.

What Are Inherited Retinal Diseases?
Morgan Ineson: Could you give us a simple overview of what IRDs are and what they have in common?
Dr. Kirill Zaslavsky: Inherited retinal degenerations, or IRDs, are conditions that are passed down genetically and cause progressive degeneration of the retina — in most cases very slowly. That’s where the simple part ends, because there are now nearly 300 different genes associated with IRDs, meaning there is significant diversity in what people experience, even among those who share the same broad diagnosis. Two people in this room who both have RP likely have different genetic variants causing it.
That diversity has an enormous impact. In Commonwealth countries like Australia and the UK, IRDs are the leading cause of legal blindness claims in the working-age population.
The retina is essentially a piece of central nervous system tissue that lines the inner wall of the eye. Light is focused on the very centre — the macula — which gives us detailed colour vision. The sides of the retina support peripheral vision. The centre is rich in cone photoreceptors; the periphery in rod photoreceptors.
Retinitis pigmentosa is a rod-cone dystrophy, meaning the rods are usually more affected than the cones. The hallmark symptoms are difficulty with night vision and progressive loss of peripheral vision, while central vision is typically preserved until later stages. Stargardt disease is more of a cone-dominant condition, affecting central vision first — blurry central vision, a developing blind spot in the centre, and difficulty distinguishing colours. Achromatopsia is an extreme example of a cone disorder: complete colour blindness, inability to see sharp detail, and significant light sensitivity.

Why Genetic Testing Matters
Morgan Ineson: Genetic testing is often a key part of the journey for someone diagnosed with an IRD. Can you explain why it’s important and how it can impact care?
Dr. Kirill Zaslavsky: The American Academy of Ophthalmology now considers genetic testing the standard of care for IRDs. Many new therapies being developed are gene-specific — meaning they only work for people with a particular genetic variant. Without knowing your specific mutation, you would not be eligible for those treatments, whether through clinical trials or eventual approval.
There’s an important nuance that large-scale research is revealing. Traditionally, we thought of genetics as a fairly one-to-one mapping: you have the gene variant, therefore you develop the disease. But when we look at large biobanks — datasets of hundreds of thousands of people with linked genetic and clinical data — we can ask the reverse question: find people who carry gene variants associated with IRDs, and check whether they actually have the condition. The answer is often no. Penetrance — the likelihood that having a gene variant leads to disease — is much lower than traditionally assumed. This tells us there is enormous biological diversity influencing who develops disease and how severely, and understanding what modifies that risk is going to be a major driver of future research.
Genetic testing can also help clarify diagnoses. Conditions that look like inherited retinal degeneration can sometimes be mistaken for acquired or autoimmune conditions, leading to unnecessary investigations and treatments. A confirmed genetic result can spare patients from a great deal of that.
Morgan Ineson: It can even change a diagnosis someone has already been given?
Dr. Kirill Zaslavsky: Absolutely — that happens quite regularly. A diagnosis made years ago based on clinical appearance alone may be revised or refined once genetic information is available.

Research Approaches: Neuroprotection, Gene-Specific, and Gene-Agnostic Therapies
Morgan Ineson: Currently there is really only one approved, proven treatment for IRDs. But there is a lot of research underway. Can you give us a high-level overview of the types of treatments being investigated?
Dr. Kirill Zaslavsky: There are a couple of useful ways to organize the research landscape. The first is neuroprotection versus vision restoration. Neuroprotection means keeping what you have — slowing progression so you hold onto existing vision as long as possible. Vision restoration means trying to recover vision that has already been lost.
The second way to divide things is gene-specific versus gene-agnostic. Gene-specific treatments are designed for people with a particular genetic mutation. Gene-agnostic treatments are designed to work regardless of which gene is causing the disease.
The only currently approved gene therapy is Luxturna, which targets RPE65 mutations. It was approved by the FDA in 2017 and is the only gene-specific treatment that has actually improved vision — more on what makes it a special case shortly. Since then, over 20 different gene-specific targets have been tried in clinical trials. The safety record has been reasonable, but none have yet reached approval.
On the gene-agnostic side, two approaches worth knowing about are OC-400 and SparingVision — gene therapies designed to keep remaining retinal cells alive longer, regardless of which gene is causing the disease. There is also a large phase three trial currently underway, organized by the National Institutes of Health in the US, looking at N-acetylcysteine. This is a powerful antioxidant that is already an approved treatment for Tylenol overdose. Early-phase clinical data suggested it may slow RP progression. The phase three trial involves about 500 people over four years. If it proves effective, it would be an oral medication — no surgery or injections required.
Morgan Ineson: That’s exciting because it’s a pill, not a surgical procedure.
Dr. Kirill Zaslavsky: Exactly — no surgical risk, and if it proves safe and effective, that would be genuinely meaningful for people with RP.

Q&A: The Role of AI in IRD Research
Audience member: What are your thoughts on AI and the impact it might have on IRD research?
Dr. Kirill Zaslavsky: AI is already making a significant impact. One example: if you show expert IRD specialists retinal images and ask them to identify which of five genes might be responsible, they’ll be right about 30% of the time. A well-trained AI model can reach around 80%. AI is particularly good at taking large amounts of disparate data and mapping it to fine-grained categories — not just ‘this looks like RP’ but ‘this looks like this specific gene.’ That could make genetic identification more accessible. In the 30 to 40% of cases where genetic testing is currently inconclusive, AI may help identify where to look next.

Q&A: Are All Forms of RP Caused by Misfolded Proteins?
Audience member: With so many types of RP, are they all caused by misfolded proteins affecting the photoreceptors?
Dr. Kirill Zaslavsky: RP is really a clinical name given to a pattern clinicians observed — the end result of retinal degeneration — not a single disease with one mechanism. There are many different pathways that can lead to that same clinical picture. Protein misfolding is one of them — certain dominant rhodopsin mutations cause disease primarily through misfolding, and there is now a company developing an oral medication targeting that specific pathway. But RPE65, the gene behind Luxturna, is completely different: it’s not a misfolded protein, it’s a missing enzyme essential for the visual cycle. Some IRD genes encode enzymes, some are transcription factors that regulate many other genes, and some involve mechanisms we don’t yet fully understand. RP is really an umbrella for many different molecular mechanisms that happen to share a similar clinical presentation.

Q&A: OC-400 and the Risks of Unregulated Treatments
Audience member: I was screened for an OC-400 clinical trial but didn’t qualify. I’ve heard it may have received FDA approval in the US, and that patients there can pay for the surgery and follow-up. Is that accurate?
Dr. Kirill Zaslavsky: As far as I’m aware, OC-400 has not received full FDA approval. What you may be hearing about is an expanded access program — a regulatory pathway that allows access to investigational treatments outside of a formal trial in exceptional circumstances. That is not the same as approval. The treatment has not completed phase three trials. I would approach this with real caution. Gene therapy involves surgery, and if you undergo it outside a formal trial, it may exclude you from future clinical trials — including trials that might specifically target your gene. That is a significant trade-off. And being asked to pay for an investigational treatment is always a red flag.
Morgan Ineson: This comes up with stem cells too. There are clinics — particularly in the US — that offer stem cell treatments for retinal conditions, take cells from your body, and inject them into your eye. These are not approved treatments. If someone is asking you to pay, that is the clearest red flag. In a legitimate clinical trial, patients are never charged — you are contributing your time and your body to science, and no one should expect you to pay for that. These unregulated procedures can cause serious harm.
Dr. Kirill Zaslavsky: Agreed. And to add on the stem cell side: there is a company called jCyte that has had some legitimate progress, and you don’t pay for their trials. The core idea is that injecting certain cells releases signaling molecules that may help keep existing retinal cells alive and functional longer — a neuroprotective approach rather than true replacement. They’re in phase two/three trials. The jury is still out, but it’s a legitimate area of investigation.

Q&A: Luxturna — What Makes It Special, and Who Does It Help?
Audience member: I understood Luxturna would stop RP progression but not restore sight. My father’s retinal specialist said he was too advanced for it to help. Can you explain what it does and who it’s actually for?
Dr. Kirill Zaslavsky: Luxturna is only for people who have mutations in the RPE65 gene specifically — it is not a treatment for RP in general. RPE65 is an enzyme that is critical for the vitamin A cycle, which is essential for vision. When RPE65 is mutated, the visual cycle cannot generate the products that retinal cells need to detect light. What makes RPE65 a special case is that there is often a prolonged period where the retinal structure is still largely intact — all the components are there, but they’re not working because one critical enzyme is missing. Delivering that gene restores the enzyme, which restores the cycle, which restores function. That’s why Luxturna actually improved vision rather than just slowing progression.
The famous early trials had people with RPE65 mutations navigate a maze at varying light levels. Before treatment, even at relatively bright light levels, they couldn’t do it. After treatment, even at lower light levels, they could — and subjects reported seeing colours and having much more confidence in darker environments. That effect has largely persisted, though there may be some waning over time, raising the possibility of a second injection down the line.
This structure-function dissociation — where the structure is present but non-functional — is what made Luxturna work so well. It doesn’t necessarily hold for other IRDs, where degeneration is more advanced by the time of diagnosis. That’s also why Luxturna set a very high bar that subsequent gene therapies have struggled to meet. In terms of numbers, RPE65 mutations affect about 1% or less of people with RP — roughly 50 to 60 people in all of Canada. It’s a very rare variant.
Morgan Ineson: Someone asked me once why this was the first one if it only affects such a small group. Part of the answer is that there happened to be dogs with RPE65 mutations that naturally developed this condition, which allowed researchers to study and develop the gene therapy in a strong animal model. That’s partly a stroke of luck, but it provided the proof of concept that gene therapy for a genetic condition could actually improve human vision — and that opened the door for everything that followed. We also have a recording on the FBC website from a webinar specifically about Luxturna and RPE65 if you’d like to learn more.

Q&A: Stem Cells and Retinal Regeneration
Audience member: Can you speak more about stem cells and where we are with rebuilding retinal structure? I’ve also heard something about research coming out of South Korea related to the zebrafish regeneration factor.
Dr. Kirill Zaslavsky: The broad goal of stem cell approaches is to take stem cells — which have two key properties, the ability to self-renew and the ability to become many different cell types — guide them toward a photoreceptor or retinal fate, and inject them into the retina in the hope that they integrate and restore function. There is preclinical evidence that this may be possible, and some early clinical trials have shown that it is safe to do. But demonstrating actual functional improvement is the outstanding challenge.
The fundamental difficulty is this: the retina is a neural network. Once cells in that network are lost, the network begins to adapt and reorganize. When you inject new cells, getting them to wire up correctly with a retina that has already changed — and to do the specific work you need them to do — is an enormously complex problem. They may survive in the retina without actually contributing to vision. Dr. David Gamm is now beginning a phase one trial of stem cell transplantation into the retina, and eventually the field will find a way to do this. But it is a significant problem.
On the zebrafish question: zebrafish have a remarkable capacity for retinal regeneration that mammals don’t have. There is research — including some from South Korea — looking at whether we can identify and potentially activate whatever factor enables that regeneration. It sounds like it’s at a pre-clinical stage. Related work has looked at Muller glia cells in the retina, which are thought to have some capacity to respond to injury and potentially give rise to new retinal cells. There have been attempts to promote that trans-differentiation, but it hasn’t yet reached clinical trials in a meaningful way.

Q&A: Living with RP for Decades — How to Advocate for Yourself
Audience member: I’ve had RP for 30 years. My entire family has it. I’ve seen many doctors, and the answer has always been the same: there’s nothing we can do, come back in six months. I’m losing more vision. What would you be asking your doctors? How do we advocate for ourselves rather than just waiting?
Dr. Kirill Zaslavsky: That frustration is widely shared — I’ve heard it from patients who have been told the same thing for 30 or 40 years. And it reflects both the genuine scale and difficulty of the problem, and how much we still don’t understand. We went from knowing no associated genes 50 years ago to knowing nearly 300 — that’s enormous progress — but we’re still early in translating that knowledge into treatments.
I do think AI has real potential to help here. As we accumulate data across many patients — genetic information, environmental exposures, lifestyle factors, longitudinal imaging — AI may be able to identify patterns that explain why some people progress faster than others, and what factors might modify that. That would give us much better targets for intervention.
In the meantime: make sure your ophthalmologist is actively aware of the current clinical trial landscape and has you in mind when new studies open. Regular appointments are not just monitoring — they keep you present in your specialist’s database so you’re top of mind when something relevant comes up. There are also condition-specific advocacy groups and organizations like Fighting Blindness Canada and the Foundation Fighting Blindness in the US that circulate information about trials. And don’t be shy about bringing information to your doctor — if you see a trial that looks relevant, ask about it directly.
Audience member: Is there any way to push yourself into a trial? Can you contact the research company directly?
Audience member: I went through this process last summer. My ophthalmologist called me and said he’d recommended me for a clinical trial. It was a referral process — both my family doctor and my ophthalmologist had to be involved. I did my research on the trial, went through screening, and unfortunately didn’t qualify. But having those conversations with your care team — letting them know you’re interested, that you want to be kept in mind — is what opens those doors. And building a good team matters: I see a genetic counselor, two ophthalmologists including Dr. Gregory Evans, an optometrist, and my family doctor. It really does take a village.
Dr. Kirill Zaslavsky: That’s exactly right. A lot of the trials are US-based, so the Foundation Fighting Blindness in the US is also a valuable resource alongside Fighting Blindness Canada. And for some conditions there are gene-specific or condition-specific patient advocacy groups that circulate trial information. You absolutely should advocate for yourself — bring trials to your doctor’s attention and ask them to help you understand whether you might be eligible.
Morgan Ineson: A few things we offer that can help: our monthly e-newsletter includes research updates, and at the end of each year we publish a wrap-up of what’s happening in IRD and AMD research. On our website, we have a list of innovative clinical trials organized by disease type — much easier to navigate than ClinicalTrials.gov. And our Health Information Line is available by phone or email — you can tell us your specific condition and we’ll help you find relevant trials, think through questions to ask your doctor, and understand your options. FBC also sponsors a national patient registry with Dr. Gregory Evans as a site leader here in BC. Getting your genetic information into that registry means you’ll be among the first to hear when something relevant opens.
Dr. Kirill Zaslavsky: I also want to mention something important that doesn’t involve gene therapy or clinical trials at all: vision rehabilitation. Low vision specialists, orientation and mobility specialists, and assistive technology can meaningfully improve your daily functioning right now. It’s worth making sure you’re connected with those resources, and thinking proactively about your progression — when might certain tasks become more difficult, and what can you do now to prepare? That kind of planning is just as important as staying connected to research.

Q&A: Smart Glasses and Assistive Technology
Dr. Kirill Zaslavsky: On that note — are any of you using the Meta AI glasses? I’ve had a number of patients find them very useful for describing scenes.
Audience member: Yes — a cousin of mine uses them and loves them.
Audience member: They make getting help hands-free and voice-activated, which is a huge leap for assistive technology. And it’s becoming a platform — Meta has opened it up to developers, so more and more apps are becoming available. Just this week, a new one called OrCam can identify specific objects through the glasses and analyze visual information using AI. It’s getting very capable.
Morgan Ineson: At our AMD events, someone always seems to have a pair and everyone wants to try them. They seem to be genuinely positive for a lot of people.

Q&A: Does Participating in One Trial Exclude You from Others?
Audience member: If you participate in one clinical trial, does that prevent you from joining others later?
Dr. Kirill Zaslavsky: It depends on the trial and the treatment. Gene therapy involving sub-retinal surgery is usually an exclusion criterion for future clinical trials — because you’ve had a permanent intervention in that eye, it changes the baseline and makes results harder to interpret. But for other types of trials — oral medications like N-acetylcysteine, for example — participation may not exclude you from a subsequent gene therapy trial. They may just ask you to stop the oral medication for a washout period first. For Stargardt disease specifically, there are three or four different oral medications in trials alongside three different gene therapy approaches, so it’s a good example of how multiple parallel efforts can allow patients to move between different types of studies.

Q&A: Genetic Testing for Siblings
Audience member: My genetic testing came back positive, and it was recommended that my siblings get tested too. But they were both turned away and told it wouldn’t be done. What can they do?
Dr. Kirill Zaslavsky: That’s frustrating, and it would help to understand why they were turned away — did anyone give a reason? If your specific variant has been identified, testing your siblings for that same variant should be relatively straightforward, and could be done through a genetic counselor or even a family physician who is comfortable ordering targeted testing. I’d suggest they ask specifically for a referral to genetic counseling if they haven’t had one. A genetic counselor can help navigate the process and explain what the results would mean for them.
Morgan Ineson: Dr. Gregory Evans would also be a good resource to raise this with, given that he’s already involved in your care. It’s worth having that conversation directly.

Closing
Morgan Ineson: Thank you so much to Dr. Zaslavsky — that was a wonderful discussion. 
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