
                                                                                      
 

Episode 1 – A New Horizon for Treating Lupus 

Narrator  00:00 

Be inspired, supported and empowered. This is the Global Healthy Living Foundation Podcast Network. 

Naomi Creek  00:09 

Welcome to Patient PrepRheum, a podcast that explores important and often misunderstood aspects of 
living with autoimmune arthritis and related conditions in Australia. 

In this new season of Patient PrepRheum, we focus on lupus, a complex autoimmune condition that can 
affect many parts of the body. It is often difficult to diagnose and treat and has a number of 
comorbidities associated with it. 

Through conversations with a renowned rheumatologist and a person who has decades of experience 
living with lupus, we dive deep into understanding the condition, as well as hearing about the exciting 
trials and treatments that are now available to patients. We'll also learn how being a self-advocate for 
your health can make your journey with lupus much easier. Whether you are newly diagnosed or have 
been living with lupus for many years, this season offers insights and support to help you take charge of 
your health. 

I'm your host, Naomi Creek, National Coordinator at GHLF Australia. And in this episode, we're talking 
with Professor Eric Morand, a Sir John Monash Distinguished Professor, a physician scientist and Dean of 
the Sub-Faculty of Clinical and Molecular Medicine at Monash University. He's a clinical rheumatologist 
specialising in systemic lupus erythematosus (SLE) and is head of the Monash Health rheumatology unit. 

Thank you so much for spending time with us today, Professor. 

Prof Eric Morand  01:33 

No worries, Naomi. Please call me Eric. 

Naomi Creek  01:36 

All right, if you insist, I'll call you Eric. Thank you. Let's start. Can you summarise what lupus is and what 
causes it? 

Prof Eric Morand  01:44 

Oh, that's just starting with a big one. So, lupus is the short name for systemic lupus erythematosus, and 
systemic is an important word in the full name, because it tells us that it's a disease that can affect many 
parts of the body. 

It's an autoimmune disease. It can affect the brain just like multiple sclerosis does. It can affect the 
joints, like rheumatoid arthritis does. It can affect the blood like certain haemolytic anaemia or ITP does. 
It can affect the kidneys, like types of glomerulonephritis. And so, it’s a multi-system condition that can 
affect any body organ. That's what sets it apart from most other autoimmune diseases, which tend to 
affect one organ at a time. 



How it happens is that your body has the ability to defend you against germs. That's what your immune 
system is for, and without a functioning immune system, survival is impossible. We're surrounded by 
viruses, bacteria and fungus all the time, and we need an immune system to cope with that 
environment. 

But our immune system learns to cope with that environment in most interesting way. It is random. We 
randomly generate recognition kind of chips, as it were, in our immune system, to allow us to recognise 
any possible foreign organism, because when we're born, we don't know what a germ looks like. So our 
immune system evolves randomly to recognise everything, because it can recognise everything. It can 
recognise us too. 

But then we have a system where that is edited in the immune system, and parts of the immune system 
that recognise us are edited out, so that a healthy immune system responds only to the outside world 
and not to its owner. And that's where the mistake is made in autoimmune disease, that that editing 
process goes wrong, and we have the ability to make an immune response against part of our self. 

As much as 5 per cent of the whole population have an antibody against one of their own body proteins. 
It's actually very common, but there's other layers of protection in the immune system that stop that 
from causing harm, and so it requires multiple steps to go wrong for the immune system to be able to 
cause disease the way that it does lupus. 

Naomi Creek  03:43 

So, it's an extremely complex condition, and finding the cause of it is what you're striving to do, so you 
can treat everyone living with lupus. So, how common is lupus, and who's at risk of developing it? 

Prof Eric Morand  03:54 

Estimates vary around the world. Around about one in 1000 people probably have got lupus, maybe a 
little bit less. It's nine times more common in women than in men, and most common in age 20 to 40. 
So, unfortunately, the main group of people affected by it are young adult women in the prime of life. 

It can affect children as young as two, although that's very rare. It certainly can affect adolescents aged 
above 12, and it can also have its onset late in life. It's less common and less severe in people of white 
European background. Another way of thinking of that is it's more common and more severe in people 
who have African ancestry, Asian ancestry, and especially Indigenous Australian ancestry, where lupus is 
actually very common and very severe. 

Naomi Creek  04:39 

Right. That's interesting, and in the statistic of, say, 90 per cent of people diagnosed are women. Is that 
statistic significant in your research for finding a cause for lupus? It's sort of very biased to one sex. 

Prof Eric Morand  04:52 

There's some recent news on helping us understand why it's more common in women. That's been 
known forever, but the causes have been unknown. Theories about, is it due to hormones, where 
women make more oestrogen than men? Could that be the reason? It doesn't look like it. Oral 
contraceptive pill appears to be equally safe in people with lupus as it is in people without lupus. So that 
would suggest that oestrogen is not the main driver. There's a rare genetic condition called Klinefelter 
syndrome, where men who usually have one X chromosome and one Y chromosome are born with two 
X chromosomes and one Y chromosome, and people with that condition have a higher prevalence of 



lupus, suggesting to us that it's too many X chromosomes that's the problem. And as you know, women 
have two X chromosomes, so men who have the same number of X chromosomes have a high incidence 
of lupus, like women who have two X chromosomes. 

And it turns out that a number of very important genes in the immune system that are very related to 
lupus are on the X chromosome. So it may be that it's the doses of X chromosome that you have, as a 
woman, that increases the likelihood of getting these conditions. And we may come to it later, Naomi, 
but there's actually new medicines being trialed that actually target those particular genes that are on 
the X chromosome and may really unlock a huge step forward for us. 

Naomi Creek  06:11 

Wow, that's really fascinating, isn't it? So, let's talk more about the symptoms that people living with 
lupus go through. It's quite a lot, and it's a challenging condition to live with, isn't it? 

Prof Eric Morand  06:22 

This also speaks to why people's diagnosis is often delayed. The most common symptoms of patients 
with lupus are constitutional symptoms, tiredness, exhaustion, fever, maybe weight loss and skin rashes. 
Those are the two most common sets of symptoms. The next most common is joint pain. 

The thing is that those are the most common symptoms of people with lupus, but those are common 
symptoms in people who don't have lupus. Fatigue, aches and pains, rashes. Most of us probably have 
some of those symptoms at one time or another, or even all the time. And so primary care health 
practitioners, GPs, nurses and so on, who see a person who has symptoms of tiredness and aches and 
pains, they shouldn't diagnose lupus in all those patients, because most of them don't have lupus. But 
some of them do, and this creates a problem for having the condition recognised  early in the course. 

Once we get past the skin and joint manifestations, the next most common features are in the kidney 
and in the blood. In the kidney, inflammation causes the kidneys to leak protein into the urine, which 
you don't feel, but it damages the kidney, and if it's not found and treated, it can lead to kidney failure 
and even to dialysis. And in the blood, the immune system causes destruction of red and white blood 
cells, and also platelets — which are the blood cells that stop us from bleeding — and loss of those cells 
can cause anaemia, can cause low white blood cell count and can cause bleeding. 

So that's in order of commonality. Constitutional symptoms, joint pain and skin rash, followed by kidney 
and blood. And then the next category of commonness is other major organ involvement, heart, lung, 
brain and so on. And thankfully, those more severe problems are less common, quite a lot less common. 
And most of our patients don't ever have those problems, which is lucky. 

We screen for all those things all the time in everybody, because we're always on the lookout. But we 
can reassure people that we've got lupus, and we want them to understand that although lupus can 
cause these many, many scary things, mostly it doesn't. Now, if you've got very bad skin disease, very 
bad joint pain and very bad fatigue, this is a major impact on your life, even if your life is not threatened 
as such. And so, the impact of disease is still significant, even in people who don't have major organ 
involvement. 

Naomi Creek  08:38 

And so, early diagnosis is really important to prevent this damage that potentially might happen to the 
organs. When people go to their GP with these symptoms, is the GP going to do an antibody test 



automatically if they think, or should they be doing that just to rule that out? I mean, it's not a definitive 
test, is it? The ANA test. But is that something that they just should do just to see what's going on? 

Prof Eric Morand  09:01 

The short answer is yes, I guess I'll make one other comment about the symptoms, which is that they 
don't come in any particular order. One person might get kidney disease at the start and never get a 
rash. Someone else might get a rash, and then a few years later, get a different manifestation. So the 
different order and sequence of things is also different between patients, which further complicates the 
process of making an early diagnosis. 

So yes, there is a blood test called the ANA (anti-nuclear antibody), which is a simple, easy test. Any 
pathology lab can do that test, and it's ordered thousands and thousands of times per day in Australia. 
It's a test that is positive in 100per cent of people with lupus, but it's also positive in 5 per cent of 
healthy people. 

And so, here's the problem. If lupus has an incidence of one in 1000 and the ANA is one in 20, then only 
one in 50 people with a positive ANA have got lupus. This creates a huge problem for us in our working 
with primary care, because they'll see a patient with some symptoms, they'll do a positive ANA, and 
they'll want them to be assessed by a lupus centre. But most of those people don't have lupus; actually, 
they've just got an incidental positive ANA test. And teasing out the people who need early attention, 
who are at risk of really having the disease and needing treatment, is a challenge. 

We are beginning to get to a place where we might be able to do additional layers of tests to improve 
the probability of and help us find which patients to see. We actually have an idea for a research project 
using AI to look at people's symptoms, look at certain standard blood tests, like the ANA, certain specific 
tests that we could do in the lab, and come up with an algorithm that tells you what is your probability 
of having lupus, which would help us get care to people sooner who need it, and also provide 
reassurance to people who have positive tests but don't have the disease. We're not there yet, but I feel 
like we can see a pathway to that. 

Naomi Creek  10:50 

Well, that's pretty exciting. That's going to make life a little bit easier, hopefully, a positive thing with AI 
we can see. So it's historically a challenging condition to treat, as you said, and it's because of these 
symptoms and the different manifestations, is that the reason it's hard to treat? 

Prof Eric Morand  11:07 

There's a bunch of reasons why it's been hard to treat. The first is that, yes, just as these symptoms that 
people have highly variable, actually, the exact abnormality of the immune system is also different 
between different patients. 

There are various studies now that show us quite a wide diversity in the type of problems that people 
have in the immune system that we can detect in the lab. They actually have lined 10 patients up 
together, and their tests would show five or 10 different variations of immune abnormality, rather than 
all having the same thing. 

And that makes it hard to do treatment, because we try for our treatments, more and more, to be 
extremely, sort of, laser focused and very specific. But a very specific treatment in a group of patients 
who have variable immune abnormalities might only work one time out of 10. And so, if you do a trial in 



10 people and you say it only worked once, that means it didn't work. Well, maybe it did work, but you 
need to give it to the right patient that you identify it, and so that's been a problem for us. 

More recently, I think we've cracked the code a little bit. We found one particular immune abnormality 
that is present in about 80 per cent of people with lupus, and that's the activity of a protein called 
interferon. It's part of the immune system. We now have a drug that blocks the action of that protein, 
and that's now approved in countries around the world, including Australia, and last year, was listed on 
the PBS, which means that Australian patients with lupus can access this drug with a government 
subsidy. But that process from identifying that signature in the blood to getting a drug on the market 
took 20 years because it's just really, really hard. We are getting better at doing it faster. And I can talk a 
little bit about how we can be better and faster, if you like. 

Naomi Creek  12:48 

Yeah, I just wanted to cover a little bit more about that treatment you're talking about is in the class of a 
biologic. Is that correct? 

Prof Eric Morand  12:55 

Yes. 

Naomi Creek  12:56 

And what about, just going back a little bit with people who are first diagnosed, what are some of the 
first line treatments that potentially might be tried to see if they make any difference with someone 
presenting with symptoms? 

Prof Eric Morand  13:07 

Yeah. Thanks, Naomi. So, the treatment that we want everybody to take is a medicine called Plaquenil, 
or hydroxychloroquine. Bizarrely enough, this was a drug first invented to treat malaria, which has 
nothing to do with lupus. And so, this class of drugs is called antimalarials, but what they do is they 
actually, very gently, lower the unwanted activity of the immune system without suppressing any of the 
desirable function of the immune system. 

So this medicine doesn't put people at risk of infections, etc, doesn't suppress immunity, but it does 
lower the temperature, as it were, on the immune system malfunction. And people who take this drug 
have fewer flares of lupus, reduced arthritis and skin disease, better outcomes of kidney disease, better 
outcomes of heart disease, less likelihood to need other intensive treatments, lower likelihood even of 
dying. So, we want everybody to take an antimalarial. 

Now, these are old-fashioned drugs. They're actually very safe. They have one definite, although 
uncommon, side effect, which is in the eyeball. The drug, actually, if you take a very high dose for a very 
long time, it can make a sort of coating in the back of the eye that is permanent. And if that's in an 
important part of the retina, it can affect eyesight. 

Now, many patients get worried about this. They say, “My vision’s focus” (?). It’s usually just they need 
better classes. It's nothing to do with the drug. And there's a very accurate test that optometrists can 
do. Even the optometrists at your local shopping centre can test for this, and we recommend regular 
testing for this. It's important patients are aware of this. They have the regular testing. But we're very 
confident that this is very uncommon, and if we detect it early, stop the medicine. And that's okay. So, 



we want everyone to take this medicine unless they've got a contraindication. That's the first line, and 
that's for everybody. 

Naomi Creek  14:51 

Okay. And do any of them go on to other DMARDs like methotrexate, or anything like that?  

Prof Eric Morand  14:56 

Yeah. So, it's really the first layer. I guess if the treatment was a sandwich, this is the butter on the 
bread. And start with that. It's rarely enough on its own. So, does that mean it's not very effective? Well, 
it's effective at the job we want it to do, which is reduce long term complications and improve long term 
outcomes. But it's not super effective at making the joint pain and skin rash immediately go away. It's 
not super effective at making the kidney disease or heart trouble go away. So, you need it, but it's 
usually not enough. 

Unfortunately, most patients need treatment at least short term, with steroids, which are also called 
glucocorticoids. These are the most widely used anti-inflammatory drugs in the world. They're used for 
asthma, eczema, bowel disease, arthritis, lupus, kidney disease, transplantation. They're used 
everywhere, and we've been using them for 75 years every single day, because they're incredibly 
effective. 

The problem with steroids is not that they don't work; it's that they have side effects. And unlike many 
drugs where, let's say, one in 100 person would be allergic to it and get a side effect, with steroids, 
everybody gets the side effects because it's a direct effect of the steroid molecule in the drug that 
affects people's metabolism, causes problems like weight gain, high blood pressure, acne, and in the 
longer term, can cause osteoporosis and other things. 

These side effects are very unpleasant, very unfortunate, and we wish and wish and wish that we had a 
way to get the beneficial effects of steroids without the side effects. I will tell you, Naomi, and we can 
talk about it later if you want, that that's been a passion of mine, and by a whole research group, for 
more than 20 years — finding a way to get the beneficial effects of steroids without the side effects. And 
we think we might have found that, and we're actually in the process of making a new drug that might 
deliver the steroid benefits without the side effects. That's in the very early stages, but we're very, very 
excited about that. 

Coming back to every day, unfortunately, most patients will need steroids, and despite our wish to 
reduce and stop steroids, we find that 60 to 80 per cent of patients are still taking steroids because 
there's just nothing else that works as well. So therefore, with steroids, our goal is to use the smallest 
possible dose, and we're certainly using much lower doses now than we used when I started training 30 
years ago, or even that we were using 10 years ago. 

We're realising that with other things that we do, we can use lower and lower doses, and because the 
side effects of steroids are driven by the dose, when we use a lower dose, we get less side effects. So, 
driving the dose down is our goal. What often we do is start with a kind of medium dose, and then as 
quickly as possible, get the condition under control and get the dose right down. 

The latest guidelines recommend a long-term dose, no more than five milligram a day of prednisone, 
which is our most commonly used steroid. At Monash in our clinic, we have achieved that our average 
dose of steroid has been a lot of that now, one of the ways to get the steroid dose down you've hinted 
at, which is the use of so called disease modifying drugs, what we would call an immunosuppressants, 



and that's a family of drugs like methotrexate, mycophenolate, azathioprine and others that are all 
actually borrowed from other diseases. 

Methotrexate is used to treat rheumatoid arthritis. Azathioprine and mycophenolate were first used for 
transplantation. And what they all do is they lower the activity of the immune system. Unlike Plaquenil, 
which does that safely, these other immunosuppressants do so in a way which does increase the risk of 
infection. And here we have this terrible dilemma that we face every single day with our patients, and 
that our patients face, which is that if I want to control the bad effects of lupus, I have to suppress the 
immune system, because it's the immune system that's making me sick, but when I suppress the 
immune system, I'm going to increase my risk of infection, and there's basically no way around that with 
the tools we have available today. 

We have some exciting research in early stages that may lead us to a point one day where we can 
suppress only the disease-causing harmful effects of the immune system and leave the rest of the 
immune system untouched, keeping the patient safe. We're certainly striving for that. 

But apart from the side effects of these drugs, actually, their effectiveness is also only moderate. 
Mycophenolate, for example, is used basically everybody who has kidney lupus, and we've shown that 
it's very effective and increases the number of patients whose kidney disease comes under control, 
protecting their kidney from long term harm. Unfortunately, it doesn't work in 100 per cent of patients, 
and so despite that treatment and the other drugs in this category, there's significant number of 
patients who are not controlled by those medicines. 

They have other side effects too. Patients don't really like taking them, but I don't blame them. And so, 
actually, one of the issues in our space is adherence. Surveys and even blood studies show us that at 
least half the patients are not taking the prescribed doses of their medicines, which I understand, 
because they're not very nice, they don't work that well, and the patients still feel unwell. So, the 
personal motivation to keep on that medicine can be low. So, we encourage patients to take the drugs 
as prescribed, because that's when they work best. But we're sympathetic to the patient's frustration, 
their situation, and they sometimes make different choices. 

So, Naomi. There's a picture of medicines that are mostly we've been using for many, many decades, 
and they have not delivered cure or complete remission for most patients. So, there's a desperate need 
for new medicines that increase the number of patients who get into complete remission or low disease 
activity, and that's the exciting phase that we now find ourselves in.  

Naomi Creek  20:19 

Oh yeah, I understand totally. And now I just want to take a moment to maybe touch on what the PBS 
actually is, because we might have some listeners tuning in from outside Australia. 

So the PBS, or the Pharmaceutical Benefits Scheme, is an Australian government program that 
subsidises the cost of a wide range of prescription medicines to make them more affordable for those 
who have a Medicare card. So instead of paying the full price, the government helps cover a portion of 
the cost through the PBS, with the amount you pay depending on the specific medicine that you are 
getting. 

So going back to our discussion with the biologics we are talking about that block the interferon, which 
is on the PBS, and it's called anifrolumab. I guess people are put on to that when those first-line 
treatments are really not cutting it. So, would they also stay on those first-line treatments as well as the 



biologic? Or can they come off those other drugs, and perhaps a biologic does a lot more for them so 
they can come off some of the other medications? 

Prof Eric Morand  21:21 

It now gets even more complicated, Naomi. So, if we're talking to an Australian audience, we need to 
understand how it's used in Australia, which relates to how the rules are applied by the PBS. And so how 
that works in Australia is to be eligible for anifrolumab, you need to have pretty significant active lupus, 
despite already taking the three categories of drug that we've mentioned, antimalarial, steroids and 
immunosuppressant. And that's great, because people who have active disease, despite taking that 
triple combo, definitely need something better. So, we're very glad to have access to the drug for those 
people. 

I would personally say that we need it for people who are a bit earlier in the course than that, too. One 
day in the future, I hope we're using these targeted therapies at the start, rather than waiting for the 
other drugs to fail, because they do fail 50 per cent of the time. Why? Why wait? Why not go straight to 
something more effective? 

That's partly driven by the way the trials are done, the way the drugs are registered, also that they're 
expensive, very fortunate in Australia, we have a taxpayer-subsidised system for access to medicines. 
We don't want that to change. It's got to be managed in a way that's affordable. And so, there's always a 
kind of rationing that happens. But it may be the case that next generation targeted therapies are 
cheaper. So, anifrolumab is an injection, for example. It's expensive to manufacture. It has to come in a 
special syringe. There's a lot of cost involved in that. (We could) get the same effect with a tablet that's 
cheaper to manufacture, easier to deliver, less costly and more convenient. So, the next wave of 
treatments may well be more accessible because of those types of changes. 

Naomi Creek  22:52 

Yeah. And let's hope we can get to that point. Are there other biologics being developed as well for 
lupus? 

Prof Eric Morand  22:56 

Yeah. So, let's just pause for a sec on that term “biologic”. So, Naomi. What that term, strictly speaking, 
refers to is the type of product. A biologic is a protein drug that's manufactured in a big incubator. I 
prefer to use the term “targeted therapies” because biologics are antibodies that are targeted, in the 
case of anifrolumab, to the receptor for interferon. But you can make targeted therapies as a tablet as 
well, or various other ways. 

So, the broad category of targeted therapies, there are many in clinical trials for lupus right now. At 
Monash, we're doing several of those trials. I'm lucky enough to have a seat at the table of designing 
some of these trials now that are happening, and it's an unprecedented amount of trial activity in lupus. 
I've never seen anything like it. So many drugs in clinical trials. 

Because it's difficult to do these trials, some of those trials will fail. Unfortunately, we've seen some trial 
failures recently with drugs that looked promising but just didn't work out. Some of the drugs in trials 
now will probably fail, because that's how it goes, but they won't all fail. So, we will get some further 
new medicines coming to us in the next couple of years, the next five years, the next 10 years. And I 
would predict, if we're both still around in 10 years now, and do this podcast again, we'll be talking 
about ways of treating lupus that are unrecognisable from today, and that will be great. 



Naomi Creek  24:12 

That's exciting. A lot of hope for lupus patients out there. So, we'll continue on with talking about the 
therapy, seeing we're on that train at the moment. So, let's talk about CAR-T therapy. And can you 
explain a bit about the Australian therapy trial that was undergone last year, was it? For the first time?  

Prof Eric Morand  24:30 

Okay, so the cells, we talked a lot about the immune system, and the white blood cells that are the 
soldiers, as it were, of the immune system. There's various categories of those cells that have unusual 
names that come from the history of immunology, and one of those types of cells called a B cell. The B 
cell is the category of cell that makes antibodies. We need B cells to make antibodies against measles 
and the flu. 

And when you have a vaccination, as all our lupus patients should have all their vaccinations, then your 
B cells make the antibodies to protect you from the next infection. COVID, fluid, measles, shingles, etc. 
But they're also the cells that make the ANA, the anti-nuclear antibody, and the other antibodies that 
are associated with disease. So, finding a way to stop them doing that has been a quest for a long time. 
In lupus and other autoimmune disease. 

There's a drug called rituximab that's used in many immune diseases, that's an antibody or biologic that 
destroys a proportion of the B cells blood. It seems to do that fairly safely, and some lupus patients do 
respond to this treatment. Many patients don't respond to this treatment, so it's never been approved 
for the treatment of lupus. We are allowed to use it. We think it can help. But the truth is, although 
some patients benefit is really great, many patients, it doesn't work. But that's given us the idea that if 
you can do a better job of getting rid of B cells, then you may help more patients. 

And that has led to a series of innovations. There's another biologic called obinutuzumab that's been 
positive in kidney lupus, and we're waiting for the results of a general lupus trial. That may be a big step 
forward, but an even bigger step forward is this category of treatment called CAR-T cells. And the reason 
I talked about B cells first is that what the CAR-T cells do is a really good job of killing B cells. 

So, we have the B cells in our body that are part of the disease process for lupus. CAR-T therapy is a way 
of maximally destroying those B cells that are making us sick with our lupus. The problem is that not all 
the B cells are bad guys. Currently, the CAR-T therapy kills all of them. That seems to be the only way to 
get the ones you want is to basically kill them all. 

The good thing is, our immune system grows them back. Once they're gone, you will grow new ones, 
and the new ones that come back are different from the ones that went away. They are fresh baby B 
cells that don't seem to have learned the ability to hurt you. So, you grow back these fresh baby B cells, 
they’re called naive B cells, that lack the ability to hurt you. So, you effectively clean out the harmful 
immune system and replace it with a new one. 

Now, how that currently is done is extremely complicated. We take a patient's own blood and we take it 
to a lab. Currently, the blood is sent, has to be sent internationally, to labs that take the patient's blood, 
put a new gene into the blood cells — and that gene is called the CAR — and then the blood comes back 
to the hospital, and we put the patient's blood back into them. But now their blood contains this CAR 
gene, and it's the CAR gene that tells this other category of cells, called T cells, to help go and kill B cells. 
That's why they're called CAR-T.  



Now, this comes to us from the treatment of lymphoma and leukemia, which are two cancerous 
diseases of B cells, where these drugs have been amazing. People have probably heard about a lot of 
these wonder drug immune therapies for cancer, and they're incredible. We've borrowed from that area 
and tried them in patients with lupus. And what's been remarkable is that in centres where this has 
been done the most, and that's from in Germany, where they've treated now a few dozen patients with 
this approach. Many of those patients go into complete remission. The lupus is completely gone. They 
don't have to take any medicine anymore. They're not taking steroids, they're not taking antimalarials, 
they're not taking immunosuppressants. So, we call that drug-free remission. 

We've never had a drug that does that before, and so this revolution of the potential for drug-free 
remission, it's intoxicating, actually, the idea that we could talk to a patient about this approach, and 
they can be off their medicine, and the lupus is gone. Wow, that's what we want for everybody. 

The treatments are, I haven't begun to scratch the surface of how complicated it is to do these 
treatments. It's incredibly expensive, and it's also still experimental. So, Naomi, you said that we had 
done this in a trial. Yes, we and other centres in Australia are part of a global set of clinical trials that are 
testing these therapies in patients who give consent to be in a trial. And I must say that so far, we have 
seen effects that look like the effects that have been seen overseas, that some patients have gone into 
extremely impressive, drug-free states of remission. 

Now, all of this technology is pretty new. The first patient in the world was treated four years ago. That 
patient is still doing well. I actually know Professor Schett from Erlangen in Germany, who did these 
studies, and I've tried to stay in contact with him, and he very generously shares his results with the 
world. That first patient, patient number one, is still doing great, but there have been patients who have 
relapsed. 

So, we're learning that although some patients get amazing, lasting benefit, it's not everybody, and the 
effects are not always permanent. So, we're going to learn in the next couple of years, how many people 
get deep improvement and how many people that is lasting, and if it's most people get a lasting, deep 
improvement, then this will be something we want to do. 

If, however, we learn that in the end, everybody relapses and goes back to square one. Gee, we'll have 
to really think about what is the value and all the complexity and risk and cost that we go through if the 
responses are not durable. So, where we are right now is that we are waiting to find out whether that's 
the case, but the way to find out is to do the trials. So, we're enthusiastically part of these trials, and 
we're certainly open to receiving patients into our trials right now. 

That's how we're going to get the answer. We can't wait for others to solve it for us; we need to be part 
of the solution. And patients who come into these trials may be patients who get amazing benefit from 
the medicines, too. 

Naomi, I will just say that this, the excitement around the effectiveness of these therapies has spawned 
a new problem for us, which is that every biotech company in the world wants to do this. So, we literally 
now have too many potential products all trying to do the same thing, competing to see which one will 
be the winner. And it's going to be really hard for us to figure that out, because it's so exciting that that's 
our problem now; too many new medicines to try, but that is our problem now. Figuring that out will be 
hard. 



Just before I finish on that, what the CAR-T has shown us is that deep depletion of B cells looks like a 
good thing to do, but there's probably going to be better ways to do that than these incredibly 
complicated and expensive cell therapies using the patient's own blood and putting a gene into it. 

The trial we're doing now is a next generation way of doing that, where we don't need to use the 
patient's blood; it's an off-the-shelf cell product. The next generation after that is using something called 
a TCE, which is basically biologic that switches on the same effect in the patient. And the next 
generation after that, which we hope to be trialing next year, is actually an mRNA vaccine type of 
approach. Where you just give a shot of this mRNA, it creates the CAR in the body, it does the job and 
goes away. And wow, if that works, that will be just an incredible outcome for patients. 

So, we're really excited to be part of the process. And one thing for sure is that some of these therapies 
are going to make it through, and we will be able to use them and give these transformative outcomes 
to people. 

Naomi Creek  31:47 

Wow, that's so exciting. I wanted to ask about the people that, or I don't know how many, have relapsed 
on these trials, but are the B cells just re-learning to be naughty B cells over time, and how long does 
that take before they become naughty B cells? 

Prof Eric Morand  32:02 

I think we don't really know the answer for sure yet. It's very early days, but one way to think about this 
is that when people with lupus who were born, they didn't have any naughty B cells. They got them over 
time because of certain genes they carry. And you've still got the same genes. When you've had your B 
cells replaced, you're still you. You've still got the same genes, you've still got the same potential to 
develop lupus all over again, because it's still you. 

So, what we might be seeing is maybe not best thought of as a relapse. Maybe it is the disease 
commencing again in a person who's carrying a risk for that. Now, what that might mean is that we 
could treat those patients completely differently, instead of treating them in the old-fashioned way, let's 
use some of our more recent and advanced therapies in that person who's kind of got a new onset of 
lupus. All over again. Let's not repeat history. Let's jump straight to the best way to treat that. 

And I should say, Naomi, that, actually, we went straight from biologics to CAR-T. Many of the other 
therapies that are currently in trials are oral tablets. Some of them have had very positive clinical trial 
results and are now in certain phase 3 clinical trials. And if positive, they will come onto the market. 
They're going to replace many of the things that we're doing now, I believe, with more effective 
therapies. 

One scenario is that we get so good with these new agents that we don't need CAR-T anymore, because 
everyone's taken care of with early use of safe, effective targeted therapies early in the course. I mean, I 
would rather do that than have to give somebody a CAR-T therapy. But let's see. 

Naomi Creek  33:29 

It's always been a question of mine, actually, why people aren't put on to the targeted therapies a little 
bit earlier, some of the oral ones, because they seem to do such a great job, and it seems sort of like a 
smart thing to sort of hit these cells early on before they go awry. So yeah, hopefully that is something 
that maybe will happen.  



Prof Eric Morand  33:46 

We've learned that in the rheumatoid arthritis environment, which is another disease treated by 
rheumatologists like me, that waiting for old things to fail for a long time before we get around to the 
shiny, very effective therapies, is a bad idea in rheumatoid arthritis. Now, if you don't respond quickly to 
a simple therapy, you'll be quickly put onto a targeted therapy and going to remission. The latest 
guidelines from the US and European agencies recommend just that for lupus, actually. That you should 
very quickly migrate onto one of the targeted therapies to get the best benefit. The PBS regulations 
don't quite mirror that. Our rules in Australia are a bit stricter, but these rules tend to shape over time 
with new evidence, so we'll see. 

Naomi Creek  34:25 

And, more on clinical trials. What's the best way for patients to get involved in a clinical trial and lupus 
research in general? 

Prof Eric Morand  34:33 

There's lots of ways. Firstly, patients with lupus should be under the care of a specialist, ideally, a 
rheumatologist. That's the category of medical specialist that's trained to manage lupus. We 
rheumatologists are multi-organ doctors. So, the patient might have kidney, heart, skin and joint 
disease. We can do all of that. That's a bit different to our colleagues who are cardiologists or kidney 
specialists who focus on a single organ. We need their help too, and the best way, actually, is in a 
multidisciplinary team. 

And that's how we do it at Monash. We have kidney doctors, dermatologists and rheumatologists in the 
same clinic, and the patients can see all of us at once. Not every centre has that opportunity, so I think 
the controller of the treatment should be a rheumatologist. That's the first step. Rheumatologists, they 
already know these things are happening; even if they don't work in an academic medical centre, they 
have friends who do, and they can connect their patients into those trial activities using their networks. 

We don't have a formal lupus trial network in Australia. Maybe that's something we can work on 
together, but we have very healthy informal relationships between ourselves. We're fielding input from 
specialists in other centres in even other states all the time, exploring our ability to help their patients 
by putting them into our trial. 

Talk to your specialist. Would I be eligible for a trial? Is that worth me trying? Could you refer me to a 
trial centre so they can have a look at me and work out whether I'm eligible? 

As I said before, if we want things to get better, we need to be part of the change, that certainly includes 
us as specialists signing up to help make this research happen. It doesn't happen without patients, too. 
So, if we want to make things better, then we need, our patients need, to feel, but they are part of the 
solution as well. Actually, we've been amazingly impressed by the generosity and courage of our lupus 
patients to involve themselves in research. We ask our patients to do a lot for us. They fill out surveys, 
they give us blood samples, some of them take part in trials. We need that to continue. We can't do it 
on our own, and we're not doing it for us; by the way, we're doing it for you. We're doing it with you and 
for you and about you. So, it is a partnership. 

Naomi Creek  36:35 

Thanks for sharing all that great information about trials. We'll actually drop some links into our show 
notes so listeners can learn more about it. Now we're nearly at the end of our episode, so I just want to 



really quickly touch on the Australian Lupus Registry and Biobank, because it's a very important part of 
your research, and you're using some of that data as part of your research, aren't you? 

Prof Eric Morand  36:56 

We started the lupus clinic at Monash in 2006, that means it's the 20th anniversary next year. That's 
hard to believe, but it is. And when we started that clinic, we realised that we had an opportunity to be 
part of the solution by collecting data on our patients in our clinic at Monash. And so, actually led by my 
colleague, Professor Alberta Hoi, we built a database to collect key data that would help us understand 
what's happening in lupus patients. 

We ask patients for their consent to use their data. It's regulated by a human research ethics committee. 
Data are de-identified. It's done in an extremely careful and respectful way. But we started collecting 
data at Monash. Then we realised that once you build a database these days, it doesn't sit on your 
computer. It sits in the cloud. It's an internet thing, which means that other people who've got a 
computer can also enter data; they don't need to be at Monash to do it. 

So, we asked around, and quickly found many, many other parts of Australia who were willing and able 
to take part in what then became the Australian Lupus Registry and Biobank (ALRB) that is still headed 
by my colleague, Professor Alberta Hoi. I think we have eight or nine hundred patients that we're 
following across Australia in this registry, and that allows us to do research at scale. 

That actually spawned the formation of the Asia Pacific Lupus Collaboration, which is a multinational 
registry of lupus patients that we think is now the biggest the world has ever seen. We’ve got five and a 
half thousand patients with lupus around our region that we're following, and that's led by my 
colleague, Associate Professor Rangi Kandane-Rathnayake; all of these things we run from Monash, but 
they're not owned by Monash. They are collaborative efforts, and everybody that takes part is a 
beneficiary of the results and has the opportunity to do studies. 

So, using that registry, we've done a host of studies. We developed and validated the lupus low disease 
activity state, which is now a treatment goal that's enshrined in the global treatment guidelines. We did 
validation studies for the definition of remission in lupus now also part of the global treatment 
guidelines. We're leading a program to develop new outcome measures for clinical trials. 

So, I've said before that there are, unfortunately, still failed trials, and we don't want them to be any 
more failed trials. Better outcome measures, so we can more accurately figure out what's happening 
with these treatments. And that project’s going very well. 

I mentioned that people who have ancestry other than white European have worse disease. We don't 
actually know why, but we know that we can find out. And so, we are the lead of a big study of genetics 
of patients from different ancestral backgrounds with different manifestations of lupus to figure out 
what's the connection? What is it about these different backgrounds that lead to the lupus being more 
common and more severe? And all this is empowered by this data infrastructure that we talked about. 
So, it's a long process, but it's led to us being able to make a difference. 

Naomi Creek  39:39 

That's great. And would you like to have more lupus patients in the biobank? How do patients get on to 
this? Is that something that they need to talk to their rheumatologist about? Or does it happen 
automatically? 

Prof Eric Morand  39:49 



No, it doesn't happen automatically, because patients have to provide consent for their data to be 
collected, and the organisation that specialist is part of needs to sign paperwork so that we know 
they’re governed appropriately for the management of data. So, there's process for that. 

Actually, what we need, of course, more patients is always good. More data is better. Right now, we've 
actually got a lot of data and thousands of blood samples in our biobank freezers, running the 
contemporary gene sequencing and so on. And this is very expensive. And actually, if I had one wish 
right now, it would be for someone to drop a big bag of money on that desk, because then we could run 
these samples that we already have and learn a lot, really fast. 

Nowadays, we can measure every gene all at once. It's very expensive, but it's very fast and very 
accurate. So, of course, we would love to have more patients involved, too, but we've got a big asset in 
the freezer, and we're looking for ways to leverage that by processing it. That's actually our biggest need 
right now. 

Naomi Creek  40:50 

Okay, hopefully some rich people are going to be listening to this podcast episode. 

Prof Eric Morand  40:56 

With any luck. 

Naomi Creek  40:56 

Thanks for that. We're chatting with Julie Norris in our in our other episode in the series. She is a fierce 
advocate for herself and others with lupus. What words of encouragement do you have for patients to 
learn to self-advocate for their health and create a mutually beneficial relationship with their healthcare 
team? 

Prof Eric Morand  41:13 

I mean, again, I'll refer to my wonderful colleague, Professor Alberta Hoi, who's done a lot of work with 
patient cohorts developing self-efficacy tools. Self-efficacy is the medical scientific term for what you 
were talking about, which is patients owning and controlling their destiny by contributing to their own 
healthcare. 

This is something that can be measured, and it's something that can be learned and trained. Alberta is 
actually producing some materials for patients that patients will be able to access, learning modules and 
videos and so on. There's no doubt, knowledge is power, right? People who are well informed about 
their condition make better choices, and the partnership between the healthcare practitioner and the 
patient is all-important. 

We want our patients to be very empowered. We want them to challenge us. We'd love your patients 
who're not doing well to say to their rheumatologist, “Why haven't you put me in a trial if I'm not doing 
well?” We've got to stir things up because currently, outcomes are not good enough, so we need to stir 
it up. So, I do encourage patients very much to do that. 

In addition, I mean governments who pay for the drugs in Australia — and we're glad that they do use 
make decisions about taxpayers’ money to subsidise medicines — they don't really listen to doctors. 
They do listen to patients. And if we want a wider access to drugs for medicine than the current limited 
access, then it's going to be the patient voice speaking directly to the members of parliament, etc, that 
actually makes that happen. 



So, that's the other thing, that patients may not realise how much power they have. They have all the 
power to help make these changes because politicians do listen to their constituents, and they need 
their vote. So, believe it or not, there's quite a lot of power that patients have got in that domain, and 
we encourage you to use it. 

Naomi Creek  42:48 

Wonderful. Thank you. That's great advice. Well, that brings us to the end of our episode. It's been such 
a delight to talk with you today, Professor, and I really can't wait for lupus patients across Australia to 
listen to all of the exciting things that we chatted about today. 

Naomi Creek  32:50 

Thanks for listening to this episode of Patient PrepRoom. Click “follow” wherever you listen to podcasts 
and join the CreakyJoints Australia community to receive additional resources to help you live your best 
life despite arthritis. Join for free at creakyjoints.org.au.  

CreakyJoints Australia recommends that you always consult with your medical provider to ensure you 
remain at the centre of your healthcare. This podcast was made possible with support from Astra 
Zenica. 

If you've liked what you've heard, be sure to rate our podcasts. Write a positive review and spread the 
word by sharing with your friends and family; it'll help more people like you find us.  

Narrator 30:43  

Be inspired, supported and empowered. This is the Global Healthy Living Foundation podcast network. 


