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CAN MYCOPHENOLATE MOFETIL BE AN EFFECTIVE OPTION IN THE
TREATMENT OF VASCULAR BEHCET’S SYNDROME

Emine Uslu, Nilgiin Goveg Giynas, Zehra Karaman Ongun, Serdar Sezer, Miicteba Enes Yayla,
Tahsin Murat Turgay, And Askin Ates

Division of Rheumatology, Department of Internal Medicine, Ankara University Faculty of Medicine, Ankara, Turkey

ABSTRACT. Background/Aim. Behcet’s syndrome (BS) is a type of vasculitis that primarily affects veins and tend
to involve pulmonary arteries more often than peripheral arteries or the aorta. Inflammation is a central role in
the development of thrombotic events in BS. Given its critical role in etiopathogenesis, the use of immunosup-
pressive therapy is fundamental to the treatment strategy. The aim of our study is to report our center’s experi-
ence with mycophenolate mofetil (MMF) treatment in vascular BS (VBS) patients. Materials and Methods: The
clinical, laboratory and imaging findings of the patients receiving MMF treatment for vascular BS were retro-
spectively evaluated. It was noted whether MMF treatment was induction or maintenance treatment. Treatment
related side effects were noted. On the 12th month, patients were evaluated for the development of new events
and being in remission. Resu/ts: Five patients underwent MMF treatment for remission induction, while another
five patients received MMF for maintenance. Relapses occurred in 2 out of 5 patients who were administered
MMF as induction therapy, resulting in the development of acute deep vein thrombosis. Among the five patients
receiving MMF as maintenance treatment, only one exhibited an active vascular event. Additionally, one patient
was classified as vascularly active based on a CRP level of 10.3 mg/1. Conclusion: MMF therapy may be an effec-
tive and safe treatment agent that can be preferred as azathioprine and cyclosporine in VBS patients, especially
in maintenance therapy. This study is the first investigation into MMF treatment in patients with vascular BS.
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INTRODUCTION

Behget’s syndrome (BS) is a chronic inflamma-
tory disease characterized by mucocutaneous mani-
festations, including oral aphthae and genital ulcers,
as well as the potential involvement of major organs
and systems, such as the neurological and gastrointes-
tinal systems, and the eyes. It can also impact vessels
of varying sizes, including small, medium, and large
sizes (1,2). BS predominantly affects veins and shows
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a higher incidence of involvement in pulmonary ar-
teries, which share structural similarities with veins,
compared to peripheral arteries and the aorta. This
vasculitis is characterized by a significant predisposi-
tion to thrombosis in the absence of thrombophilia
(3-6). It frequently presents as deep vein thrombosis
(DVT). An aneurysm or thrombosis may occur in
the pulmonary artery. Rarely, it can lead to aneurysm
or thrombotic occlusion in the peripheral artery
(4-6). The prevalence of vascular involvement in BS
has been reported to be 40-50% (7, 8). Inflammation
is a significant factor in the development of throm-
botic events in BS. Thrombo-inflammation resulting
from neutrophil-triggered inflammation is a mecha-
nism that is particularly highlighted. The role of
inflammation in the etiopathogenesis, immunosup-
pressives are the key in the treatment strategy (9-12).
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Immunosuppressive agents have been used for many
years; however, there is a scarcity of large-scale ran-
domized controlled studies specifically addressing
vascular involvement. The European Alliance of
Associations for Rheumatology (EULAR) recom-
mends the use of immunosuppressive treatments,
such as azathioprine (AZA), cyclosporine A (CsA),
and cyclophosphamide, combined with glucocorti-
coids (GCs) for those with venous involvement. If
the patient is resistant to this treatment, monoclonal
TNF-inhibitors (TNFi) are recommended. Treat-
ment with cyclophosphamide or monoclonal TNFi
combined with GCs is recommended for conditions
with more severe manifestations, such as arterial in-
volvement. The latest EULAR guidelines make no
mention of mycophenolate mofetil in the treatment
of vascular involvement (13). Although there are rec-
ommendations and retrospective studies on the use
of AZA and CsA in vascular BS (VBS), there are
no studies showing the efficacy of mycophenolate
mofetil (MMF) in cases of VBS (14, 15) . The only
randomized controlled trial showing that AZA is ef-
fective in VBS is the extension phase of the study by
Hamuryudan et al. in patients with ocular BS, which
reported less vascular involvement in patients receiv-
ing AZA (16, 17).

Considering the potential side effects of AZA
and CysA use, there is also a need for a third oral
immunosuppressive such as MMF in VBS patients.
Although newer drugs are being developed, addi-
tional immunosuppressive drugs may be needed in
some patients due to reasons such as the presence of
malignancy and refusal of biological drug use. MMF
is a commonly used and effective treatment agent for
small vessel vasculitis. Although there are data on
ocular and neurological involvement in BS, there is
no record of vascular involvement(18-20).

The aim of this study is to evaluate the clini-
cal effectiveness and potential side effects of MMF
treatment in VBS patients.

MEeTHOD

A total of 3000 patient files from the Ankara
University Faculty of Medicine Multidisciplinary
Behget Outpatient Clinic, covering the period from
2010 to 2024, were evaluated. 300 patients were ex-
cluded because of duplicate records and 206 were

excluded as they did not meet the International Cri-
teria for Behget’s Disease (ICBD) (21). The files of

patients who were diagnosed with BS and received
MMF treatment were reviewed. Patients in whom
MMF treatment was initiated for a reason other
than vascular BS were excluded from the study.
Twenty-six patients receiving MMF treatment were
screened, and vascular involvement was found in
18 of them. 3 patients were excluded from the study
due to extravascular BS, 1 patient due to renal trans-
plantation, and 1 patient due to the initiation of
MMF treatment for IgG4-related disease. 3 patients
were excluded because they did not follow-up after
MMF treatment was started. Patients who received
MMF treatment for at least 6 months were included
in the study. However, if there was drug discontinua-
tion due to side effects in the first 6 months, this was
also noted. Vascular involvement leading to MMF
treatment was categorized into venous thrombus,
pulmonary artery involvement (including aneurysm
and/or thrombus), peripheral arterial involvement,
and venous ulcer, with each noted individually. Due
to the different course of venous ulcers, remission
and relapse status were determined separately for
venous ulcer and vein/artery involvement. Vascular
remission is defined based on the lack of no new vas-
cular events, and CRP levels below 10 mg/1. Vascular
relapse is described by the development of a new vas-
cular lesion or the continuation of an existing lesion
despite the use of medication for 26 months of treat-
ment. In the case of venous leg ulcers, we categorized
the treatment response of patients into three groups:
complete remission, partial remission, and relapse.
We defined complete remission as the complete
healing of ulcerated lesions, and partial remission as
a reduction in both the number and/or size of these
lesions, without the emergence of new ones. Relapse
was defined by the development of new ulcers. The
involvement of larger vessels was recorded in the pa-
tient records. We classified the pulmonary and pe-
ripheral arteries, the vena cava inferior (VCI)/vena
cava superior, and the cardiac thrombus as larger ves-
sels. Any extravascular involvement, such as neuro-
logical, ocular, or gastrointestinal, was also noted. We
documented the immunosuppressive treatment for
the same vascular condition before starting MMF
treatment, along with the reasons for its discontinu-
ation. The use of MMF treatment as induction or
maintenance regimen and treatment related side
effects were noted. Induction therapy describes the
suppressive treatment administered during the initial
3-6 months following an acute vascular event, while
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maintenance therapy is defined as the treatment
provided after induction therapy. We recorded the
CRP levels of patients prior to, at 6 months, and at
12 months of MMF treatment. Both vascular remis-
sion or relapse and extravascular relapse have been
recorded at 12 months of treatment. Our primary
endpoint was vascular remission at 12 months. The
study was approved by the ethical committee of An-
kara University Faculty of Medicine ( 10-799-24).

Statistics

We selected frequencies and percentages for cat-
egorical data. For numerical variables, we gave the
results as median-interquartile range (IQR).

REesurt

A total of ten patients undergoing MMF treat-
ment for vascular involvement were included in the
study. Of the 10 patients, 90% were male. The me-
dian age at diagnosis was 23 (IQR 12) years, while
the median age at the initiation of MMF was 32
(IQR 14) years. A total of 5 patients were initi-
ated on MMF for deep vein thrombosis (DVT), 1
for pulmonary artery thrombus (PAT) and DVT,
2 for venous ulcers (One patient presented with
both acute DVT and venous ulcer.), 1 for pulmo-
nary artery aneurysm (PAA), and 1 for peripheral
artery aneurysm (Table 1). Five patients underwent
MMF treatment for remission induction, while an-
other five patients received MMF for maintenance
(Table 1). Patients used MMF for a mean dura-
tion of 25.1 (IQR 22.5) months. Relapses occurred
in 2 out of 5 patients who were administered MMF
as induction therapy, resulting in the development
of acute DVT. Among the five patients receiving
MMF as maintenance treatment, only one exhib-
ited an active vascular event (new venous ulcer).
Additionally, one patient was classified as vascularly
active based on a CRP level of 10.3 mg/]; however,
imaging findings could not confirm a new vascular
event (Table 1). A patient with a history of erythema
nodosum (EN) developed arthritis and EN follow-
ing MMF treatment. Uveitis and DVT attack were
observed in a patient with a history of uveitis under
MMTF treatment (Table 1). At 6 months, vascular
remission was noted in 70% of patients, whereas at
12 months, it was noted in 60% of patients. MMF

was discontinued in 1 patient at month 25 due to

side effects (gastrointestinal intolerance), 2 patients
had vascular relapse and 2 patients had leg ulcers
and treatment was discontinued during follow-up.
For the same indication, all of the patients received
AZA treatment before MMF therapy. Of these,
six discontinued azathioprine due to adverse ef-
fects, while vascular relapse occurred in the remain-
ing four patients during azathioprine treatment
(Table 1). Patients do not use interferon and anti-
TNF agents before or in combination with MMF
treatment. Anti-TNF treatment was started in 3 pa-
tients after MMF treatment was discontinued.

Eight patients showed involvement of larger
vessels. When we looked at the history of larger
vessel involvement, there were 3 VCI involvement,
4 PAT, 1 pulmonary artery aneurysm, 2 periph-
eral artery aneurysms and 1 intracardiac thrombus
(Table 2). The history of extravascular involvement
consisted of ocular involvement in four patients,
brain parenchymal involvement in one patient, sinus
vein thrombosis in two patients, and arthritis in three
patients (Table 2). One of the 4 patients with a his-
tory of uveitis developed uveitis after MMF treat-
ment, whereas the other 3 patients did not develop
uveitis again. No relapses were observed in patients
with neurological involvement receiving MMF
treatment (Table 2).

The median CRP level of the patients prior to
MMF treatment was 16.7 (IQR 51.8) mg/1. At the
sixth month of treatment, the median CRP level was
5.7 (IQR 7.2) mg/l, and at the 12th month, the me-
dian CRP level is 7.5 (IQR 8.05) mg/1.

Discussion

This case series indicates that MMF therapy
may be effective for both induction and mainte-
nance treatment in VBS. Most patients who dis-
continued AZA treatment due to side effects in
the first 12 months did not experience any MMF-
related side effects. These findings indicate that
MMF treatment may be an effective and safe op-
tion for patients with VBS. Vascular involvement
in Behget’s syndrome is associated with significant
morbidity and higher mortality rates (4, 22, 23).
Thus, it is essential for patients with vascular in-
volvement to receive effective and safe treatment.
The 2018 EULAR guideline recommends use of
immunosuppressive therapies and GCs for pa-
tients with VBS with venous involvement. Cases
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Table 2. History of VBS patients with larger vessel and extravascular organ involvement

All
immunosuppressants
used prior to Neurological
Type of Larger | Chronological order | mycophenolate Involvement | Ocular
Patient Vessel of vascular events mofetil (and Type) Involvement | Arthritis
Patient 1 Vena Cava DVT-VCI —» Cyclophosphamide None None None
Inferior DVT—PAT—Leg ulcer | and azathioprine
Patient 2 Vena Cava VCI-PAT+DVT Azathioprine None None None
Inferior
+Pulmonary
Artery Thrombus
Patient 3 Pulmonary DVT—PAT—-—DVT | Cyclophosphamide Yes (Cerebral | Yes Yes
Artery Thrombus and azathioprine Sinus Vein
Thrombus)
Patient 4 None DVT Azathioprine None Yes None
Patient 5 Vena Cava VCI and DVT are Azathioprine None None Yes
Inferior detected in the chronic
phase. It is not known
which one first.
Patient 6 None DVT Azathioprine Yes (Cerebral | None None
Sinus Vein
Thrombus
Patient 7 Pulmonary PAA+PAT Cyclophosphamide None None None
Artery and azathioprine
Aneurysm and
Thrombus
Patient 8 Peripheral Artery | DVT— Peripheral Azathioprine None Yes Yes
Aneurysm Artery Aneursym
Patient 9 Pulmonary Pulmonary artery Cyclophosphamide Yes None None
Artery Thrombus | thrombus + and azathioprine (Parenchymal)
+Intracardiac intracardiac thrombus
thrombus simultaneously
Patient 10 Peripheral Artery | Peripheral Artery Interferon, None Yes None
Aneurysm Aneurysm—>DVT cyclophosphamide and
azathioprine

Abbreviations: DVT: Deep Vein Thrombosis, VCI: Vena Cava Inferior, PAT: Pulmonary Artery Thrombus, PAA: Pulmonary Artery Aneurysm

of resistance indicate the use of monoclonal TNFi.
In individuals with arterial involvement, it is rec-
ommended to start therapy with high-dose GCs
and cyclophosphamide or monoclonal TNFi (13).
AZA use is known for its capacity to decrease the
probability of vascular events (17). There are no
prospective randomized controlled trials on AZA
treatment in patients with VBS. A study that in-
volved a small group of patients with venous
thrombosis demonstrated that CsA treatment ef-
fectively prevents relapse and the progression of
venous insufficiency (24). However, the presence
of many side effects of CsA such as hypertension

and nephrotoxicity limit its use (25). Monoclonal
TNFi therapy is a highly effective treatment in
patients with VBS. 'This has also been shown by
randomised controlled and retrospective trials. In-
creased tuberculosis risk has been observed in BS
patients receiving TNFi treatment (26-30). Some
patients avoid the use of TNFi because of its side
effects. If AZA-related side effects are observed in
this patient group, there is a need for immunosup-
pressive agents that can be used long-term. How-
ever, no retrospective or prospective study showing
the efficacy of MMF treatment in VBS patients
has been found in the literature. MMF treatment
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can be helpful in different kinds of vasculitis. Data
regarding the usage of MMF in BS are notably
scarce. In the literature, GCs and MMF treat-
ment was reported to be effective in a pediatric
patient with BS with cerebral sinus vein throm-
bosis (19). There are studies showing that MMF
treatment is effective in Neuro-BS patients (18).
A study involving BS patients with ocular involve-
ment showed that MMF treatment can be adminis-
tered alongside monoclonal TNFi and may be used
for maintenance therapy (20). The data regarding
mucocutaneous involvement are controversial.
When we look at the literature, there is a study
showing that MMF medication reduces mucocu-
taneous findings as well as another study show-
ing that it increases them (31, 32). In our patient
series, MMF treatment was given for vascular in-
volvement in 10 patients. Over a 12-month period,
new deep vein thrombosis (DVT) was detected in
only two patients, and one patient developed a new
leg ulcer. Among the group undergoing mainte-
nance therapy with MMF, new ulcer development
occurred in only one patient at the 12-month, and
no cases of vascular event was noted. This finding
suggests that MMF treatment may be effective
in induction and maintenance therapy, especially
maintenance therapy, in patients with VBS. T
cells, antigen-presenting cells, and neutrophils are
involved in the pathogenesis of BS. Activated neu-
trophils result in recruitment of neutrophils and
lymphocytes to the activated area (33). MMF is an
agent that prevents the recruitment of these cells
to the site of inflammation by acting on T and B
lymphocytes (34). The effect of MMF treatment
on lymphocytes suggests that it can be used to treat
patients with VBS. In our case series, elevated liver
function tests noted during azathioprine treatment
were absent during MMF treatment. Patients who
discontinue AZA treatment due to adverse ef-
fects could use MMF as an acceptable alternative
for induction or maintenance therapy. The small
number of patients, retrospective collection of the
data, and lack of comparison with other immuno-
suppressive therapies are important limitations of
our study. In conclusion, MMF therapy may be
an effective and safe treatment agent that can be
preferred over azathioprine and cyclosporine A in
VBS patients, especially in maintenance therapy,
which has been overlooked for years. Our study is
important because it suggests for the first time that

MMF treatment may be effective in VBS patients.
Further large-scale prospective studies are needed

to support the eflicacy of MMF in VBS.

REFERENCES

[u—y

. Sakane T, Takeno M, Suzuki N, Inaba G. Behget’s disease. N Engl |
Med. 1999;341(17):1284-91. doi:10.1056/NEJM199910213411707
2. Yurdakul S, Hamuryudan V, Yazici H. Behget syndrome. Curr Opin
Rheumatol. 2004;16(1):38-42. doi:10.1097/00002281-200401000
-00008
3. Leiba M, Seligsohn U, Sidi Y, et al. Thrombophilic factors are not
the leading cause of thrombosis in Behget’s disease. Ann Rheum Dis.
2004;63(11):1445-9. doi:10.1136/ard.2003.014241
4. Seyahi E. Behget’s disease: how to diagnose and treat vascular in-
volvement. Best Pract Res Clin Rheumatol. 2016;30(2):279-95.
doi:10.1016/j.berh.2016.08.002

5. Seyahi E, Yurdakul S. Behget’s syndrome and thrombosis. Mediterr

J Hematol Infect Dis. 2011;3(1):e2011026. doi:10.4084/MJHID
.2011.026

6. Tascilar K, Melikoglu M, Ugurlu S, Sut N, Caglar E, Yazici H. Vas-

cular involvement in Behget’s syndrome: a retrospective analysis of as-

sociations and the time course. Rheumatology (Oxford). 2014;53(11):

2018-22. doi:10.1093/rheumatology/keu233

Araz O, Karaman A, Yilmazel Ucar E, Saglam L, Akgun M. Behget’s

disease: different systemic manifestations at different ages. Eurasian J

Med. 2020;52(3):304-6. doi:10.5152/eurasianjmed.2019.19107

8. Bettiol A, Alibaz-Oner F, Direskeneli H, et al. Vascular Behget
syndrome: from pathogenesis to treatment. Nat Rev Rheumatol.
2023;19(2):111-26. doi:10.1038/541584-022-00880-7

9. Emmi G, Becatti M, Bettiol A, Hatemi G, Prisco D, Fiorillo
C. Behget’s syndrome as a model of thrombo-inflammation: the
role of neutrophils. Front Immunol. 2019;10:1085. doi:10.3389
/fimmu.2019.01085

10. Emmi G, Bettiol A, Silvestri E, et al. Vascular Behget’s syndrome:

an update. Intern Emerg Med. 2019;14(5):645-52. doi:10.1007

/s11739-018-1991-y

.Emmi G, Silvestri E, Squatrito D, Amedei A, et al. Thrombosis in

vasculitis: from pathogenesis to treatment. Thromb J. 2015;13:15.

doi:10.1186/512959-015-0047-z

12. Kobayashi M, Ito M, Nakagawa A, et al. Neutrophil and endothelial
cell activation in the vasa vasorum in vasculo-Behget disease. Histopa-
thology. 2000;36(4):362-71. doi:10.1046/j.1365-2559.2000.00859.x

13. Hatemi G, Christensen R, Bang D, et al. 2018 update of the EU-
LAR recommendations for the management of Behget’s syndrome.
Ann Rheum Dis. 2018;77(6):808-18. doi:10.1136/annrheumdis
-2018-213225

14. Vansteenkiste J, Van Haecke P, Demedts M. Long-term treatment
with cyclosporin A and coumarin in pulmonary thromboembolic Be-
heet’s disease. Monaldi Arch Chest Dis. 1998;53(2):142-3.

15. Vansteenkiste JF, Peene P, Verschakelen JA, van de Woestijne KP.
Cyclosporin treatment in rapidly progressive pulmonary thrombo-
embolic Behget’s disease. Thorax. 1990;45(4):295-6. doi:10.1136
/thx.45.4.295

16. Alibaz-Oner F, Direskeneli H. Management of vascular Behget’s
disease. Int ] Rheum Dis. 2019;22(Suppl 1):105-8. doi:10.1111
/1756-185X.13298

17. Hamuryudan V, Ozyazgan Y, Hizli N, et al. Azathioprine in Be-
heet’s syndrome: effects on long-term prognosis. Arthritis Rheum.
1997;40(4):769-74. doi:10.1002/art.1780400425

18. Shugaiv E, Tizin E, Mutlu M, Kiyat-Atamer A, Kurtuncu M,

Akman-Demir G. Mycophenolate mofetil as a novel immunosup-

pressant in the treatment of neuro-Behget’s disease with parenchymal

N

1

—_



SARCOIDOSIS VASCULITIS AND DIFFUSE LUNG DISEASES 2025; 42 (4): 17166

19.

20.

21.

22.

23.

24.

25.

26.

involvement: presentation of four cases. Clin Exp Rheumatol.
2011;29(4 Suppl 67):S64-7.

Terashita S, Tanaka T, Taneichi H, Adachi Y, Mori M. Mycophenolate
mofetil and prednisolone for cerebral sinus venous thrombosis with Be-
hget’s disease. Pediatr Int. 2019;61(9):920-2. doi:10.1111/ped.13943
Ucar D, Esatoglu SN, Cerme E, et al. Mycophenolate mofetil may be
an alternative for maintenance therapy of Behget syndrome uveitis:
a single-center retrospective analysis. Rheumatol Int. 2023;43(11):
2099-106. doi:10.1007/500296-023-05420-4

International Team for the Revision of the International Criteria for
Behget’s Disease (ITR-ICBD). The International Criteria for Be-
hget’s Disease (ICBD): a collaborative study of 27 countries on the
sensitivity and specificity of the new criteria. ] Eur Acad Dermatol
Venereol. 2014;28(3):338-47. doi:10.1111/jdv.12107

Kural-Seyahi E, Fresko I, Seyahi N, et al. The long-term mortality
and morbidity of Behget syndrome: a 2-decade outcome survey of
387 patients followed at a dedicated center. Medicine (Baltimore).
2003;82(1):60-76. doi:10.1097/00005792-200301000-00006

Seyahi E, Melikoglu M, Akman C, et al. Pulmonary artery involve-
ment and associated lung disease in Behget disease: a series of 47
patients. Medicine (Baltimore). 2012;91(1):35-48. doi:10.1097
/MD.0b013e318242f37

Cantini F, Salvarani C, Niccoli L, et al. Treatment of thrombophlebi-
tis of Behget’s disease with low dose cyclosporin A. Clin Exp Rheu-
matol. 1999;17(3):391-2.

Graham RM. Cyclosporine: mechanisms of action and toxicity. Cleve
Clin ] Med. 1994;61(4):308-13. do0i:10.3949/ccjm.61.4.308

Aksoy A, Yazici A, Omma A, et al. Efficacy of TNFa inhibitors
for refractory vascular Behget’s disease: a multicenter observational

27.

28.

29.

30.

31.

32.

33.

34.

study of 27 patients and a review of the literature. Int ] Rheum Dis.
2020;23(2):256—61. doi:10.1111/1756-185X.13778

Hamuryudan V, Seyahi E, Ugurlu S, et al. Pulmonary artery in-
volvement in Behget’s syndrome: effects of anti-TNF treat-
ment. Semin Arthritis Rheum. 2015;45(3):369-73. doi:10.1016/j
.semarthrit.2015.06.008

Hatemi G, Tukek NB, Esatoglu SN, et al. Infliximab for vascular in-
volvement in Behget’s syndrome. Clin Immunol. 2023;253:109682.
doi:10.1016/j.clim.2023.109682

Hibi T, Hirohata S, Kikuchi H, et al. Infliximab therapy for intesti-
nal, neurological, and vascular involvement in Behget disease: efficacy,
safety, and pharmacokinetics in a multicenter, prospective, open-label,
single-arm phase 3 study. Medicine (Baltimore). 2016;95(24):¢3863.
doi:10.1097/MD.0000000000003863

Saadoun D, Maalouf G, Vieira M, et al. Infliximab versus cyclophos-
phamide for severe Behget’s syndrome. NEJM Evid. 2024;3(11):
EVID0a2300354. doi:10.1056/EVID0a2300354

Adler YD, Mansmann U, Zouboulis CC. Mycophenolate mofetil is
ineffective in the treatment of mucocutaneous Adamantiades-Behget’s
disease. Dermatology. 2001;203(4):322—4. doi:10.1159/000051781
Kése O, Simsek I, Pay S. Mycophenolate sodium in the treatment of
mucocutaneous Behget’s disease. Int ] Dermatol. 2011;50(7):895-6.
doi:10.1111/5.1365-4632.2010.04505.x

Greco A, De Virgilio A, Ralli M, et al. Behget’s disease: new insights
into pathophysiology, clinical features and treatment options. Auto-
immun Rev. 2018;17(6):567-75. doi:10.1016/j.autrev.2017.12.006
Furst DE. Leflunomide, mycophenolic acid and matrix metal-
loproteinase inhibitors. Rheumatology (Oxford). 1999;38(Suppl
2):14-8.



