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Treatment progress of biologic agents in Beh¢et’s syndrome

BAO Hua-fang, GUAN Jian-long”
(Department of Rheumatology and Immunology, Huadong Hospital, Fudan University, Shanghai 200040, China)

[ Abstract] The pathogenesis of Behcet’s syndrome (BS) is unclear,and the clinical phenotypes of BS are
complicated. Interferon-a and monoclonal anti-tumor necrosis factor-a antibodies has improved the prognosis
and the life quality of the BS patients with visceral involvement, but there are still some patients who do not
respond well. Other biological agents have achieved some clinical effects in BS patients. Anakinra and
canakinumab can improve the uveitis, mucocutaneous involvement in BS patients. Secukinumab may be
effective to the mucocutaneous phenotype and joint involvement phenotype. The BS patients with uveitis,
central nervous system involvement and vascular involvement had a satisfying reaction to tocilizumab, while
phenotypes of skin and mucosa, joint and intestine responded badly.Ustekinumab seemed to be eutherapeutic
to refractory mucocutaneous involvement and uveitis.Multicenter large-sample clinical trials are necessary to
clarify the efficacy and safety of these drugs in the treatment for BS.
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ALV RS2 B, BS WESZ Ry B BUS
B2, HATHER I — 20897 T RN R RS L5
P o] ) C A s T e R ER PR T ) L T O3 AR
FITROREAR . AW R, W T4 K (interferon-
o, TEN-a) F1 58 [ BT P K € N 1 o (tumor
necrosis factor-a, TNF-o) HTA , 203 T BS k22 2
B WS . 2018 AR BRI BT KL i B 8
(EULAR) ¢ T BS 945 B A2 W' 4fE 95 TFN-o 5%
TNF-o 4 #il 7] (TNF -« inhibitors, TNFis) H F i J7
BS B 5k R 5451 R OCHY 32 B BS W) R B A &
P 4 B 9% HE 72 8 ] TF N-a 518 e 5 BP0 5 MR
PEIMLAE 7 3E R 28 R G852 R BS S8 AT
FEREHT TNF HUAA (&R F) H A pT i bl ik AR B ht) , i
ik 32 22 03 A8 2K AT 2% JE A TF N-o.

{HJZ , 48 79 1 HEFF IFN-o Al TNFis 9 28 4
Pyl R0, % I AN RE Y 52 Bl097 R0 25 1 BS AL ik
FHART Rl A2 W AN B o AR 2 — B o3 N JIE 32 2R 3 Y
X HT TNF -o BLHTIR T 17 BN BAR B 40, T TNE-
o FPLI LG WIBIT I BS A R L N 602 (2020~
90%6)"7 s A SCEE RS A W RIA T BS 1Y W5
&, BSIRYT RS T R F B ft it =%

BS Zm ALl ik YA 8 BS 1 &k A AT
B 5 BT 5 18 A e ZKELAE OG . IRBE IR R A A
b | A TR O T R A 38 A A O Y B SR I
& HLA-B51 . 11.-10, 1L-12 3% #& B2 (IL-12RB2) ,IL-
23 Z AR (IL-23R) .CC b H T Z RS 5 55 =
I 5% 3075 IR T 4 (signal transducer and activator of
transcription 4, STAT4) . W T MW & K [
(endoplasmic reticulum aminopeptidase 1, ERAP1)
A [ s B 3% ) 200 0 5 4R 3% A 52 A S0 i b (keilller
cell lectin-like receptor subfamily K member 1,
KLRC4-KLRK1) 8™ o i %% 2 Bl #A K 2 BS
KM R R A1, Th i B 40 M Thi7 20 i #1655
P T 40 M (regulatory T cell, Treg) A4 2l fE 2k 2% i &
TR H BT E SR BS 1 f g R R AL A F
L S AE TEB S I B S g M B i SRR 2 5
BS % % A 3 B KRB - R 58 5500 P51 00 OB [ A
TIE R G, A A R A B PR (A T -1 TL-6 R
TNF-o) #1618 WP 5 2 48, 5 30 Th 46 M5 1k
(40 Th1.Th17.Th22 434k ) Fl Treg 4 ii 335 T 4,
T A3 b PR 20 L B A0 A A T 2 B R S
WA HE o AN, At S 92 A0 A T 1 B 92 By L S

5 BS B R A KR ALHE B M CDS T 40
Emg A NK 40A " yd T 4l %%

TL-1 7 %1l 51

IL-1  IL-1 585 0 3 2T RE 5 5 K fo 95 i 247 il
RIEA G o TL-1a A TL-18 Ao Bl & B0 5 28 = A9k &
BRI 50 B 51 TL-1 32 AR 45 Bt 71 (IL-1Ra) 7] K 4R B
Wi IL-1 521 HE 4B R O 2 8 AEYyr ki T
BT AT R g s . BEE R L 1IL-1 2 5 BS
K, TIL-1 KL R 22 25 Pk vl R 52 ) BS 1995 #L i i, BS
B A A B AT 43 A K CE I TL-18. TL-18°8 H &
HEAE B B 0 A2 R 40 i PR, 3R B AN
7R B ST D B R B I 1 (caspase 1) R, P
BB TL-18 )5 5 HAZ R TL-1R1 45 6 1% 542 &
fF5" FERAE =

IL-1 44 % AT, PUR JUFPELIL-1 2 88 85
AW R EOH F BS MBI 80IR YT, AL FE TL-1 22 4K
5 B 70 ] AR 1 9 K (anakinra, ANA) (Bt IL-18 42 A
TR A TE [ AR R B 2A 31 (canakinumab, CAN) A1 3¢
IL-18 A U8 5 v B 470 74 3 fR 241 52 45T (gevokizumab,
GEV). —Iixf o] 2 &% H 5 R4 TNFis flAr ik
BT TCRA BS BB ANATRIT I0F 58 & B0
28 ANA 100 mg/d B¢ & 1 IR/NRI 28 R iR YT, 2
BB (8/9)FE ANAVRYT IF i 1~2 JH 5 A B hir , {5
A 8B 4 (29.00 +21.65) Ji J5 B — = Z il
RAEAR B %, 78 ANA X BSIBIF ARE 5 2 % .
o {51 £ 5 Fp 3 9 M B ANA VE S AL B 9, AT it R
WM RN, M E N RN . Emmi S5
ANA ()4 H 7 & 52 CAN, AT DLk 5 e ) %F
ANA S P48 2% B35 0 AR 5 4 e a1 1] B, ) el s
XFCAN(2 4~ A 150 mg) G J7 ¥ i [ B ASHE & 19
Wt o 15% 832 ANAYRYIT IR E M T )50 B Jik
SR, 4% %2 CAN [ #H R BN B . 5
FE— T A 6 ) B A5 R B, X e AN fili
F R R 100 mg/d 1 & 200 mg/d 19 8 # H
JiE 5t 97 (65 % ws. 74% , P=0.01) Al 4 1 8t 9 (10%
vs. 22, P<<0.001) A5 B, F B 15t 97 75 & B9 TR
R (P<C0.001) 5 1 £ ANA ff ] &= 8 i &=
300 mg/d I F8 SR U O #E — 20 s . b s
N AR e i A B AN A =R R N B
P B R B PEIAE . £5 b ANA B AER YT
F 2 200 mg/d, 78 0 T AR A R IR RS R AT
PIAS 3 2 4 U AR
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— 50 [A] P 5 A T ANA B CAN R YT
BS WA RCH: B R SLIG YT W 52 J] HLAE — 4R Bl 1 b
T R FHEMAAT T (184, A A A TC B v 40
(18 1]) o Z5FHE , TL-1 WX BS 67 A %L, It
FL3E T BS 7 46 B8 ¢ (A5 2 o 21 b 4 28 i ¢ 3R 7
A7 66.7% , JC I AL 5 16.7 %) s 2 4K 1) iR
&L B I 2 AR 56T R A BS B YT ALK
fEo M RAE SR A BRI F - AL R N
(n=5) N (n=1) JEBEFLIRIE (n=1) B K
PR ¥R (n=1) F1 L PGB B YL (n=1) . ILAM, ANA
IRYT BS ML R AR ST AOR BT ANA (150 mg/d)
SRS (B8 15 mg) FIBOK A (1 mg/d) B, £
K L A TR 1 AR R 1 RE S BT AR L 1 44
BHE M ANATRYTY o A JE 20 H 80 T i & v ik
AR GEV J&— R 4R AR B T RS, T O
I 5 N TL-13 45 Gk Ml IL-18 ByiG¥E. 76 11
WG RIS b, GEV nl Pk 45 i BS 201 4 2 15 58
LI 5% 08 FH O 500k g o 28 [, R 7E 22 0 i T
I PRAFF 5T P, GEV H K B 35 B)A J7 £ 2205 M2 1k
W58 . SR, GEV R fE 1T K 55— 1 %4 I
952 R B RL A D A IR A R
(1 G

TS I M FGF BSE e A
—EIT R, ANA FII CAN 0]/ UEIG 1 BS B2 ik 52 2
VR A 25 B (0B I B, AN HERE GEV T BSHR
J7 o ANARYT MG BS 19 % 4 Pk AL Svk 4 75 ik
— BT, YT T IL-1 3 HRIFE T BSHITR £
R /INREAS HLBE U7 I 8045, 5 e IO B AL G R 6
(randomized controlled trial, RCT) LA M K 3] i 17 12F

— I
TL-17 #5151
IL-17 IL-17 F Z B & B T 40 g 17 (T

helper cell 17, Th17) 7= A= , 4o A] iy 40 Mg 75 1 T17 40
e (eytotoxic T 17 cells, Tcl17) . yT 40 jg 45 7= A= .
IL-17 G5 i 6 B AR (IL-17A~F) H1 5 4 32 44 (11-
17RA~IL-17RD M SEF )41 il . 1L-17A BRI A 11-17,
£ F B f g2 M s 1 & 9 AL bR R R AR
A G5 %S 5 m, 1L-17 5 IL-17RA 1 IL-
17RCIE M52 R 52 & ) vl G NF-KB \MAPKs 5845
538 BT RN W A MR, A T — R RAE R
N o TL-17 0] 380 TL-8 | B A% 8 1k DR -1 b e 4
M A 7 A KRN T o 55 R R AL I B

A FEBE AR AR R PR 4 I Th7 40 i 1 B RS
Kbk ELRE 41 I (innate lymphoid cells, ILCs) , 45 4 7%
20, B8 ) 5 98 4 IRV PR R e N R R
SRS LA 1L-17 5 BS &0 B S 1 3h %
YA 6 16 BS B35 03 IR 55K IR v L 40 % 1fi 24
A K2 40 B 5 1 R 2R R KO I B R T A R T
B, R B 36 30 100 BS B8 3 3R 5K K7 W i Tk
A 38 2o 175 5 v R R 2 R | BRI A AR RE FR AV SR AR
R, FE BS Ak S .

IL-17 49 &) 7 & B & 0 5B (secukinumab,
SEC) &4 AN JEHT IL-17A B s e fi 4k, ol i vk £k
HORTIL-17 A, BHLWT 5 52 UK R AR HT, 3000 T O 38 %
M 36 4 E , © 8% b 1 FH 36 97 4R i 9 565 %8
BE SR AR S 0 R B A R RO 2 B M A G
W o Di Scala %%} 5 il {ff H SEC 697 19 BS &
FHEAT T YR A 5T, 1 4R Af ] SEC 300 mg/
HIFE3 N HNEH T8 I K ;41 SEC
A7 150 mg /89 BS B FH o 2B 1555 6 S A
KRN EEG M A BIE K. R kB E R 2 B 1
6 I H K ik 2 58 4 % it 19 O B SEC 7l & =
300 mg/H JG .34 H WA %8 2% . xR
o2 (2/5) H 3 R B R PR T R L R
W FLYA RN . 4584 R,SEC 150 mg/
HF1300 mg/ H 30T 208 XA 1k BS TR R B A2
1M SEC 300 mg/H Al %5 5 BS B3 %9 16 3h )& B A%
FOG 1 0E R B . 2020 4F — 35 £ v [a] i A
ZET R T A5 BIMEIRME BS B, & LAE 150 mg/ A
1300 mg/ A R R, SEC X B fik B B8 1 56 35 2 8
BS B H AR (3 H N 66.7%BS 53 114k I Fn 5655
i A8 G e fE F SEC W 2 4F B 4F 5% R O 100%)
300 mg/ H 7 & A4 B JC ™ 5 ) A OGN B R
N o RS, 249 B E A ] SEC 300 mg/ HIRYT 6
A A T B A Bk T R e (O R B GE SR W)
1 B3 AR IT 18 A H JE B R &, SEC I 2 4%
R & 5 R AR 5 1 M) AR A R TR RS
25 A, LR — I A 118 15 BS %5 2 JE 45 19 T 1)
I PR AF 55> & B, 5 22 BRI AR LG, B2 R 4 SEC
300 mg/2 Ji 5 300 mg/ H ¥ A e ik B 3 24 R (i
7 B 9 52 R ek /b B A5 P B 58 40 1 245 1 40 ] B 5 A
TR T 43 BEAR ), B A B 1 Fi Bl i FH 6 G 92 400+ 741
VA o T R R R RN A A L T R
b R SRR R L AR UL AR B R - R R
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Letko 88 47 RCT 58 o bb 4 7E 1 [ Yo 4 ) 25 it
2 S8 I K SRR T ST SEC 19T AR 4 4
PRIk FTAALL2MHRE . MY
300 mg Jz F 1S AH e, SEC 30 mg/kg #1 10 mg/kg
i K S AR B RN 2 (72.7 %0, 61.5% ws.
33.3% ) FIZE f# % (27.3% .38.5% vs. 16.7%) o 32
(86.5%) FAH A 1 oA BN R, fie 0L i)
L (32.4%) %57 (13.5%) MBI % (13.5% ) ; %
WL R R R R S AR (8.1%6) FTAR 1 A A
(8.1%) . ZMFFEHER , BRAIF ST b iz T ST 45 24
75 2 AT R 25 W 3R 9T R BEOR R e e BE R Dk U A
SEC X 3 8% e 1 45 45 A5 28 (JC BS) VAR YT 8 T 5
WA, ZEEAGAERBS B hIGIE ., HAl
TL-17 $0 1 75 04K 7 Bk 541 (ixekizumab) Fd ik &
Pt (brodalumab) i K WL 5 BS #H 5 1 SCik iR 18 -

H BT 58 32 718, Bt TL-17A 8 58 B 40 /& SEC Af
FE KT K R R SR A R G Y R A BS U E AR #R Ik
TS SECIARITIR BS Y7 8O &0 T T4, A
R iE— RCT WF9EHAIE

1L-6 7 1l 51

IL-6 TL-6 2 By 22 P G 7 20 i (4n T 9k 2 48 i
B bk 8 40 A | oY% 40 R0 B T 2 A ) 7 A 0 AR R 4
JL R -, BE A2 2E Th17 40 M 431k, o fe 2% 3k 4 1 AR
MMM EAEGR, 2 5BS KRB XTRME
MK B Ik e S5 B IR 1 R R AL . FERE AR K
Al F -3 (transforming growth factor-B, TGF-B) Bl
ERR TG AL B0 46 CD4T 40 i 431k K Treg, M i
BB S AR 5 7E TGF-B A TL-6 [/ 3 S F 1)
G346k Thi7 20 Ml 42 3F 5 0E 7= AE . &S 1T
FE oI AL IL-6 BUiA, 1] {2 1 Foxp3 Treg 4 il 431k
HLAMH Th  Th17 % 85 T 40 M 53 46 , B ML 52 55
IL-6 304 5 H T BSYRYT o

IL-6 47 4] 6Bk B 41 (tocilizumab, TCZ) H
Pt 1L-6 Z PR N5 B v BB AR , T3l i Ry R v 45
JIERT 5 M TL-6 32 44, R BEL BT TL-6 {5 5 5% 5, LAB) 1k
IL-6 4 5 A A8 9 B I o — T 11 1) oo X oft 6 3 7Y
BS & 1 I BF 58 & B0, TCZ 78 3 AE M IR
PE# 2 BS B % R stk (11/11) , 2
151) 8 5 1658 8 A H S 184 H IR &, 76 i 1 B 4
WERS FN G I TCZ 2 b8 J& i 1 IR IR B A E T A
B R KA ™ A R B R R . Deroux 457
XF 4 XA P BS B3 1 0 4 H 8 mg/kg i TCZ iR

J7 9P X 11 BE F TCZ iR Y7 METR P BS 9 SCHR AT
BVEE IR TCZ X BS A R34 5120 10076 (4/4)
M73%(8/11), KL TCZ n] AR BS %55 1 3 , 2% it
B FR R AR R L b 28 R e 32 SR ORIAR 4 R 4% L B X R
M B 2 BRI R o A BN R < 4 4
B AL L) R RIS KB R RIS, SCHER ] i
B9 11 B B T AT 300 (27.390) 40 53l K A D 4R e e
Jit 95 00 rb R 4 B K 2D . Atienza-Mateo 2PV % 11
IR BS 3 H TCZ, & B TCZ ff BS #j 4 I %
PR A R HLARRSE 0 e, L 8 491 58 4 G2 i L (H X R
22 B AR A0 3 B0 (1 i K A BRIt 95 L B IR v AR G
RIS 2018 FH B R AFH TCZ, 1
8] 2 7 EE A AR, L BIRE SE T R — TS
WA 47 1832 TCZIRYT I BS ™ 455 . TCZ fifi
BILTFr A IR Z H(24/25) PRk 252 B (6/06) Al
MRS (7/7) W9 BS B85 15 2038 , SR B 58 4
Bt 97 (8/21) K BRI 28 (6/14) M 15 32 B (4/11)
YA DL Ty 3, — AR B 2 B
(6/21) F Bk (2/14) FER M E o 561 (5/47) 8%
A R IR 58 2 6, 2R Bk Ik 1 ], 2k 1
JERZ 10, R RN 1 RIS HE R FEER A
PU TCZ X HETR PEIR b 28 A BS A 20, (B A i
TR R W RMpiEZ REE . D Lg
T HE i RCT g — 11

TL-12 . 1L-23 48 3 # 1 51

IL-12 F= 11.-23  1L-12 A1 1L.-23 J& F 1L-12 41 Jig
TR, TL-12 F1 1L-23 () 25 6 0 2L AT TL-12 FK
2 e DR - BT Y S O RRRRAE o i (TL-12p35 8§
1L-23p19) Fl B 8% (1L-12/1L-23p40) 4 i . P & P 4
p40 3 FE AT [A] , A TL-12/11.-23p40 R, 1L-125
IL-12 Z 1K 45 & % 5 JAK2 1 TYK2 1% 1k, § 3
STAT4 fH Al STAT 4> F# etk . 1L-23 Z k(5
S Sl JAK-STAT il i & 4 B FEEHT
STAT3. IL-1215 516 F 495 5 IFN-y 77 4E ¢
P Th 20 5 5 B 25 5 1 1L-23 42 9F Th17 40 g 531k
IF A JE TL-17A IL-17F A1 1L-22 7= 4= o BR Th 4 g
Ah TL-12 F1 T1L-23 4 i 38 32 9 757 3l 56 % P 9k 2 4
JiL (A2 45 NK 40 T 40 A A1 ILC 40 i) (9 T fg L ok
P8 HE JRy 0 4 40 9 E 7= AT . BRI OE O 4 UE S,
Thi . Th17 40 Jz 1L-23 IL-17 5408 1 + 2 5 BS
F4 & 9 WL T 0 B 0 B . E H AR £ 5O
AT 4 BE PR 20 SCHR A i 3R W, TL-23R A1 IL-12RB2
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FEH B B9 25 AL 5 BS R A ALY

IL-12, 1L-23 #8 % 47 6 A 6 5F 52 9 Bt
(ustekinumab, UST) Jy £ X} TL-12 #1 1L-23 245 p40
W3 1 AR AR 1gG B v B BT i, B TR 97 28K
VBT R VR B VR T R OGN 95
P45 &5, 2013 4F , Baerveldt 25 4 IR iE 1
BlUSTIRIFT AN BS B #H ,ZEHE N39S HAL
PR REAR R By - O 15t 97 2B B e 0t 0 A ) R
JHe R 92 LA K T i B R BH A BR BS A1 8 £ A AR T s
R WP R R, T2 0.4 J8 2 R 41 UST 45 mg,
VS5 B 12 8 10 BE R B e BS LR e VR 5
it IR 349 % W e e, AE T B A R YA T R A
T YR T 2 364 H B 28R . Lopaleo % 1E
2017 4E 4R 3H 1 19 36 % 4 Pk BS HBE 1B AN
15t 97 T W& N AE |, A0 A% 6 S 8 0 1 RV 7 E U
TSR B Sk R BPTIR YT RO SR B Ok MO L1 %2
P ANA (100 mg/d) , T AT AT Il R E IR 2 3
i UST W67 JLA IS L 35 IR R R JBRAE AR % B U5
O A W B TR RE R R A BN R
— 1 Z2 o0 i BE PR BIE 5T DL UST 3R 97 £ A XA o 1
JE T 9% BS B LA 12 RS2 A B ol BT Ak
L SRR TR 12 71 24 A 4 91 60.0% Hl
88.9% 1 B Tt LR, HLEEH DR B % A E0s b |
P T 2l BE VE 43 B, ZE P A2 B U5 124> H 5 L 26 Bl
HE(86.7 %) 552 USTIRYY , #/8 UST IRJ7 BS
MR DR B A R, 7RI E (233%) S T A
KRR, B 0L A & Sk (13.3%0) , b AM A A 0 |
V5 R B R o 25 b, UST o] GEXF BS MEIR 74 11
JiE 5t 9 A B 15 97 R KR i 748 R 2 T R

11.-23 3 22y Bt B 3o 52 40 i 7= 2 L fR 3F Th7 43
b, 0 TL-23 B 7 A 2 T BS IR . Vb Bk
Pt (risankizumab) J& 1gG1 A5 Ak B 5 B T4, 38 4o
5 IL-23 19 p19 WAL 455, BB IL-23 XJ Th17 40 i 1Y
PO A FH, WTI BEL BT TL-17 1 T1L-22 %5 48 i K 7 4 77
Az T S SR 9 E N, © 3t A TR i s SR JiE o ¢
WRMIBIT o H T I v Bk B PUIR YT AORE MR
Il PR AFF 5% 1E 78 #F 47 (0 R 0L HA J7 BS 19 BF 52
il .

Hith

Al HE R FZH AP (rituximab) J& —Fhix
A R/ NP 5 B bk A A 5T 4 i
9 CD20 Bt B 5 5 M 45 &, 5 80 B 40 % % .

Garcia 55 2 38 A Z 1 BP0 IR 7 1 0] BS Rk
i 9 5 A8 5 I E BB R I R $E R R 2 T
E IR T 1 248 BS 19— Rl A 2 5, HOE U 2
Wi PR R TR A B 38 e SRR A . — T4 A 20 B IR
BS B H 1 RCT #F 5845 48R, Bl 2 8 i i T
1% G2 A 2 T 00 (3 JE A T+ e M4 -+ AR 5 Tk e e
driRIT ), %™ I 1 BS IR A A, fiE B L
3 BS HR A 4 155 R R I 9 1 20 B (20.4 + 9.5 ws.
12.1 % 11.0, P=0.009) , 9 ¥ J5& 1fiL 45° 4 A7 Jr ¢ %, 0
BIFRTE SO R B (P =0.057) . 11HIBE D, R
KRV & AR B Ry« 5 R4 (2 B1)) (i e (1 91]) Atk
S5 (L) R R (2 69)) o 41, Zhao %5141
16 BS B 2R 2 8 SBUIR YT I, B R B I AN 56T
RNIRTALE SRS S | B R A PO
JIRZE I BS 5615 BS (#1Z BS fIHR BS H — & J7 34

BT e 08 B B P 5 (abatacept) & 40 i 7 M
T bk B4 40 i A1 2 L JL 4 (cytotoxic T-lymphocyte-
associated protein 4, CTLA-4) }d 7 5 43 () 5 41 il &
A, AT T 40 A S 4 B7 4T 40 i Y Rl
P, TR T 48 B 1 3E 9 CTLA-4 #1 PD-1/PD-
L5538 %, DAPe s 00 4 4> B T 40 i 3 pE . BT i
PO T TNF 25 90336 19 BS Kz bk 25 B A48 A
NI A — BT

M4 f 4 CD52J2 — Mol B ik bt 76 T .B
IR B 40 RN G At P 40 T Rk . BTG R
(alemtuzumab )& —Fh A JE$T CD52 FL 58 B4 A4, 7]
BT 40 MR B 40 A A R . ST R,
BT £ B BT 3 00 BS R I TR A e 2 IR
T4 52 SRR IR, R v M ok &2 & 1k BS R L
T — R AR T RGBS BUE B PR Y
Ji 45 G TR T 400 R oA L 3 40 S A i T B
729 DL B ABR S e A L2 ki g, bk L4 200 P A
Uy A Bt R 4 I AR IR 3, LM B 4 A BT
w5 BSE AW WA . B YRR S0k T
IR TE BS FESLLE M H ik T HL b O 40 R 08 R M T
TE 25 25 00 (8 UEAT A PR AS DA /N R KU
W 0 — 25 AT 8 BT B DA s
WFREYE . W BB YT JCRUW ™ BS BUE v R
FABAT A BT

AV IL-2 0 BEAE TL-2 B0 o 2 — A 5k 4
i DR 3 ek SRR T 40 32 40 R NK 4 i
SRR BTG R RS . S EARE
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Wi kB, TL-2 AN AR 2 40 M I 1, ade AT AR O B %
PR R VR o /N TL-2 SR PR ) Th17 40
I Wh Treg 4L, 124878 T TL-2 Z A BT A AT A
2R G 52 B AL /R R TL-2 97 2 E
TARIT AR A B GBS, W KOG R V5
PERHER RELIRAE . — TN AL BSTE
WAL LRl B B RPN 46 24 E Y T ~ 1T a Wil

R1 BEVHFEARET

Tab 1

PRAIFFE o 2 0, /NG TL-2 X 46 44 H 3 1 B )L
AV I RE kBRSNS R B Y Treg 40,
M B i 1 o AT, 13,020 (6/46) AT H BE
AN B RN, B A A R FB e 6 B R R I I R
H #7771 4 1L-2 38 97 BS (9 11 99 11 0K 38 36 1F 76 i
1o 2% A W il 390 4 20 FR 9T A A0 BS & R TE
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Features of the biological agents and their possible indications in BS

Anakinra Recombinant human IL-1 receptor antagonist ) —— -
IL-1 ; ) Mucocutaneous involvement*"?", uveitis*
Canakinumab Human IL-13 monoclonal antibody
. . Mucocutaneous involvement ", joint
IL-17A Secukinumab Human IL.-17A monoclonal antibody . e L
involvement
. . Uveitis"*?", nervous system involvement 27>/ |
IL-6 Tocilizumab Human I1.-6 receptor monoclonal antibody . [321
vascular involvement '
IL—12/ a a a [40-42] .o [40]
L 23 Ustekinumab Human I1.-12/1L.-23p40 monoclonal antibody Mucocutaneous involvement , uveitis
-29p
Nervous system involvement' ', uveitis'**’,
CD20 Rituximab Chimeric mouse-human CD20 monoclonal antibody Mucocutaneous involvement'*’, joint
involvement'**’
Human recombinant fusion protein composed of CTL-4 . / o T
B7 Abatacept P P Mucocutaneous involvement **! | uveitis "/
and a fragment of FC domain of human IgG1
. Nervous system involvement *®’, uveitis **/,
CD52 Alemtuzumab Human CD52 monoclonal antibody > [s0]
vascular involvement
. Mucocutaneous involvement, joint involvement,
Not clear Interferon a-2a Recombinant human IFN-a-2a .. . [3]
uveitis, vascular involvement
Infliximab Chimeric mouse-human TNF-a monoclonal antibody -
) ) All known phenotypes of refractory BS™®
TNF Adalimumab Human TNF-« monoclonal antibody
-Q

Etanercept

Human recombinant fusion protein composed of TNF
receptor p75 and a fragment of FC domain of human IgG 1

Mucocutaneous involvement, joint
involvement'*’
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