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Abstract

e Most of uveitis is a kind of autoimmune diseases.
Uveitis often occurs in the young adults and frequently
relapses. Studies show that biological preparations can
interfere with the specific molecules or pathways which
cause inflammatory reaction process in the body, which
play a critical role in the treatment of onset progress of
uveitis to achieve the purpose of treatment of uveitis. This
paper discusses the progress of biological preparations
such as anti tumor necrosis factor agents, interleukin
receptor antagonists, interferon and anti lymphocyte
specific inhibitors applied in the treatment of uveitis.
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T80 P AR e — 2 58 B B WREAR AR IOk 286 R, B B4
PRI IR A0 1) 0L A5 1 8 P % o AR IR R AR 1) 1t 94 [+
R R FRHE LY | e — 35 8 TR i) i 4, Bk Ay B IR
RCBATRI B A . ISR 2 R ks R 4 Je o k48
“H S e A P T A A ok 2% TSR T 6 4 PR s o 7 B %
HJT 57 (R I) A , FiR Sy 4 4 25 S 48 Bl TR PR o 2 B 2
A DLECE IR, FERR S B 2 i DRI & s AL 42
B IFRIEZ JRITRUR 2 4 B F R SRR i L Dl
BFT . BEE S = i R R TR AT 12 1Y S50 Al
PRATESE , NAUT X 5 25 FSE 4 A 1) oA PRI P 2 T A% 5 B i 1Y)
REA TENHUINR, B ET5ERY, 250 45 15 42
BEIA N BT AR HR AR B PR S e T 40 1Y
H B A E ROBE, o Thi 5 Th7 40 M0 76 45 25 8 4% 2% 99 vh
EFEEAEA LA T IFN—y, TNF-o, IL-10,TL-1,
TGF-B JELIH F M HZ AR S5 2 5 7 45 45 B 48 1 A0
EATT S R AR Y R R A OE

A= R 2 — D BB ARE S 1k B X — SRR A BT, R AR
G A 7L 16 2 )N 10 w1 B | I = (1 B BTN EA S P
ST Mo Horh— e 5] A Z R IR 18 PE R E BIG T I
%o UK IR AR A IE R AR YIRS R U E— iR
1 20 A ] F 48 < B 2 4 1 37

LKL ¥~ (eytokine , CK) 2 F I 4 Y 928 200 if ( BA%
T B NK 4 ) 1] 57 40 ML (15 A 200, 3 B 20 i L 27
HEREANN ) o3 04 0 BAT AR W R RN T B Y B S
PRo MRISLEAG AT BE SN 2 . LA M/ 3R (interleukin, IL) |
F I = ( interferon, IFN ) | £V ¥ ( colony —
stimulating factor, CSF ) . i J& 3K € l F ( tumor necrosis
factor, TNF) . & 1k 4 40 fd K F ( chemokine ) 4= K A+
(growth factor,GF)
1.1 AR L E FEMBIF MR IR E F (TNF) 2
RE T Iohig 12U A IR SR BT A A B R, AR SR TR
[F] 434 TNF-a Fll TNF-B, (1) TNF—o f&— Fl 84 [H
(XFRETRZ) 2 B PE T 240 A0S Y B e 4 i, o
FZ A0 AL, v P b 240 R0 DY R 4 RS 5 B (2) TNF-B 2 —
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Fpbk O L, IS ARG T bk L 40 B 0 i = AR IR L R
TNF G H g 5, FAEE o7, 5 — A A S
fiti (NOS) , JF-3 i 20 0 5022 R IR ZE IO 1, TNF 76 P72
RUf # 2 A Pl E SR LN TE B R 4 A5 1 T
ZE I A A R (45T G, VKHL, JEE e 7 25 I 48 T &5 4%
SUMFRESE ) , LA rh P 200 6 R0 Bl e 240 A S 1)
B (B27 AHOCPEAT B | 1 2E [, RGEMELL TR
WAERF R TR A 5 RN A8 ) o AN B 23 BT b kL
HHE T AT BN LR 055 N B 4, AT TR IL—1 1 IL-6
AR TNF X7 2 AE e e gl it A7 — e Y52, 1]
BUBH T TNF ] LA i 52 50 P4 ) 2 S 00 Do s ¢ 4 47, 7 5
IS A B o v A IR R ( experimental autoimmune
uveoretinitis, EAU) S B RS o | 7 5 TNF -« HUi&nl DL ZE
fift RAE IESE T INF-o PR R A IRITERS . HATH
FHBSPT TNF il 580 A7 5 5% A1) 5 5 s BEHTAAK (infliximab ) AR
BTG ( etanercept ) TR0 BT 328 A PR T B AR ( adalimumab) ,
111 BRAMERTERGE S RFE RS A -
Btk G B v LR , 45 G ELA AR WIS PR TV PE R 25 5
A TNF -, 1] TNF - 5 B A SAE SN, AT A RBORIT R
TRPE ST R 5 B AR 48 R0 9 AiE 14 s 1) 2 T 9% A A
RARAE , JUHAE FH TR TT H RURH Rz B R sl sz R iA
I TCAS AL ] 1 e g S A8 | ) A O T AR B D 1 R A
4 Behcet 514 7 % F5E 4 F7mi [ 1 LR 4%, 5 UL R FH A
BRSO T LR O A5 S A SO | G A AR B bk
PZERRAE | 22 K MEREARAE I RE RS B S . T (1) WG
Fa:—IK 3 ~5mg/kg 5 2wk A5 6wk B HI45 25 1 IR,
(2) YEHEHIHE . — R 3 ~ Smg/kg, 507 6 ~ 8wk 5T 1 %K,
JUERNITE 2h TR SE . T7 RO TR A R £ 38 n 3]
10mg/ kg, B4 245 A1 B TR B O B dwk 1 U, 5 1) 248 o 4
46 BB HIBONR Y . Al-Rayes 255 78 10 151 5 ¥E35 stk
P FE 3 A8 by TS R A B SE BB AA , TR A6 AN SR 2wk 43
W4T S/ ke, oI 1Ak 3 HLTATT | 5% 10 564 Ak
B owk B 8wk MUHELG 2 BT 3a, 45 HAIESE, SR A H
AT BT AR XF IR JT Behcet Ji J& — F & 2B/ M 25,
Lopez—Gonzalez %% BIF 5% 4 B, i FH 9% 5% R B e [ i Ak
(5mg/ kg ) BEAEAT RO T 11 285 B 8 K LRSS 4% 1) 3B 38 A ol |
175 Sl A0 X B8 I 5 8 T B ERE R AR A i % ik 4% BB g 4 47
PO AW . Simonini 257 WFSE T 15 9] JL #E 18  H
TR, (AFIE 5 ~21 & W fig 12 %) TE4 T e R A
PABTIRIT T, TR IR MTX Fl/8k CSA 697, 2473
AIESERAE . R A ARSR A1 ~2mg/ (kg - d) ] /D
A 1mo, FRILAIIFE0,2,6wk TR A EH BB (Sme/ke ) ,
SRIGHF6 ~8wk 1 YK, B/ 30(16 ~38) mo, A 22wk By
PR (11 ~30wk) . %5 1a,13/15 B JLERUS T —A ikl
10wk W8 RZE MR A E Ir A LE & &, Mg R
R BIEAY R T — /N B, 95 % R SRt va T L 2 4 4
JEE AR S — TP A B BIR ST 7 (H T 38R F- Fifi o B i) £ 4
BB g5 . Hosseini 55 )38 T 7€ EEU 1) 3 4 92 50 45
TP B SR AR I PR S 0 SR R B e BB A (Smg/kg) AT LA
BIT R FED T TN R BRI A R .
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1.1.2&AAEL  KIRVE 25 S TNF-a Fl TNF-B, B 11
SH MR F AR Z AR AR AR R MRV AR
F IR ST R AR Z MO RAER SR, K
R L 98 ~ 300h, HAR VY 25mg K T 1T, 2 W/ wk,
IR P AL A8 1 SR 1 Jmy 8 S 1 Sk R LAl R
W B R, B E RS = 7R IR A I A FIEE
1.1. 3 AR BETERME Pk KRR T2 A
TEAC SR TNF - 19 50 e BEHTAR , 7E IR 7 KR DG 1y 48
FA- B eV OCT RA W T R AR N YR i TR
40mg, B 2wk IEA B T, FEJLEH H Y 24mg/m*, fi
IRAR BB RO 32 1 R4, B R WA 5 T
SRPERAS SO i SN | P T S ey Bk 2 A A DAL 2 M
Y Rudwaleit 257 i — TR S M T & VOB 9T &
B, TE 1250 135 2 Vo B FE R A A i B A8 ) 1
FHBA K AR v BEHTIA 40mg B8 1wk B2 R TEST, ik 20wk
HIREIRYT . S5 AR Bk A B v BB 1A T L) B b ek 4%
5 DR | B BRI IR AR BB REHTAAR DB E 1 16 Sl P o Pk A
PR (08 25 FE AR 1) R RE LR, Erckens 26 438 T 26
TG 235 755 o 1 1 2 PR AR BB Lo 17 M), 3R 41 TR 45 T AR
1R/ wk BYBTIA AR BT BEHUR 40mg B2 T WLE, REGEIR
J7 T 12mo, &5 15 HRAYBKZ LA b, 10 HRIA AT, 5 IR
TRAF A 1 MR A AR AT 8 IR ALk 2,7 YA A, 1
AR I3 2 it 5 8 MR B BB K b5 BR VA AL, 3 RS 40 4754 55
R ) B B AR ol 4 B 2 O T MR DAY ) SR 38 42 1Y) B A
SRR 4 01 (15% ) BFE R E 22 11 (85% ) f Tl 14
WG, 12mo J5, MINAIT VB FE TC 1 B k. BFIEES
SR 735 B S5 A B e R T AR A 451 o 1P A 2 A IR T ok
PR T T, Biester S5 b 5% 3¢ B BT 3k BRL v B BT 44 L)
e/ NI T8/ ) AR AR 1 T AR A A ) 2 AR 1Y
2R Diaz—Llopis %5 #E— T XF B8 /9 BEHL & T BE
P RS, 0 B 3K K B g BE TR 40mg 2R WL,
BEFE 1wk —UGRYT 19 BIXMETR PR 49 158 BT 1a, 63%
B BB AE A5 B, 55 % Y S5 2 BB K IR | SR T 8
BB TR i A BRI, BT 3k AR PR e R A B < I 7
ROL T #E— LT

T, HA AN 4> B 0 Y TNF—o 90 751 . 5 22 B o
T ( certolizumab pegol ) Fl X HLR B ( golimumab ) [i] %
e, FEZER YT 4 A AL TNF-a HUIK Fab F
Bt ,Schreiber 25" fIF 57 26 B ,400mg 2 AL TR E &
HIE P B B E IR YT RV R, B AT R A Cordero -
Coma %> H45 T X BUAC BT 76 481 28 18 2 vP 3R T, A7 %
BRI 0L T #E— LY

ESBA105 J&—>JEy L A A TNF - o 4550, & 94
IR R RS B LR BB R 2 W B . Bt Se iy |
SRl PR X P RS 7 e B 19 R B L ESBA105 Y
AR AZ VAR 4, 2 B R E T, 7R X I
Atk Y AT A2 4 R ESBAL0S 763G YT S R 4
58 58 e RS 7 200 — AR

A NBFFE T ISR A S BHTIRYT RIS , 2E T BT 3k
ARG H SV LT IR YT N T 9%  Beheet 7
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GERWILE W) 0] 22 [ 1 2 A (0 SRR B e R B AR sl o
BT Ik A B s BEBTAA ) AT A4 il IR A E |, I HLaxX i fb s
Al R RGURER , B> T 29 R

1.2 HERANEBXEWHF 40N R (interleukin,
TL) B4 R A M 7 A SCFE 1 40 B T 62 98 5 4 FH % 48 i B
T, B — R FES A Y 2R D e O S A I i, A &
ZRN RIS — a2 e+, (1) JericuEM , IL-6
FE G Bl 08 Hp [E] RN S A R R B s AR T T e
IL-6 7K-F-7E 2P A& AR 19 i 2 1 A8 B8 8 1Y D5 /K L
B TL=6 X 5] HR Y S e S N T Pk AE L, Bt
IL-6R HUIAR T A 1T R A B B G52 M i A 36 2R 1 52 30 158
o2 FEEE HLHT (tocilizumab ) J&=—A T4 A JRAL BT 1L-6
ARG, R AR BRI M IL-6R . FEERFAPTTE S M 1
Pl se sz (k45 & 1L-6, 0] TiR97 A B e PEydn .
FERR BT RAE N B — R G ME 25 W 55 45 A H A A i
I 2590367 MEIR PE SRR T R AR P X R
YIAEIRYT A TV I A B R A AR R R SR R I R
SRR A AR ROR ™ FEBRSAHT vT REAE o A 4
FERBIBIIRIT TS (2) 2 R PR AL B A T 1L-17
RGN 2002 4, Hamzaoui 252 & W76 15 3 PE 4
£ Behcet 9% [ 19 MW TL - 17 & 3 14 3, Chi
SRR TL=17 FEPEAT 15 Bl 7 250 I 2R A 1 2 ECO 1Y) i
A A% A M 0 oK P B R, (B IR AR A Y
AR B R R TL-17 £ 0P (T2 4 kR A
SR ZE) H IL-17 K045 m , vTREZ 45 TH0 IL-17 IR
7o (3) AINAST TR — A mR I AE s BT IL-17
UK 1gG1 YRS, AINAST 2545 N TL—17, HIRIH 33 48 it (]
T WG Ve, Hueber 557 B 57 32 B, AINAST HiifA 3 ~
10mg/kg, $IKEE T, FEIR T 20 HOmE 28 R OC 77 4% i 4
JREAR J7 AT TARKIIRCR . (4) IL-1 ZARFEHTH) 1L-1
2 PR AR SRR - A L AR ) B TE M A I
Z 50BN A T E OV M2 2 48, Anakinra
JE—FEAN IL-1 SZARFEPUR], S P IL-1, I 5
JiE S S, Trittibach 265" A8 N 7 £ S A0 A A I &
( endotoxin—induced Uveitis, EIU) B9/ B P R A TL-1 3244
FEPUR, Bk IL-1 B R/ RAEA Pk, (5)1L-2
ZARFESN L IL-2 5 IL-2 Z K (R CD25) 454 , 2 S RIE
SR o IAFIERBAPL ( Daclizumab ) & i & TR JE R, & — b
AL B B S AR, 5 IL-2R A & 26 M 7, v LABH 1 48
E LIV, Sen 25 i RIS AR 25 s, K500 9 18 R Bk
FRBTAETT AR M T A e G 20 T 48 A A B
FHRRITAL, Wroblewski 25 $j 5  Wicif 39 1] 78 R JaK
Y v ] sl 5 A A R A AR T AR 3 R 40. 3mo, BT
la, G5 ER.7 61(18.4% ) M 14 =2 17,6 171 (15.8% )
P RE 2 47, 4 ] B e AR E 9T 1 i B v OB MR E
FEJCWRIE W X677 26 JEE 98 A — a2 I 7 R0, Wl 2 P B o g2 41
258, AT e e R 28U 00, F B  44 i
RMEBE P IR R BT 094 7 880 Ff T IR i — 20
K

1.3 FME HmEEF TR (IFN) IFAEFEH T4 )5 ™~

A — R B TR R S DR S 5 g I ST
REMBEER ., HAPURTEMER, B9 NK 400 0 40 i 24
FH ARG 20 3 A0 20 1t 75 5, D40 e 38 A= A
FIC I A8 A A 45
1.8.1 IFN-a IFN-a A [ BT, 322 i R A R
SR AN M 0K EL A0 L BAA% — AN A Sh AR N LR
A ROt MHC T 2880 1 284 F A9 %35, IFN-B
o T RS, 8 i aF 4R An i r 2k, SR A, PR
G EJE T A2 HE MHC T A 112843 F 1) 338 IFN -y 4 1T Y
T, mIHILA T 400 NK 200077 A4 30 H v i, bt
WEFE, R0 MHC 437 33K AT P &2 4 The 20 i 43
1k A2 3E Thl 400531k, IFN-a B9 % &4 300 ~ 600 Ji
U B2 RS, 3 W/wk, 2B BIAE A& WBAE SE R, Sobaci
ZEYREH TFN-a 300 7 U B2 RS, 3 t/wk, 1R 9T 53
o HIE IT JCRUN Beheet W5 B, La Jo il 15 £ 41 R N
84.9% , B KUK T4 s A 9 B XA IR
B, 5 9.4% 3 5540 3 B BRI IO & AR RRR
W5, 15 5.6% . TFN-a fFR Behcet Ji 1 5 78 B R 1) — 48
YA R T — T
1.8.2 IFN=y IFN—y S AR Fas Fll FasL %35, 7]
A S IO 7 ( BT) 4 FRYF S, W REE AT B
S, —J5 1, IFN—y Al el 15 5 B7 M RL 8T 4140
B A 3G B8, TR S E SN ; 55— 7 1T, AT i iE 1o i R
Fas/FaslL 192354 78 B AR 3 I 10 1 9k L 4T 6, DA 9 3% b
PG SO, I FRATTHEIN | 1F % 175 B0 i, 78 55 28 48 5 A
F (A0 IPN-y) VE R, SL 0038 47 Fn 98 743 F =2 18] 7] fig
FEAE TR, e ZAR R AETHIE
2 I T B 4l B 4 S A U 57U

Thl F1 Th17 4 fE A A e HA EZAERH, H
I, EF 0T T 96k B 448 e A% 0 A7 7 ) B 0T T 96k 20 440 it =% 1T 1)
PR LA B H] T bk A0 s A B 9, B DL
UK A B BRI BN [R) S 560 58 T 56 2 114 /) —
F 4 53 Ak BT 5 A Sk [F] — AN 4 AR BE, 7K CD (cluster of
differentiation) , A CD fy%i*5EL M CD1 fiy44 & CD350, 1]
KBS0 T 40 B 200 86 2 400 NK 40 | i /M
B> T N AN AR IR TR A 14 A
2.1 CD52 CD52 FiXFUrA M B 4/, T 4, NK 4
J, Z2 BB R AT, AR AT M e T, B4 B T R
& Alemtuzumab &) FH F& K 55 2H J% B4 50 [ Hi AR B R A4 72
FNEMEDT CD52 HLst PR, BB 5 R CD52 il
FIANBEARSSE A, DT sham i m RS /2 . 5 2RI 1E 4k
FMEREG,  BTAS B RE B A B Sk 3 7 X6 e A 50 R Rk
Fir TR TS 24 G 0 JR B P P K 2L 4 B 1 13 1M ( CLL) | BB A E
HEAT A ST 3 A 45 Xof = 22 3k 4 I8k B 988 ( NHIL) 2 & b
e K HAt B SR PR A TR B T B BT AR AE — 2B

ST S A A R AT B R A A
(SETE N

2.2 HEMAMEINBEEXHIE 1 ML REAH CHTIE 1
(LFA-1) 7E% 0 40 1 5 S0 20 M AR B AR T s AR rh il 3 —
Pl A U R A PE o B0 LFA =1 T4 T LI A 47 100
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BER BUR R SIS B e BT CD3 B T i S 1
T AN RSG5, BIF5TE 30 3 6 4 A sh WA Y S 6 B
IR B YN LFA - 1o B 50 REHT A RE I8 20 3l ) 1Y
PR K A R R AR 5 1 ™ B AR BE O EL A B BT 17 1
KIS
2.3 BRfEHME CD137  HIEESiA CD137(4-1BB)J&
T TINF s2 M, 2 BERIRAE R 19 T iR L 4 i A NK
AT, CD4" RN CD8™ T bk 1 41 i A 5 11 fe i $ 1t 3
WA A5 5, B CD137 FSCREHUIARRIA YT T bk I 4l i A
Y F B e R . Shao 45 R BT CD137 HseBEDLIARE
{17 ) 2 2 S 0 DM T 9 CEL 00 )95 e, DA TG A o] S
P 1B e M 256 (EAU) /I BB B 4 05 15 0 2
PU CD137 ik HETIEAE TG ARG
3 i B itk B 20 A4 5 14 A D 1R 5
31 MBZEBATELME  FIZH HIEEDUA (Rituximab)
i 44 SR B SR A B N RS UA bk S
PR RY CD20 Bl 45 S 45 & . UL TR B
AR B bk ELANA, A2 H RS B ik 40 A9 CD20
45 JER1 % B AV i e e SOV, TR, BT B kS
2 L 30 S — A L BT S A B, X T A O A B A S
WA E B RIEIT . I A AR Ry A S8 3 1 5
—IRYT Y] AR Ry 375 me/m’ BRI ZA A1 /wk, 2t 4
W IFEGTTIZ ), THTEAZY 60min B n] 45 T (LA 2
(UNEE Ry ) Fndoad B2 (R R AR ) . ARZGHELE
R FH Y 2 A PE AR AT 2 . Tappeiner 250 HR 36 T
1 {91152 Do P A 4 2 T A S e ) 2 B v B LA
RYTIE IR B RE K I AR B 0 ok BE DT 1a S 1 AR
FE o MWEAE FRUL, 2 F B s BT IA BT R 4FAY T 32
P RSO N AR A T L B P 240 AR 38 B 1) K
GBI UL,
3.2 BKEMAERIHEFRATESRME Bk 400
% A F ( Blymphocytestimulator, BLyS ) /& 1999 4F & B #) if
JERBE B R 55 13 7 A% 51, X FK THANK ( TNF
homologue that activates apoptosis , nuclearfactor kB and C jun
NH2 terminal kinase) ., BLyS 14 3= 2/EHJ& il B itk &2 4
JRLIEFE o3 AR A3 AT AR | T B 8 38 X ZE R M RS A
T AT R ORI B AN M TR AL RIS A R OC R, B
BLyS 13 B A v AR i B bk 0 40 M BT 5 1 70 W B &
Uikt Z NI 28— R 50 B B e Mo . FHLIET BLyS
F T BRI OS2 A SO IR YT B B e B AR
PIF Y Belimumab J2 58 2 AJRAL Y BLyS IgG .73
PO, 2011-03-09 3 [ B i 24 i 45 2 ) (FDA) HHE i
Belimumab H FI6¥7 16 shME . H S HiRBEME ( RS2 3%
TRAE) HAEAEHE Z AR EVR T (B4 28 81 B K B R\ DUoE
2 SR R AR SR BT R 25) RRIE B E . H T Bk
Z Belimumab 7E# % 58 1677 11 BYAH CHRIE
4 NG

A=W R A A BRI T TR T — SRR AR T
R TR X A2 455 1) S 2 41 1) SRR 7 JE AR SR R T A
BB = RAEA R BE LA I ARG . HE B Bt A ks
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TAE Y B RIVEHIA BRI 1 & B im RN ], PR FE IR
FrOTIRIS N Bk ANl E B . BEE A A
TLEM A0 S R 0T B A8 B4 A BIL ) A S JRAE B
(A8 73 I — 5T KA B 31 BE B i B A
RGBT I 58 o T8I AN BT AIIF SRR R , A= Wl 70) - i
S [ 1 4 2 A I T ) B (T
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