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KEW JAKpHIF); B F Bk R; EHR
hES%ES R593.2 XHEkERIRE A

H S e it — K] R R ZHA G E 4
By, H R KAz S22 Hw WG PR R, Janus
T 2 BRI (Janus kinase, JAK) {5555 3 Jo i i
WG A F (signal transducers and activators of transcrip-
tion,STAT) i %2 5 2 A B S e MBI 1Y B AE
Ao BT, JAK 306 30 B A I PR TR 9T 2 e
JRPE I , CLAE R M B2 48 BRETS HJE os F E BEXLAE o
b, —2 JAK 450 8% FDA/EMA St 1 697
H B e BN , B4 2 KR OC T R VRS i OG5 4
(psoriatic arthritis, PsA) FIRM: 05 . T 25
M, JAK R TEIR YT B B S e e Y ] i ]
0 G K R AE o AR ST JAK-STAT 342 7E A
By S PRI B JHRAR T b B4R P BIL TR S AH IR 74
RIEATERIR

JAK-STAT {5 218 %

JAKs 2 M PN 2 F 1% & 158 1 i ( protein tyrosine
kinase ,PTK) , 24N 1k, TEMFLah Wb K 8L 1 4 Fh
TR JAKL ~3 FI TYK2' . JAK-STAT {553 B 4
WIEZ 5 T MG 5E ok GRS RN T, B AR I
WP R E FUR K E FUWEL D ORI A A e
FpEXEmED | H JAK-STAT {553 [ 2 £ Fh 40 Jifd
PR AR A PR 7 AR R A ) B A Sl B, Ut
Hh U JAK-STAT (5 5@ R w G 25 T A
B S PSR I A R TR, /N3 T BB ) JAK 1 5]
5 H B S B P T g L FERE TR IR T IR
LA B JAK S A4 JAKL/2/3 Sl FIHEE R e
(Tofacitinib ) , JAK1/2 $J 1 | I ¥ 2 JE ( Baric-
itinib) 22 %% J& ( Ruxolitinib ) , JAK1 1515 15 A &5
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JAK-STAT (E S BB E B & 2R &R E R P E
H

I S e i e LA X B Bk A fais
IS 2 A B H S FE oI pdE . H S
PRSI B A RRIE S R A A 4 B 480, 2 5 Hrb iy
RANEANAL P 56145 A0/ R (interleukin, IL) 5+
12 (interferons , [FNs) 2 IL 401 1L-2 . IL-6 1L-12 . IL-
21 1L-22 IL-23 5405 an TFN-y 2H i i 4 i A
5 1R T R T 2RSS A B R RIS .
3K B AZ ARH SR ZUAST JAK-STAT {5538 i 47 {5
S JAK-STAT {5 53 46 75 4% Foh 200 i 5 1Hi %
(N RIS NN 1 (B NN R N
32 04) 915 5 5% S rh B R SR Y, I o
TR 22 RS B )V 7 10 BRATURE 552

JAK #MHIF 7 RS I BEIR 7B Hr B 2

AL AL (systemic lupus erythematosus,
SLE) & —Fh Z 8% B R4 21018V A B et
o, B JIRBN B JE M R GE MK RS F 24 E &
Gisz FETHN B, B R DRy Im IR R B, AL
%) 12 R 20 B A5 48 P g TR A ST 2 B R A 5 AN
SRR, FOIRZLBEARHE (discoid lupus erythe-
matosus , DLE) J& f¢ 5 WL B 2o 78 B2 Ik 21 B AR s
i, 2R A R - an 1L 16 1L-17 (1L-18 i IR FE A
- (tumor necrosis factor, TNF ) F1 IFNs 3 53 £ i 48 hE
B2 5 KBRS . 1A IFNs 577 2 3 1L
SLE % (4% 0o BL i, T %Y TFNs 38 i JAK/STAT i
PRIEATAR %1% . 18 DLE b, 52 AN RUR I 36 5 40
JRL PR F- (40 TNF-oc A1 IL-1) 38005 35 40 B A 2 R 20
JE R T 28 TFN-oc, T3 Th 4R R I 20+
2 IFN-y, IFN-y dF— 2538075 JAK-STAT i %, fe &
W n | TEN 8 428 5 PR 1 e s 80 48 1 o i) 7™
A Ak R F CXCL9 1 CXCL10, 532 CD8 + T 41
JHL AP IRG  3k R B Y T 44 i s ek ik e O T
5 R ) o SOE B 40 B B 24 512 T DLE [y
BelkRm™
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Janus B EY TYK2 5 SLE b {2 BRZIBERHAE ( cuta-
neous lupus erythematosus, CLE ) #§5¢, — 1 Janus
ity 172 el 30 5w e /Y 10 b Wi Rk g v, 8
FZ N IREEGRJE 2 mg 1 K/d,4 mg 1 }/d, B %
R/ d TS 24 JAnE, 52 BRI A AR L, 5
JE 4 mg AAE ST I AN B IR AR 15 1) 22 it 75 T AT {8 3%
25 U RELT B IR I e B AR ) 53— T
ik BUE 2, Klaeschen 25" 3123, JAKL/2 41 1 71
BFRR S8 o R S OB A B b AR 5 R T
(CXCL10 #11 CXCL11) py ik ol 3% iz B fi5 . Wen-
zel 2P IIRGE 1 048 BB JE IATT R RELLBE
AR, LLESFSE S JAK 3615778 CLE i
BRI R — 2D Y SRR

JAK #I30 7E B A2 o) 2 A

B VA & —Fh A B S B , R U AR
P H JER 9 728 FIL PR R S5 1 o B AR 8 3 A 4 A
WG ST T 3R B0, FLRILER 2 | 9 B 420z JEk A 1
A AT ZR 5 S B R 38 B, 3R W] T AY IFNs
16 B LA 9 Ko 1o R ek 2 T A 1, 1A IFNs
5 IFN Z AR5 4 W% JAK-STAT {5 538 i ol T
701 W SRR 2 i CXCLY 1 CXCL10 Jfi%
1% CD8 + T i g, 5 B FUE iU M i 5 B 52 I
7, [RVIF 7 A 25 e PRI PR, X Se 0 i A 75 16
JERE S A 45 T S A0 A ZE 2 240 M R

Leandro 25 [ JAK1/2 il 7 42 2% 8 J8 1697
4 BIXETRVE R LR B3 3 4 R 188 B H g
PR TR, it 3 A A N IRE R JE 30 mg,
1/ VRS, HEE A5 LD TE g ik B o3, [m] g
M 1T AT KPR T R, 55— R W 1
MRERE)E 10 mg 2 /d,iGYF 1 4] 13 2 5K %)
ERIR LA 2 A A, BB LA (visual an-
alogue scoring , VAS) M 5/10 &% 2/10, 2 R 15
BN EVES) (disease activity score, DAS) M\ 4/9 [#351] 0/
O JRIER RIS, Paik 25O HGE TG IR
7 K LA I — ARG IS P I kM e PR 56, 10 48] F2
IR EFH O IRFEEFEZRR 11 mg 1 R/AIRYT
12 J&, H iz 5195 B AN ™ 8 35 %4 ( cutaneous dermato-
myositis disease area and severity index, CDASI) #5535
LR A AR, [ A JAK-STAT 3 5 Ji 4 i 37
LT (CXCL 9 F1 CXCL10 ) 5 KL £ i) 1 3% F B
A 2 T SEHGE T E e IR YT Al AR R E LR AT
B, —IEgE T 11 % gl AR R L AE 1 IR B
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e 6 mg 2 /A, EEHRYT 6 A H 5 HEZ K DAS )
5/5 W& F) 0/5; 55 — Tk s Y mER R (4 ~
8 mg/d,2 W/ d ARIEAHE K Btk sl ) R T4 1
YHAE R R LS, 220t 24 JE YV ERER E A YT,
CDASI A 526 1 25 T 1% i )T e TR s
THER I HE P (IP-10/CXCL10 ) K55 SR PR AIE,
Hodr 3 B EAEIRTT 4 R RE R IE R K, kL4
R T TAK J 50060 Bz LA Bz A3 934 7 VR AE

JAK 5 77 7 $R J& 975 5 7 2¢ ¥ B B

PsA JZ—Fpg M s T B RAE R OC T 48, Al
STV FIAS T3 4 5 45 R 1475 0 A T T A
st kA U g R 4 95 T R B ST R e
HL A R B N Sk B RR T, B iR 4n
JfL Th17 4 Tl 20 Jf £ £ 40 A 45 G0 558 200 H 1
FHREHSGPEIEE, 5T 8 R 1L-23 IL-17
IL-22 IL-15 IFN-y ¥ 55005 &5 , HAH 5 4i i
DAl it JAK-STAT 3 62 5 %5 . B4k 1L-17
AT JAK-STAT 3 f# , = Fi#ak sl B+ 1L-23 /]
W3 JAK2/TYK2-STAT3/STAT4 38 & HE/E ™ .
TE Rz KB, JAK 3 500363 77 4R s p i 9 B 4 R T
2o

I 3 HA R AL RBP4, T FEk B A X
JEEAS P LR R AR 8 5 B R 8, LA T8 s B it T
AR ™ B % 45 %0 ( psoriasis area and severity index,
PASI) P43 L IR IT BT RRAK 75% (PASI 75) R ¥7 544k
PRo —IRBFIELS I BoR ) AT 16 G, F0uk B A
5mg.2 W/d, FE AN 10 mg 2 R/d DL K2t 5
2 Yk/di) PASL 75 43 51°439.9% . 59.2% }% 6.2% .
H—IRHE T WoR T VR IT A 16 JA I, 6k B A
5 mg 2 W/d, FLiEAI10 mg 2 R/ d SR 4 i
PASI 75 53 511°439.9% 59.2% J% 6.2% , %5 5 7,
FERAEATRE I 0 AR B R R . ) — T H e
P v 2 B 0 R A B L 2b e
TE5S 12 J&, O IRE FR e 8 mg 1 ¥/d, 10 mg 1 i/d
AR Y/ d 1 PASLTS 43051k 42.9% 52. 1% |
16.7% o 55 —WF G ET TR e 107 A B 9w 1
SPROHEAT T i 52 R BOITAR", LA H R s
FEEFE $X (nail psoriasis severity index, NAPSI) 34y
FLIRYT AT R AL 75% (NAPSITS ) Ry o7 5046 b, 7655
16 J&, 54 EHE L, 0 IRFEE B AS mg 2 R/d FI
FEERE 10 mg 2 YR/ d B HRE IR E] NAPSITS (16.9% ,
28.1% vs 6.8% ) , 2 BIFLIE T JE AE WA 10 003 40
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SEATR S — A B R S RE I A 2 I MR, L
PRI LL R MATAT 8, R H W2 R E 2
— 20 JAK-STAT i 42 J2 22 42 A 40 I8 -7 (40456
IFN-y) JE A5 5 1% 3848, TFN-y 2 A 28 IE 1
TR G B A0 i PR, BOR B 22 Y IR 4 3R B, JAK-
STAT {5538 % 0 0 7545 10 1 & A & S bl %5
FEAEH, AR A TR — T TR
FERMFCERJEIRIT 3 B B BRI IE A
ZER SRR, O IRAGEE R S mg 2 I/ d JATT
SRR B BRI P T 96% , Hih 3 o]
(2 GBS0 1 B 28 ) 1677 J5 BBk 1A 2
RAETH I o 30 3 e 20 AR A7 I FS R R0 2L
STATL #1 STAT3 @R ALK K, 697 S A H A,
STAT3 % 1k ( phosphorylated STAT1 , pSTAT1 ) 7K F
1.7 +£0.64 [%% 0.076 +0. 056, pSTAT3 /KF
1,74 +1.05 f& % 0.1 £0. 092 , 77 JAK-STAT 3
HRIE S T8 kA K. R, 2 4 2 & P
TEVE B IRES 7 B T HEEE e Smg 2 Ik/d R
8T IR D RE R 5 mg 2 W/d
FHTIRIT 2 ] JAK2 578 1Y LA LD AN I 3% 224 ( pol-
yeythemia vera, PV) & 345 R B & 1697 G, 45
T Y R R B i 2 B AR A5 B R [R) B B Y 22
R — AR R s, RS R
20 mg/ dRIIATT 1 BIMEATESS TR .

JAK 77 7£ 2 Ge 4R 40 AE o B4 Rz

2G5 F AL SE (systemic sclerosis, SSc ) 42— Fif
H B e M , 28 e B IR 45 4 2 2R 2% b N I 2%
B DA R AR M A2 e 3G TR 2T 4 Al 7 1 s 22
A5 FRAE S SSe (9 K ML AR & 4%, W K T A
IFN,IT #Y IFN, IL-2 ,1L-6 F1 IL-23 f¥) 23, i Lo 41 fifg
[N 72952 JAK-STAT 3429457 . SSc 2 11 e Jik
R UL BEAIN ) JAK2 O 83X R JAK 58 %
A EIAYT SSe AT (5S40 A,

H Al JAK S50 %5 SSe Bz 45 9V FHAFAE S8,
PR SE hdIR T SSe [ #2325 JE 200 mg
2/ AIBIT 6 A~ A, LLek B A9 Rodnan J ik 3% 53
(modified Rodnan skin thickness scores, MRSS) {F -k
FEROTAG . —TRRFseas R R gt D B e AT
6 /A J5 MRSS 5L Jol] i 25 5 (31 43 ws 30.3
G0 A —TRRESEAR H FRE R S5 5 2 R
Lo, P JE 4L MRSS 72 S Ll fEGe it 2% B o i
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2R (DR RIECh +0. 10, 22 4 b
% -0.16,P =0.098) . 1M % —#BAWF5E TR,
JAK 7 el 36 SSe Bz #51, — I A% 7 A7 o 5 J
X SSe KBS BRAE T |3 ] SSe B Hrak
1 ARAR S5 8 100 mg/d 6 A s, T4 (R4 19 MRSS
YOG (R L 14 MR E 10 4y, BE 2 i S
O3 4y, i 3 8 S E 3 ) . Spiera %
TR JE (400 mg/d) IRTT R SSe i P
BRIEIRIT 12 A A J5 H MRSS f L4 it B % T
[(22.8+10.2) 3 vs (29.42 +8.6) 43 ], MHINFEE
BJEVRYT SSe Ml h, —TWF R RN
5 mg/dJGYT 1§ SSc 35, 67 40 d J5H MRSS B
B, S ORFEEE S mg 2 /d,2 AN A
J5 HAS A 5 B0 T R I 2

&% &

JAK $fil 7 & — 288 i 1) 254 , JAK-STAT 38
SR S MR A PR 1 T W45 538 I, 404 ILs (IFNs
MEF AR T, A B G PRI RS RE 1 95 95 &
S ML A 0 R 43 4 i DS 3 i JAK/STAT J i & 5
{5515, BT, B8 RPFFEIESE, JAK S5
SIAYY SLE | Jz W% (PsA (457159 . SSe 1) B Ik i &
PR T —ASBIR YT 7k ARATY T KB BE AL IR
i AR 36 A BH A Rt B 28 4 o
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