B 49 % 51 HOM OR ¥ % M (B M) Vol.49 No. 1
244 20234 1 H Journal of Jilin University (Medicine Edition) Jan. 2023

[XEHRE] 1671-587X(2023)01-0244-09 DOI:10. 13481/j. 1671-587X. 20230133

BBRXRZEAGY BT RER

Research progress in systemic drug treatment of vitiligo
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FERES @0, (EDRH B o 8 2% i i) 7)o A0 7 R o 4
—JRIT B, BRI R, AT EE ST A
() 7 A AR B R B BUR IR OT SR, HEI TR 2
BT NEARS T, FES RLLT UM © H RN
i i 97 5 (oral mini-pulse therapy, OMP) . i#
S5 R O 2 YA Al oK A B M ZEOK AL 5 mg, 1T T
e A W 58 PR 9T 1~4 4 H B A R0 88% ~
89% . @/NRIMIEEIT IR . WIS AR 24 H
WIE WA JE 0.3 mg-kg '-d™, TG4 A W E, BT
SAAEZy, BAERNET. 7% T, Qi K/
WY . WA R B IR JE R 0. 24 mg-kg '-d T,
B 3d g, BHWCE, RT3 ALY, AR
H93.0% . @FfFFEM (& A% b K R FE S
WU o W RLEE 5 58T 1. 0 mL A1 0. 015 mL-kg™
MEMBITIRESN, BH 1k, B3R, A
HOh82.3% . © K R S P3R4 TR Bk vh Y
o HEAT 1R I 3 d i 22 f ] 500 mg-d ™ 3o
R e (JL#E K 8 mg-kg '+d™) #hEKIESIGIT .
TE AN [ AFF 55 56 %0 ~86 %6 1 & 30 1 9t XU AR o B
EAAmB R Y, R E T, KRR, &
B, EEAE . R . O WAL R AR R R RN
SN /U

HAT M RIG T r 2 A 25K
2. 7 R QRN UR R B AN, IR IT O
B, SR B RIBITIT . RGN R B
FARIT B2 RSN 5 1T 245 457 68 B [ A4 0 78 22 741
EAE, KGNS RBIT TR RBURg . B
fife B ZE L . B MR B S R R A A A 2
MR RN . B, IR E AT i — R
RE % i R IR B #E F B3R IR T AR T AN B
N R IR IT T & o
1.2 WHEHED (methotrexate, MTX) £ & B K& 5
vag g A MTXE—Frmt i &b 254,
e g A R SR, I DNA A
S, mAIRYUME 2 Y, HATE HTIRIT B B R
PEGR , AR B . BRI . e B
FERBE ST R BEAEMFSR Y R MTXREW
[ AEC A1 J& 1 A R 98 3R BE R F o (tumor necrosis
factor-a, TNF-o) PFHE CD4+T ik E 40 B 1Y o),
W ARES I 40 LA K 6 (interleukin-6, 1L-6) &
RCHE PR R A, B MTX B R H 48 . s
PRGOS AE N o EREKUR SN b,
i~ % 2 (interleukin-2, TL-2) . IL-6 fl TNF-o %
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& 2 A ML IR 7R B A FHE, Wi MTX A RI7
F1BE XL P BE . 1998 4F SANDRA 25 7 8 ¥k 4% i
L) P A 28 R DG R 0 0 e 3 s R R 3, il
HMTX & 7.5 mgigIr 3G, HERAE IR
I B E A, AR, WA MAHMTX (54
12.5~25.0 mg) IR 97 K2 1 1 XU 0 4] 412 3
Z1~161ARIF e ABEE @, H AR WS F ™ &
YW OR RN o FE 2 0 R ) o X R R S
B AL T bR 25 i W58 0 o, AR MTX IR T 4
(B J8 15 mg 4y 3R A 25 34~ H, 54 10 mg)
BEH OMPIRITALIT A Y . T MTX 5 HAh
G ) AR R B, U R Yl R
BARAF I b FE ot R, P MTX A Ak R
7 S S B AN BEHEAT YT 1 1 KUR IR T AR
Ik

1.3 RBRFEGRREFFHER HMEL—
Tofr 22 L P S 8 A0 AR 390, T S 49 e BELIT T 440 i =2
75 S 1) 40 338 5 K oy AR A TL-6 . TNF-o 25 40 i 5 1
(e U A T A T AR B A 2 AT R
i 98 XU 725 & Bl C D8 T 3k 2L 40 it DA T VA T 11 98
o A — T A AR B 7 B 2 A0 M- A R A 4 i RS
HEA G ARG, B Eh AT 2
A XU I, I Y R RS AN RE IR A
£ 484k (narrow-band ultraviolet B, NB-UVB) ¢
S7 I, AT 2 TR ] PR A0 2 AE A RO B A T T
B AE—T0 g A 18 {3 ik J T AR T B P o AUR
F 12 JE G T RS 2 B R AR R, A R
HEHS 2R HARAME, FiEHR3mg-kg -d',
6100 M B 3 s KUt R 45 0k, JLvh 8100 1 AR A
MERIE , UL IR A2 A AL RE 98 FH 1k 2 9 19 F
&, RATUBESHAREH ORI Y. L
WHEFE T, AR BRI A2 R AR, AUR A B 6
B R A 2 BN R .

1.4 BELZEBHBELQRREF PHRER U
27 25 W T T 2 Rk P A T R AR L A R S A, S
TG AL IR A0 A UE T, 9> CDAHT bk B 40 i
CD8 T ik 4 241 i Fr B A% 200 Jif 3E A 4% S 355 7 1T &% ¢
GEMHFIER. Bare Ao " R g
FZ WG E % vk /> CDSH T bk U 41 it 76 Bz Jik 4 41

R4, H¥THEy (interferon-y, IFN-y) HAHM
WAER, B AT TR YT R . fE — A
50 151 i Jig 91 Ak 5 B o AR R T IS L Rl AL AN
W& Bk s, DR H B e (sl
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w2gd) MR ZERM (RR#EZ2dH R
2.5mg) FFLk 64~ H Y RERH 1k 1 R A ik e 1L
1.5 A2 EQRR AT PHER  BimkEES
B — Bl ELAT G s 40 A R A B A R, 38
DNA . RNA FlHE [ 5T A R, 3#E 1 0 ok 228 A
HYREFE AN G4, 7 A R I IR . — TR AL XS IR
WFoE Y HL A T Ak 7 T B S G /N R A
s 11 ik (0.60~0.75 mg-kg '-d ', Hx K|
i 50 mg-d ) VAYT BRI AL, AR BN
WA HEE V8 55 4 B S Ak 2 7 VR B AT 3 8 A AR, e
AL LA T B 5 95 ) it — 20 i0F R o 5 — 0Bl ML ) R A
g8 R T 28 6145 52 OMP A 97 Il 27 f5i) 11 IR 7t e
WERY 100 mg-d ™" VAYT iy i R ST AR 1 B AL o XU
iR kAR A, SRER: OMP R
T T s R 2 1 il 12 R el 1 X5 o s R O 2 B 1 R
S, BN SR ROR T OMP 7 %, (H AR
WA EE AN R s g B/ T T T A B W TR U R U
FUWE Bz B = 0 A2 B .

BIR RGNE N B AR | W 22 2 1y TR R e
NEE 4y 5% G 38 00 ) 700 £ /N RILASCBAE 5 v R st B A Bk
P9 XU R S i 1 52 8 iR T VR L (R RR KRR A
Xof B 5T 2 — 20 Bt 245 0 1 A R R A

2 REATDHETEER

1R B 5 9] 15 700 L e B K L R RS TR L 2 TR
W T 2R 5 ] A6 B RUTR T A — MR, A
TC 5 B 081 TR T s XU B AL BEBIF S .
Wb, AR RS2 e v, e IR R A S —Rh R B G
J7 B, MR 1S e e ), AR Tk
EEL 00 A ol 2 R I 2 T N -y 45 45 b 40 it 81 7 0 S5 4
., BEREECE AN e DI RE, B S IR T R
AIHE A 308 nm #E4r T 0 . NB-UVB. Jtfk2:97
RAN B IR AT X G TIR YT Y BRI R
— 0 ER A RN A0 P B IO N o TR, DA
P ik BRE VR HIR 52 S5 R G0, BB F1E NN
PR G e 500, AT R 30 T bk B 40 A A R T
RETE TWRCU4NME, B4 Tk gnpgicis, {2k T ik
U4 A W D fil, DT ORI A A I S e T e . B
¢ R R D I B R B R O AN A
¢ NB-UVB Al i T F IR YT o

3 FfHKMITIRTBERER
A TT R — Rl N TR YT e AR I e A
S P 528 P N B Tl A\ G DR A A5 IR I
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YERAL, SRy B iy . iafe. iR
BT 5 2 EAE 7 7E R 8 b i S fk
A (H.O,) 7KV Fhir, 4 Ak W 1 A il 3% P 4 ot
AT Lh 4 0 Ry 308 4L Ak 3 S I R A - KD P 2% 4 i b
13 T BB 2 P KR A R R I EEE AL 2 — o Rl
1T RE A% 1 o 2R 240 TR M, BRI HLOL A 5 9 40 i
PHT-VER, naim T A0 i Y 18 FH 5 8/ 200 N 3
SRR, DT AR B TR R A0 M e 7 SRR N S G .
WAL, 7 R & B H, IFN-y BB 48 55 4
CD8- T ik [ 4t A 28 52 Bk i fA BB iU A, 5 5
Tk W F (CXC % JF) B /K [ chemokine
(C-X-C motif) ligand, CXCL] -10, SH B XN
B IR, H RN BB A H CXCL-10 8] IFN-y $it
PR ATl P R R B R 6 S AR AT T RE A A /N BT
H i IEN-y {5 5 15 5, & 2 150 B A1 i 119 A
PEHT 0 A AN USSR ] 3 kM T
40 mg-kg ' EARAMBTTIGIT 4~6 JE I, AT W ER F R fi
i CD8T ik & 40 i /Y % it wk 2>, (1 55 B &
RN

H A== oAb VTR T H 9 XUAE £ o 5] 41 15 S e
RARE A AR —. NOEL% ™ B Wik T
141 55 2 3 4 vy AR [ ot iE AR & A H 0l 80 mg =
AT 5A HIE A A E A, ZHANG % 7 )
T 56 PR R IR 20~40 mg-d T R AT,
Hovn 345 g 3 BRSO A IR R T AL, B9 Ak 2
ks o E— IR AL . UL R R ) R 1130
e AR5 0 b, WRIT AL R R R IR
40 mg EARMTT 1A A J5 ek B K 1R 80 mg = &
T 54N H, X MR B IR, IR AR E
B BE BTG O, R WOR R A IR T AL
Ho Oy — TR AL X B SE Y 6 E T 0. 1% R i
Tl oK AN ZLE RE H 2R AN A0, 1596 SRR A% At oK 42 7L
B H 2RI HBEE E AT 80 mg-d ™' H R AYYT
B, BT 12 A A 2 4 s KR A R A AR T e
AN, H2A B EIT R 2 R G

AE 9 XIS BRUSE R0 RTSR A TP IR T RO B 25 5 ]
AEE T2 ARS8, AN ERAFSE e
HeA 7T 7 K 40 mg-kg '-d ™, TSR TT 7E A
v (4 22 4 50 Al 40~80 mg-d ', H IR K
VAR TT 23 IR SV A AT S AN R
BT, HETWAT 2 T MG T R R A T
TE/IN B IR A e A B B RAE T, 25 2R R .
AP AT 15500 7T B S — PP A YT R XU 7 ) R AR
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o WL, HET AT 7T 2500097 B XL
i BB 9T L S A TT A1 R A B A AR O i PR
.

4 RERFBFTFEER

KPR I — R A B 5 240 DU 3R R Kbk
2, BREARIFWIUEERS, BIATR . A
PR AP G g 8 4 S AR, R AL R i R 52 4 1
WY, ATRESAME] G M N R e . P
F 5 A W RD 9 T SR R 4 R A s MR O Y L
BT, S0 Fh o7 98 A Ay o 5 5 o R 2R 4 i A
PEREEGHEORHE R, B ™ R KRIEHER
FEARSN LG h Be 4R PR R AN TS U, W] U R
#% T HLO, R U 58 A0 2 5 S 19 7 25 200 M 41 1 33
FCRE, AR R R A S 52 48 Ak N TS 5 1 A0 i
T o PRI R 35 1 38 1T AR S — ol BH L 19 XUE e 1Y)
WTEA RARIT 29 -

TE— TG AT 32 9 1F J 0 AR R A
g8 o, S 34 A O IRCK 100 mg-d Y,
29 19 5B Bz U0 A R L AR — TR AL X B T
o, o R A2 OUIRCK I PR 2 100 mg-d R T il b S
Kby 2.5 mg B JE 2 kI 64~ H {9 50 51 108 i 399 1 9 X
S 2R Tk 3 R A o KU A R A R . AR —
T A A2 {5 E TR g XU R B T RE M ) IR A
8, HEE 3N A O KIERE (100 mg-d ™),
33.9%0 F XU AR 45 kR 2 34 H A
2SI NB-UVB 8 # 1, 76. 2% 835062845 1k
HEAEORKEARRABREARE AR E S, —
TR Y B 19 X BE LR BRI 5T v, A 0 AR
TR AT 7 A 308 nm ik 4y F OB IR YT AL 1, BR
AOMRKERRRITARETAM TRIEAKEE
@ ORI RIRYT, et R, XA
MEHEBAORIE . Bk . REMNEmEE
BLAF RO ROV o DL BT 2R BH 11 IRCK i 2R 2 ik
g 42 ) e KU T, BT AR AS R B AL R BB 5
HE— 2 UESE

5 EEMHIFIETBEX

5.1 Janus % & (Janus kinase, JAK) #7 4 % £ & &
R&HFPe A JAK-E 55 5 M i st I 1
(signal transducer and activator of transcription,
STAT) il /& H 41/ &R (interleukin, TL) Al
IFN-y 55 Z f 43 7 S0 47 40 L N 15 5 1% = 0 8 2 5%
o TEFRNMZ R T, TFN-y i F19 CXCL-103&
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K BV Gk 320 B, PRI A P TAK 9 ) 3R 8 A% B 1k
IFN-y f1 CXCL-10 Ay ik, AT IR J7 F 8 KL
HErc Al 0 RFeEE e (Bik 5 mg, i 3JE kR
HIW, EmEEX1IR) Bz EaEX, h
S5 H G 9500 B B E 6 Y, fE—T L ol
Wl B PE B 5 e, 32 A b SR AR IR IR
FUIRFE LB JE 0 8 5 s T 5 I 7 5 rh i 22 b
MG, A, WA PIRERAEE (40 mg-d ™)
I KO R BER il Y, SRR B
Ifi 35t CXCL-10 K F#AIR, AR, BA RN
Z, ABAF2G 12 A J5 A XU (6 D 38T B
P& 7R T R T B 2 AR 1 9 XA o 1 S R
BT ) 0 iR TAK 410 i 55 7T g 25 S 250" 5 R R
AL, PR AT R A T B TAK 30 50RO
PRI 2 58 FH 25 5158 1A B

52 TNF-ad##H AN EGRRETFHEA
TNF-aje—F EZ G B w40 i #0036
T b U 400 7™ A 0 40 B S, o ml el B R 4
L FEZFRRAE . IR [ B G e e h R R
AR . HEBESE Y R TNF-afE AR
AAEMO REMEM . — 5w, R R
A U TNF-o 06 PR3 0, 2 25 40 2 7 T ik
CLAH AR & 7, Y 55 AR 0% 5 B0E B XU 64 (Y TEN-y
ik, 2 AHLE1E S R R A0 M D) R R A R 1
Aomk, B REMMIT; 55—, TNF-a
BE % P0G AR E M T Wk B 40 i (regulatory
T lymphocytes, Tregs) K&, Ml x5 2 & 40
JtL 7= A AR A T 9k E 200 RS P, BRI ROAE L 7E P
IR g ok A ke B LR AP VE T . A 9 SRR
BAYT . MR PG K AR 2k AR BT A TNE -o 410 1 500 36
I7 R i, (AR [R5 iR 7 ROR 25 7 3
Ko 78 343 TNF-o 30 il 57036 57 1 8F 58 2 o,
12451 3F 5 399 11 0 XU v A 1L ) sk R
WA RE BT R E 6O, Bl Y A
T Z2 A9 T AT 3 R BT R e R A R O T A
SiE A 5 9 1 ) 355 i 11 e DX i g KL R O
5.3 AteathhEaBRRETPHER ME
XF L KUAIE 58 B AN T IR N, R 8 22 1 9 XUAH G 1Y
Gy IR R B L B, B R IR T RS AR
Wik & . HREiHL IFN-yfifk ' CXCL10. #fk

W¥ (CXC 2 JP) Z k3 [chemokine (C-X-C
motif) receptor 3, CXCR3] Fi ik ', CD122 i
TR M 6 4y T B 38 (damage-associated
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DAMP) - 5 X1 51 32 1k
(pattern recognition receptors, PRP) #4717 "7 |
Wt {5 5 il # F1 4% ] 7 E2 #1 2 ] F 2 (nuclear
factor E2-related factor, Nrf2) /4t % fk X I JC ¢4
(antioxidant response element, ARE) il #% # i
AR ) 25 Wy S AE R A sh AL R R YT
P XU B G 1o P IS, (AT 5 0 0 K A A i R
WEE LA E— 25 VP Ak A RO M2 2k

6 PR RRIET BB

a- BRI M R
stimulating hormone, o-MSH) & — {2 i 2 2% 41
JiL B B RN PR R A L PR R . BEAEREY Y R
F 908 XL R I v B R 45 P o-MISH R 3% U5 % Ak il
2R KRG, $8R FBXUR B A B TR &
i

BT 5 5 K2 — A N T R o« -MSH 25 U 4,
SRR E R, Rt e e, B R i
BRI . BEG . WAL, DNABE
PA T RAERIAE T, HATTE @R M T,
AR R YR B 500 T 20 40 M A vk B b w2k
PESRRE 1 21 B OGRZ S8 8m 1R yT . 1 —
WA T 43z KM s R 5, 45 7B
B KA A 1R 16 mg [ F S BEA 2 2~3 1k
NB-UVB{RYT, B B#H¥E LA N s B2
o TN A 55 1 1 KR R BEAL LS £
T EsE P, B KRR 1K 16 mg B R ST
BCANB-UVBIRIF 5 M ARMERE, MHRE D
BT 5 A NB-UVBIAIT & o Bl i BRI AN R R0
FEARIER R RARDIE . BE. L. 1.
ZhMmk g, BT KA T FE R R S
BT 120 M A B iR b DO e PR SRR A ]
FE 8 A R Ol B A R RO R R — 2B
5%

7 EFMFETEER

P T D0 3 ek A A RD A R AR ke R U B8 1Y
A A= 2N 1) 5T AR Bt A A I i s T S e R 4
VF 2 VBB AR 3 2 3 008 F8 AN R B XU IR T
FABRTT
7.1 RELAFILEF AL T BB (epigallocatechin
gallate, EGCG) E @R &7 P AR EGCGE
GRS EETEEMAEYEEERNLEY,
ARSI Ak e Bt R DI RE, BERE IR T bk 12 44

molecular patterns,

(a -melanocytee
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WA SR e R . A BFST Y IESE . EGCG fE
AR R k= WA N A /&R R RN 2 YA N LN R VA 4
H,O, % S 4l i v, IR 9815 1k 2% 1% 5 A A0 1 3
F1%) 2 2 240 0 v SR AL I 8 R s AR, FE AR N R R
FAM R ER T R A LA AR E . sh
g8 RW . R 2% 5% 1 10% B EGCG FL
BT T B2 R 5 5 4 £ /0N BRCEL A D AR N
MABRERTEN . LR -R: HIREGCG #&
BT R 1 R IR T A — e S B VE L, (R E
FE AR R RIF ST
7.2 BAEEBHEORREGFFPHER WMT
HE 7k F D RE 5 E SN BT T B R A R
Wt/ % ¥ 8 ({5 53 %, B 0% 30 i HLO, 4b 3
10 A 22 A0 P O P R R RO R T, SRR R
AN 34 5 R RS TG B, PR R A R A BT A
BAIIARIT . AR ™ SR EEDRZY
F R E RN M EREA X, —THA
30 B 6~17 2 11 9 XU B 1 RS R E AT T B -
1R 2 24 28 D RS Al 5 55 W) BE B3R 7 B Al A
fib 72 B2 F] BB A AL AR F U BE A (S, AR — TR
A8 {51 ¥t B A6 W5 & 1 XU v R EAT I B A
BEDLIAEE ™ i, BRANFE 5 000 TU 4 4 3 D #§s:
SAH, AENEEARE ORI TAEERD
A

Y CAE B IRIT h A e il . — 0
M, ARG R iR CREIE IR Ak 3Rk
M8 2> DNA 451405, Jf 38 3 8 20 B i i 41 ok 4 4%
MR SRR, MR R R4 AAERCH R
AYUEAEN . 5 —Jrm, AR ™ Bon. 4%
A2 2 C R i T8 N 1, AR O VR A 4 A i
W, AR AR TS L, MR B R, B
AEARIRE . —TgA T 160 41 7198 X # A9k
BRI ™ R mgEERCHRES ML
JRICH M . R 5% HLO,37 S 45 1 XN B
A, B T4EE R C90.35mg kg '+d ' HEBIBIT 6
Jei 71N BB 451 4 PR 2R 5 i JE I B e AR Y o 188 41
PR H oy R el e R CL R R ()
YA E R CMAREA L1000 mg4iE R C
3L, 64 H G 341 B s R R G B g 2
S, YOONZE i diA: 3R C R ML E AL
e St T S B0 F el RS, B BURE SR
A FE0.5~2.0 g4 K C.

ik RER—MIRIAEELE R, H& [
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BRFIAIRE S . —WREMLT BEBFSE Y B 1R 4E
4= FR E 5 NB-UVB K& fif J i 42 88 ] NB-UVB &
HEBE AR E R, R R GE A R EAE N FB A
BRI AT BE A w1y, JEEATLIER NB-UVB Y
ITR

7.3 BETRBRHEGERREFFHLER HAE
A ST TESE AR I ) 8 0 4
HUP Bz 40 16 S Ak 0 8, v B R A e, O Bk
UVBE S EMIEN, 0 BA —EnEEER,
AL REXT 1B KUAIR T A — R fi kb . 7E— TR REHLAUE
IR, 2541 3 e B o R A SR 6 4 T R IR
F 120 mg SR Ay iR HCYy, v 20 41 8 BRSO
PR, Hop 1o B T 75 %6 5 E ARG
BEAE

7.4 RAEHRANEGRREFTFHREA KL
WEFFAFIN, DRALKEER . «o-BEm. 4
AEFEBL2, MR RN E R A 8 R AR E SR AN
Xt KR T A — B VR . A g K B
Rk, BE L ORNRI 22 5 25 W) BT AR A 0t HOA YT
KUEE ). HRETEFRANA R E Z | 7RG FER
LR RIOVE N2 A R TS A T O 2 R
FEUESE .

8 HFEFHETEHEX

B AE S PEIE, MRS KRR 20 L AN R AR
I FIAS [R] 5 5 302 PT S8 FHAS IR B PP 23R 97 0 1R9T
T, BRI DLIRR O B K AR,
5 A W LAE A B ARG ARy . X B
RGBS T R IR 2 P I U
syl PUR AL COITHURL . BARER | 28 BRI B
A AT OF R MR W) | (2R
XA A (AT 25w o ) KA ) Rk 3y 2R
FAEM (A E IR ML R RE) FZ LIRS
FOB A AN, A sl ol i AT B R A
J7 H R R 2 b S W A 22 T R B BRI R A
For, R X RN B —E AR T
8.1 AFHIRFNAGRRAEFTTHEA X
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