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[Abstract]  The pathogenesis of psoriasis recently made great advancement due to the
introduction of transgenic mouse model. K14-VEGF transgenic mouse showed many of the
cellular and molecular features of psoriasis,including angiogenesis in dermis, altered epidermal
proliferation and differentiation. Psoriasis of early onset and severe disease showed significantly
increased frequency of the +405CC genotype and the C allele. Transgenic mice with keratinocytes
expressing active Stat3 (KS5. Stat3C mice) developed a skin phenotype closely resembhimg
psoriasis. Stat 3 may link activated keratinocytes and immunocytes required for development of
psoriasis. More recently,a novel mouse model with epidermal specific double-knockout of the
c-Jun and JunB genes showed developments of psoriasis-like skin phenotype and arthritic lesions.

All these data provided more profound understanding in pathogenesis and therapy of psoriasis.
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VEGF & i % & 4 08 A B K 3%
VEGF #EHNEHRIFHERMRERS, B
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43+ F-1(VCAM-1) F1 40 il (] % ¥t 43+ 1 ACAM-
1. Xia BT LA, 7EK14-VEGF HHH
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R TIEEVEGF 7E# R i RriB B iR #£ A
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MIFE SN . VEGF 1T fg & 7% $ 48 E KN A I



6

WER L. WBR AL BT R R 675+

EHENERRE.

2 $RIB{% B & VEGF EFE SNPs

BEAEBF 57 & B4R B % ) #1 &R ik VEGF 3%
m,wE RN A MEVEGE KEHBHE,
H VEGF K F 5 % 7% & ah # B 8 M XM,
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AT bR AN TR B A BRI RS 3% A& Fle-1/
VEGF receptor-1 (VEGFR-1)#1 KDR /Flk-1/
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AR 4R B AR R IE T B BR R 4 MR CSTAT3 Jufa,
B, STAT3 (9 300 72 3k T 1t B Bk 0 AT BB 2
BEBRERE., XK. STAT3C /MR
DB I T 4548 . A B L4 ISTAT 3 il
BE A G IR AR 2% R IBRER . 55,
ARMERBRFENTL(REMTEIBER
YIHE R T REE B T R B A A T 2R
HGRERXEFHREERERBREREIELT
X—f . B8 S K. STAT3IC /MRIRB
e RE IR % 5 AKoebner 5 —3. Bk, HRTH
TR AW, AR RABRSTATS #iE U R EE G
STAT3 T HEEMREREENBERE
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MEARY RAMESTATI RIEE ZH N TE
Vi AR BT B4R IS TATS i 3005 X 4R JB % 119
EERLFEND, SEBTEENERERES
KZBEARERAMSTATI BB, X —
RHIFF BB B E STAT3 & 4% Al fbxt #l
WU, TR B 5 AR B

BB R R R R A R LA I R
RAFENEREFESI. Sano EHHRE
. HHERTEERNRBBRRENIE R
TEEKRT MENEL, XTFEARE 9
STAT3 BY# 1%, STAT3 7E 1 1k 19 f R Al 4
MR AR R T BEEMN R, Z &
HIEH S 58 BRM LK. K5 STAT3IC /h
BUAR BRI E G STAT3 IR ah # R TE M 4
Mo B A AL T S B AR R AL

BREAXBERMAEE LA RKE
STAT3 W TINE A BE  FZERKE T/
4 E TR S B Bk STATS %, 15 11L-6
FK e EGF ®#% HGF i &%, —FMHHIL
-10 R BRI F IL-20, fE RIS A B LA HE B 43
WSTAT3, 7E4R B f Rkt ®x. 4B
W EMRIER T 40808 184 40 W IFN-Y, B R
IEN-7 RE4M ) 1E % 8 BUJE AL 40 B oY 38 A, T 3%
35 B8 B 9 £A R Y B 40 MR X 1k 280 B R XoF 4R .
B % IFN-7Y 6% 5 STATS3 F1Statl Bk, &
A RE 4R JB R M BB R 40 M X IFN-Y B % fR
STAT3 T4 Fi#f—# LA SFBEHRE R E
BRI r=A: s Bt 0G5 A SRR EER
A AL T 40 M43 W 9 AR K B A 40 L R DA K%

HRERAR, THRISBUBRBRREEMERT
FRHPSTATI HEY ., #—# W5 KS5. STAT3C
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5% ik VEGF # K14-VEGF %5 & H /M &
B & 7= 40 B R R B F 3 R B Koebner 41
L8, K5. STAT3C /MR B4 )5 7 4 4R B i 43t
F 5 T KI14-VEGF #%EFH K, I REFAE H KA
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VEGF %M STAT3 #EH 2R (245 ICAM-1,
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4B PASTATS M HR, MIHERERVE
AT T RE R RBR N — N F AT
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WEML, RTRENFEFTET HEFMB 4
HE LA K TNFR1 {55 38 B 500 f bR = o — A4
EREASTERBRIE AR E R, 20
FPSORS4 #a1LH FHS100A8 FIS100A9 £ R
A R R4 B R R R . A
BB JunB/ &L E AL (AP-1) R BE
BLEF /4R T 8 R ik FFE R 4E
B W4 E R S EUR B R RBLIM =AY,

BARFE K c-Jun FlJunB K DR A AR
EBHRERE AR, X — /MR AR c
SJunfl JunB WEREFERSRFEAT #l
B RAES BT, E B i TRE AT 40
W BB E T EEIREAR RIS,

5 R B2
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WELORME B AT A BKIE A G = Bk MR
T R A B 2 AT, fE IS R P R M A
F oMM HF REZ ARG VEGFRM EET
BEEMNE EWUERARFIABEEZRRER,
ENTREREARBHREAFHEERN, Ai R
WIBREBIF A RKBIT . B VEGF
BEZHENMEALSBRBRAE, PR R
WIES BRI AR STATS # @S H 4%
BB E, VEGF 5 STAT3 H LB R %,
MEBEHITHRAMIFFR.
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