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MCP-1 FkACERFEN , F7ik MBS FFHEE 30 Bif Xt 3 K 48 B4 A 1597 1 S5 8 8 9 BB 3 ) i 7
K PBMC, IfiL iR ] ELISA A& o RANTES 1 MCP-1 (9430 7K 3, PBMC 4332 S 58 G B PCR IEAG I 241
MY RANTES F1 MCP-1 £ mRNA BY7KF , FFUEATIRIR PASI PE4y, £ £ ELISA K& 3, 55 B4R JE 7%
HBE M A RANTES Al MCP-1 7K B S 55 TR X HRZH (P <0.01) | )W FHF4E A JAI7 5, BIR Tk SF- 1) i 2
FEAE (P <0.01) ; QRT-PCR #&:ill % X, £ % PBMC 7 RANTES F1 MCP-1 (1) mRNA A% 1k £ 2 0 W v T4
FEXTHRZH (P <0.01) ;3497)5 PBMC H* RANTES 1 MCP-1 ¥ B E &K (P <0.01) . JAIT)E e PASI 48
R, ELYBYT R 5 AR JE R B PAST 143 22 (55 1L 7 RANTES F1 MCP-1 7KF22{H 3 2 IE AP (ry =
0.469,P <0.01;r, =0.431,P <0.01), 5 PBMC #* RANTES mRNA £ ihkE ZHEIEM L (r=0.484,P <
0.01), &5it Bk A %58 RUR BRI TAUR & , L CC Bk R T RANTES H1 MCP-1 (97K F-A] G2 b
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[ Abstract] Objective To investigate the effect of acitretin on expression of CC chemotactic factor , monocyte
chemoattractant protein-1 ( MCP-1) and regulated upon activation normal T cell expressed and secreted protein
(RANTES) , in the peripheral blood and PBMCs of patients with psoriasis vulgaris . Methods Sera and PBMCs were
obtained from the venous blood sample of 48 patients with psoriasis vulgaris ( before and after treatment of acitretin
respectively ) and 30 normal human controls. Enzyme-linked immunosorbent assay ( ELISA ) was used to examine the
RANTES and MCP-1 protein level in the sera, and meanwhile the mRNA expression of RANTES and MCP -1 in
PBMCs was detected by quantitative real -time RT-PCR method. The clinical outcome was scored carefully by PASI
index. Results ~ The serum protein level and the mRNA expression in PBMCs of RANTES and MCP -1 were
significantly higher in patients with psoriasis vulgaris than those in normal group (P <0.01), and was significant
decreased after treatment of acitretin (P <0. 01 ). PASI Score was decreased after therapy of acitretin in patients with
psoriasis (P <0. 01 ). The D-value of PASI score had positive correlation with the D -value of RANTES and MCP-1 in
the sera(before and after treatment of acitretin respectively ) (r, =0.469 ,P <0.01 ;r, =0.431 ,P <0.01) ,so was D-
value of the mRNA expression of RANTES in PBMCs (r =0.484,P <0.01 ). Conclusions Acitretin shows great
clinical effect on psoriasis vulgaris ,it’s treatment mechanism may be associated with down -regulation the expression
of RANTES and MCP-1.
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TBATAE A JATT R =0 AR T 9 28 3 I35 S &M i A
—Z AN (PBMC) HIE & T 40 i 3838 143 b i AL R
1 (RANTES) 2 BA% 4 i #a Ak 2 -1 (MCP-1) 97K
S DAFRT T2 A S 750 o s SR AR I cC AY#afk
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1. ABERRE AR AE 18 Ji2 LU L IR RI2 W B 1
PASI 143 =10. 0 43, HEBRARIE 3T 3 S H Az 4
A TR R I 3 25 B G e M il 70 B 6k 247 ik
RAEFRASTT 1A~ H RS 8 LAt 2R G0 M 5 0 S sk g vk

2. — Rk BEALERL 2010 4F 11 A & 2011 4E5
F AN B2 Bt B B Bt Bz SRS W B A 1) = 4R
JE s R 48 AT AL, b idE AT 30 191, 35 16 1,
14 AR 19 ~51 %P1 34,4 2 b 18 4l
B9 ], 40 9 i, 4E# 27 ~60 %, F-14 40. 1 % i e
20 dZ 18 4, P 2. 52 4F , F i IE R 6 R4 30 i, 5B
15 41, 4 15 6], 4Fi520 ~55 %, F1935.84 % Wi
FEMES AR S GGt 25 5, HoA Al HebE ) I
z1,

K1 LI K ABEERT A —RIEM (x +5)

4151 %k R (S) e (4F)
it HE 21 30 35.83 +8.48 =
S 48 36.58 +9.59 2.52 +4. 14

(il 0.351 4.217

P1H >0.05 >0.05

v | RS )

A RANTES F1 MCP-1 ELISA X7 & ( h FiF#& R
AR BR A A4 4E ) | /] DynatechMR 5000 %4>
A ShEFFR AN 2 . A% RNA $2HU RNAiso  plus,
Wikt ) 8 PrimeSeript RT reagent Kit, SYBR green
FeE R PCR XH] & SYBR@ Premix Ex Taq  (3#JH K
#% TaKaRa Biotechnology 7~ R HEAL) | Wbk B 40 M9 0 B K
{8 Rotor-Gene 3000 2<% & PCR XM &, 5197
S K B LR 145 i PUBMED R 484 A Prim-
er-BLAST 5| ¥ #2 )7 & 11, i K% TaKaRa 2E )2 7]
B

= JRIT

TRTT LI Z B A A B (1 44 07 Ay, T RAEIR
24 ) BVE 1 IRIE YT, BT 4k A 40 86 577 AL 38
20 ~40 mg/d(0.75 ~1.00 mg+ kg '+ d '), EHFH

AR 4R 10 ~ 30 mg/d, TR 4 ~8 JH,
(]S R 45 Jmy R A P 22 28 A A0 B 3% 7K A% R 30CES o
FEALTE 2 Y/d, IE R IR A Y 30 i fat e A R ok 44
TAEIAIT .

Y ARASICER R Ah P

1. 4RI V697 BB Y o M TEIRd TR JRdT R =
USRI 2 ml % FREZH 7 R 2 I BGR K I, 2 ml ; 1
FRASZE 4000 r/min B0 5 min, 3B IMIH R 1 ml EP 4
W, —80 CIHTE,

2. $RHCPBMC : & 5 BIAEIRI T HT IR YT R R
JRFEIDK 2 ml ML, X EEH 15 R s R IR DK 1ML 2 ml 5 BRAs
ZRFE A G IR LA A B, 28 2500 1/ min #5000
15 min , BRI ] (1 R Z , B PBMC, & 1 ml
EP &+, BT - 80 CLRA1F.

SRR

1. ELISA A8 1L 75 H RANTES #1 MCP-1 7K.
K ELISA 320500 &R % B 1 /K-, 74 Fil ) st
VEULRA A58AE , ST bRifE th 4R, AR A A2 450 nm 4b
A, AR5 bR o ih 22 32 BORE i RANTES Fil MCP-1

2. PSS 2 i PCR LA PBMC o RANTES
F1MCP-1 JER K-, ™5 32 B M SYBR green 2 68 &
PCR A0 il W B 454 | SR S 5 1 PCR R
#EAT PCR 948 A5 3 B MR AR [F 48 Ry Ce A, AR
ONE 2 T A BT I BE DAR R e

ELAAL TR . RNAiso plus $2HUE RNA | #% TaKaRa J2
FESERF &I 154 i cDNA, BIWES) & B A
B ) cDNA #1793 . ) W AR &R . SYBR Premix Fx
Taq 12. 5 pl; E RS 1945 0.5 pl; ROX Reference Dye
0.5 wl; cDNA Fidl 2.0 wl; dH,0 ( K B 25 K)
9.0 wl; SN &4 i PCR § AR EFEF .95 °C 30
s TR 95 °C 5 5.60 °C 20 s PCR [N 40 MG, K
W H 53 K 59 22 15 W Rotor-Gene 3000 26 6 1€ 1=
PCR Y, R AR & s v 4 I H A9 55 mRNA #YKi5
JKF-,SG(SYBR Green 1) AT

RANTES #1 MCP-1 X W Z W51 %75 T .
RANTES-F: AGCATCGTCACCTGGGGCCT; RANTES-
R:GGGGCACCTCAGCAGCGTTT ; MCP-1-F : GCTACTC-
CACCTCTGCGGCG; MCP-1-R: CAGCTGCCGTGTGA-
AGCCCA; B-IL 3 & H-R: ATTGCCGACAGGATG-
CAGAA ; 8-l 3 & H-F: GCTGATCCACATCTGCTG-
GA.

7N JT RO EE BH e A

R A5 i Bz 408 T BR B ™ B 45 55 ( PAST) 347,
P B RERAVARAE (2188 20 858 ) SEAT 00, 1



i aBm R E 2435 (B TFRR) 2012 453 A% 6 %45 5 8] Chin J Clinicians ( Electronic Edition ) ,March 1,2012,Vol.6,No.5 - 1219

JREREEELITC R PR RE 0 ~4
I o MK AEEBIERENG PRIT R 43 A v A T PFA - I PR
JGAT N PASI 343 R =95% ; WA PASI 43 T [
=60% ; 154 PASI PE43 F % =20% ; PASI ¥E43 T [
<20% ML, ARCELRERMBAGTE . PASI W57
FREAER (% ) = (IGIFRT PASI PE4 — VAT i PASI i
49) /GBI TET PASI PE43 x 100%

£ GeiEa

BT 5 ] SPSS 19. 0 SE ik # A7 b 38 34
7 A1 S0 BRGSO AT R A ¢ K X 25 R DA
BB £ bRIEZE (w2 5) R BTLE A JBYT R R AR B A 4
El s (o FH o 42 0 et R PR 2 1 O 22 40T, IR FAH
KA, P <0.05 H2ESREEGIEE L, P>0.05
NEFTGI L,

s R

L. IEIRIT R IR A 16 6 (33.33% ), W% 24
(50.00% ) , 355 6 1911 (12.50% ) , oL 2 41 (4.17%) ,
ARE N 83.33% , IGITHIEFH PASI P43 15.84 =
4.07 ,3697)5 PASI PF43 3.81 3. 10, iZ =R B A S
2 (1 =16.28 ,P <0.01)

2. K25 56 T A0S AR A e R 4 i
ELISA A8 1M 3% rh A1 RT-PCR #4631 PBMC 7' RAN-
TES F MCP-1 /K-35 2, 48 10155 & s £ 2 VAT 7RI 1M
1 RANTES Fl MCP-1 ¥ & &z PBMC ' RANTES i
MCP-1 (1) mRNA Y AH XS ik 8 OE 5 0T R4 &, 25
FAG R X (P <0.01) , iGY7HI4L L K PBMC
H RANTES K HIGI7 IR 4l s, 2 B A G128 X
(P <0.01) ;J&47 5 ML7E & PBMC H MCP-1 /K1
B, 22 R BA G2 # 5 L (P <0.01)

3. MG RS TSR B B E PASL 14325
{H5 1ML % RANTES 1 MCP-1 7K 3 25 (8 4 & 1F A ¢
(r, =0.469 ,P <0.01;r, =0.431,P <0.01), 5 PBMC
H RANTES mRNA ik & 2 {5 2 IFEAH G (r = 0. 484,
P <0.01),5 MCP-1 mRNA FikHE 2 H IO (r =

0.141,P>0.05),
Wi

HR B e — 2 PR IR 2SS 5 Y e S
GOREVEIGAE A e S |, R B R 4 A2 2, U Bk
A RN A At B B2 AR JE RN L bR 4
MR 3 S DAk e R o L IR £
W KB ZF AR 7, WK IS R Fm T R E
-1 SR T2 AR B R B R AR, o R e T
it CC Btk H F CCL2/CCL5/CCL17/CCI20 4%
ZH PR E EZAE N, T SIS 7 S 2 AR TR A
WFFEXHAR AR 1Ry T A 2 L, BldE A Db AR
HOSFIRAE A RIS, FOE I o AR IR R, 76 K
JRBHIE IR ST 20w T, %o ey AR B 21 B
TR T A0 T S AR TR s A B L A
AT A FRIGYTAR e H i oE 2 dE h e 4k A
FiExt 28 Bz A B4 5 Ak R T s T, AT S
UESERTZE A 7 8005 I v Z Bl A i 7 2 A A oG
P T HOR TS 5 M B T s 2 s ML b Ak T B A
() CC AU LR T AR AR Gl

RANTES J& T CC A&k 4 1 (CCL5) , A
IR BUEH A T IL-1B 5 TNF-o BT 7 B¢
Jilt RANTES , HiAZ 1A 35 F A% 22 40 g 3¢ 1o, F 93 2 1
B G B A0 e B K B CCLS Ak Rk £
RANTES R T #0520 A NK 4H g K g Bk 41
I8 2 A0 i A R A E |, R T A I TR R AT i
I S 3 A3t U R P R e R 5 R e U T A P T AR
A5 T A0 A AR B A T, X T 20 M 330y 1 Fn 2
LA F 2 AR v #5542 IL-2 (IFN-y 1 MIP-1B8
AL TR, LA B I S -1 BN
B AL B RE S5 2 RPN, DT A 3 5 0 A i A
RAETNAL I TEAL A S U105, W ELISA 27
JtE i RT-PCR B, T4 & IR I8 9 S8 35 1l 35 M2 PB-
MC 7338 RANTES , 2B 4E A 3457 5 94 1K
SPERAAR , Hl S 5 P B e PR B e R

xR2 WBIEREEMEL PBMC 1 RANTES 1 MCP-1 ACEAGIEE R (x £5)

RANTES MCP-1
4 51 115

ELISA 455 (pg/ml) QRT-PCR %55 ELISA %5 (pg/ml) QRT-PCR %5

Xt R4 30 20. 86 +6. 45 1.37 £0.26 138.09 +24. 68 5.31 £0.55

RITHTA 48 71.08 8. 34 3.67 £0.37 317.92 £36. 02 9.54 +0.58

RIT R A 48 26.92 +6. 16 1.74 +0.28 153.39 £ 16. 82 5.88 0. 45
P fH <0.01 <0.01 <0.01 <0.01
P, fH <0.01 <0.01 <0.01 <0.01
618 28.118 29.51 24.015 31.88

TE Py O ML 53607 AT AR L8, SR A IR SERE A ¢ A0 5 Py YRYT RTS 1R T 5 AH B, SR Hi A DA BORE AN TN ZR K 5 22 90 #7
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P XIS N B2 40 M9 2 35 RANTES B @ 7h i B — 3
P FRATTHEMI BT 2 A A7 H JE 9s 1 4R 1T R 5 RAAIG
RANTES (/KA 56, BT 4k A 1] G838 i B % RANTES
A VR JE R AR AR B A B e LR Rk
R MEAE

MCP-1/CCL2 J& B #afb A F CC RIEM 5 — A
FURL B, X BRI T bk R i i AT R AR
FESRE SN M5 v & HE 45 S B, CCL 1 3[R 7Y
BL2EM AR LI AG/GC/AG + GC I EA HARE
TR KURE . 7RG 8 K A5t A T F 4
MCP-1 7K V-3¢ 5, 7 £ 3 PR A 4t i v s & B A7 14
CCR2, Vestergaard a0 B SR 90 % 458 W - b
JEli R 2Rk CCR2, AR SEER WA T S R AR JiE o iR
HBTHE A YR HE RIS AR A , [RIB R i i A PB-
MC 1 MCP-1 KRR Ak, T LRl i85 1 A -z
( PASI &A% |, 3% MCP-1 #e K2 PBMC Hr MCP-1 &
RO R [, H R BT 48 A BI85 5508 A2 A 1A
F MCP-1 Y28 fbA — 2 BIAROGHE , BT4E A R REE i s
/B MCP-1 [ 7KF ik 5 CCR2 B4 4, BAAE I
ST (LCs ) B T 240 M 25 9 A4 1y 2 pe o SR
LY IEAR B i Bl B & AR 1 — R B S G O, AT
BELT T S oo B BRAR AR B AEAE 3R, (HIRIT RIS
PBMC ' MCP-1 i) mRNA ik 8 22{H 5 PASI 22 {H G
AH S AHSCHME | DR IR N RE HERR BRAZ 41 i h MCP-1 7K
(AR AT BE AR A A e Bl 0 5 R A2 5 114 0 30 5
me, AR T — AR,

FATT BRI ST AT 1 7K SF- 3 PR KP4 S ) 1
B2 A J5 97 1T JE SHE TR S W R E 1L A PBMC
RANTES Fl MCP-1 7KV 284k, & IRT4E A 3697 55
PEARARVR B 7 R U0 (FEOUTIBT4E A FIZKAG RR S9CH
P THEEL N 2 S H AR N 83.33% ) , 1
LRI AR J/5 975 H2 % RANTES & MCP-1 7K P48 IEH# A
1= A RE N i [T P e R G 8 (AP N S S
TEAHOCHE T BT ST BT AE A AT 58 9k 14 PR T S8 AdE—
A R BRI TR AR S 0 A PAST 4y 2 5
ZIME & PBMC () RANTES /K 284k 2 EA 6, 5

IML7E H MCP-1 2k K IR IEAH G, H SEHET, BT 4
AJRTTHRE I RRCR T g 5 AR IR P9 RANTES Al
MCP-1 7K A 5, T RANTES R BB S % Bl 31 by ] 24
A JRIT R B IR AR R Z—

Z £ x #t
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