- 656 - P E G R AR AR e 2018 4F 10 A58 21 %555 W] Chin J Clin Healthe, October 2018, Vol. 21,NO. 5

2 7b #F 5T -
V350 ME 5 15 R R B /MR B b 7Bl 2 84
S i eH i A 4k

X &, Xk, T AEE, T &,
(TR B 2y R 55— 5 e e ), A AR 230031)

[(WZE] B WEEF X TR (AA) K R4 E o NRBCFUR (PMPs ) & /NR 5 8 08 I 4R
WE &K EF(VEGE) (§ 31K (ES) fhi# % (MVD) W Rk, FHiE 24 A SD kmM}Lé&%%ffﬁﬁ
HEAME(NC) A HAXNE(MC) A, B F AR EeERNEH AABER, #HER30d 5, AEFHLAARL
BEAP B E (E) (X 37 k48 3 (AD) X %7 0% 2 4117 48 2 (JPT) | o /MR % 3 PMPs K& i ES VEGF MVD # % 14,
LR 5 NC 4 %, MC 4 E AL JPI MVD i /MR % 30 (PLT .PCT) .PMPs & 7% j& VEGF mRNA % 3k 715 , /8
ES mRNA % 3k 1K, VEGF mRNA /ES mRNA 5, #8547 4 £ % ¥ PMPs 5 i /N 5 %% PLT PCT 2 A48
#;PMPs 5 AI E JPI MVD VEGF mRNA VEGF mRNA/ ES mRNA 2 F 48 ;PLT 5 E MVD £ F 48 % ;PCT 5
EAT 2 EMX(P<0.05), &8 AA K PMPs Rk i ¥ #¢ & 5| &8 VEGF/ES Rk ki, R BB A A

BE KT RGHRE,
[REBIR] X3k, it /MG BB RRER, 2 4
HESESR593.22 TEHARIREG:A DOI:10.3969/J. issn. 1672-6790. 2018. 05. 023

The change of PMPs, platelet parameters, VEGF, ES and MVD in the adjuvant arthritis Liu Lei, Liu Jian,
Huang Chuanbing ,Wan Lei,Shen Xi ( Department of Rheumatology ,the First Affiliated Hospital ,Anhui University of Chi-
nese Medicine ,Hefei 230031, China)

Corresponding author ; Huang Chuanbing , Email ; chuanbinh@ 163. com

[ Abstract] Objective To observe the expression of PMPs, platelet parameters, VEGF ,ES,MVD in the adjuvant
arthritis. Methods 24 SD rats were randomly divided into normal control(NC) group and model control( MC) group.
AA model was made by injecting freund$ complete adjuvant. AFter modeling, to observe two groups of E, Al, Pathological
injury index of synovial joint, PMPs, platelet parameters, VEGF , ES,MVD. Results Compared with NC group, the ex-
pression of E, Al, synovial joint pathological damage index, MVD ( PLT,PCT) , platelet parameters, PMPs and synovial
VEGF mRNA, VEGF mRNA/ES mRNA of the MC group were rising. synovial ES mRNA expression of the MC group
was reducing. PMPs was positively correlated with PLT, PCT. PMPs were positively correlated with AI, E, JPI, MVD,
VEGF mRNA, VEGF mRNA/ ES mRNA. PLT was positively correlated with E and MVD. PCT was positively correlated
with E and AT (P <0.05). Conclusion The increase of PMPs in AA rats may be the cause of vascular hyperplasia and
joint injury of synovial tissue caused by the imbalance of VEGEF/ES.
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