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Abstract : The aim of this study was to investigate the functions and regulatory pathway of gypenosiedes ( GP) on vascu-
lar smooth muscle cells ( VSMCs) phenotype in hyperlipidemic rats. Hyperlipidemic rats model were established by
feeding rats with high-fat diet. Blood lipid levels were detected in all groups. The ultrastructure of VSMCs was detected
by transmission electron microscope. The expression of smooth muscle actin( SM-actin) , proliferating cell nuclear antigen
(PCNA) and monocyte chemotactic protein-1 induced protein (MCPIP1) in VSMCs were determined by using immuno-
histochemistry staining and Western blot methods. The experimental results showed that GP can decrease the blood lipids
levels. GP effectively attenuated dedifferentiated changes of VMSCs ultrastructure and increased the expression of SM-ac-
tin. The expressions of PCNA and MCPIP1 in VSMCs were both decreased in GP group. These results demonstrate a no-
vel protection role of GP in VSMCs dedifferentiation by inhibiting MCPIP1 expression.
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Table 1 ~ Effect of GP on the blood lipids level in hyperlipidemia rat model( mmol/L,x )
il 1173 Hh =1 L E e TR N R A o % TR i A LT
Group N TG TC LDLC HDLC
IE % %} B Control 8 0.48 £0.15 2.29 £0.26 0.56 £0. 10 1.69 0. 14
PRI} B8 Model 6 1.33£0.06" " 14.05 £2.31* " 10.73 £1.49* " 1.42 £0.36 "
LW B GP 7 0.86 +0.17" 7.06 +2.66" 5.24 £2.10% 1.60 +0.23"
2EARATT Simvastatin 7 0.64 +0.26" 6.64 £2.01* 4.42 +1.92* 1.68 +0.31*

I S IER X BALAREE, © P <0.01, " P <0.05; SERILIAREE,*P <0.05,

Note : Compared with control, * * P <0.01, * P <0. 05 ; Compared with model ,*P <0.05.
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Fig. 1  Ultrastructures of rat thoracic aorta VSMCs from control group ( A) ,model group (B) ,GP group (C) and Simvastatin group

(D) ( x25000)

2.3 HBAKXRBRMEHL P SM-actin, PCNA RKiEH
A5

SJIEH T B A L, v RS ) 20 i 3 2 ok At 3k
Pk, R LR BIPR B E F SM-actin K3k
AT R HE B P R T IR A A% B &, U
PCNA 8 fHM: , RIAH B Z (P <0.05) . 5&EE
TRV AH L, GP Bt 7T A8 A 2H I ok i 4
WHNGR , FH SM-actin IR 5 5 17 A% B YL 070,
VLB PCNA Rk W s/ (81 2A) , e a0t
FREEEGTE R ILE 2 B(P <0.05)
2.4 FHAKRIME SM-actin, PCNA T H REKE
b3

Western blot YU GP T-1ii f5 iR P Fh 1%

ikt HIEE XTI L, S AR B A2 1 4 SM-ac-
tin FEIAW] TS, PONA Fik 1475 ; 55 s A R 2H A
Fe, GP ml o f 7T A B 1fil 48 SM-actin KA
PCNA FiE /D (B 3A) , 4551 5 difbgh 1 —
LG HE R WK 3 B(P<0.05),
2.5 FAKXRIMEMBL MCPIP1 RIiZRIELE

o NS T6 201 75 2y ok BE X7 ) DL 4 it A 85 e £, 3R
W e B A 75 5 1ML 4 4 20 MCPIPT 3Rk W]t 344 Jon
MR A H, GP s ot 7T Ak B 2 e
AL, 2 3 R 245 1) 24 e A 0095 11K o5 g7 3 1 1.
AU MCPIPL 235 (8 4A) . Ye A RL40 i
HET4E R UL 4 B(P <0.05)



220 KR =9 5 FF & Vol. 29

SM-actin

PCNA

Control Simvastatin

45000 1
40000 { i E fM:g?itéf :
35000 1
30000 1
25000 1
20000 1
15000 1
10000 1
5000 1
0

)UU

G,
M Simvastatin

Integral optlcal density(I0D

SM-actin PCNA

2 FZHEKXRMEHLHL P SM-actin PCNA FiZHI L ( BB ARWFERE x400)
Fig. 2 Effect of GP on SM-actin, PCNA expressions of rat vessel (immunohistochemistry x400)
TE A R ARG I 454 1L 45 SM-actin \PCNA 3% B MG, S0 IRAIMIEL, * P <0.05; SR, " P <0.05
Note: A : The expression of SM-actin and PCNA were detected by immunohistochemistry ; B : Statistical results, Compared with control, * P <0. 05, com-
pared with model ,*P <0. 05
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Fig. 3 Effect of GP on SM-actin, PCNA expressions of rat thoracic aorta ( Western blot)
A AL SM-actin PCNA & 1335 &L B I (RSN LU, 50 BRELARLL, * P <0.05; SEURIZIAALL,*P <0.05
Note : A : Protein expression of VEGF,bFGF and actin; B: The relative ratio of protein electrophoresis. Compared with control, * P < 0. 05 ; Compared
with model , *P <0. 05
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Fig. 4 Effect of GP on MCPIP1 expression in rat thoracic aorta (immunohistochemistry x 400)
VE A G AR 4 4 1% MCPIPL 3634 5B RG4S, SXHRAIMEL, * P <0.05; SHAIAIM L, 7P <0.05

Note: A : The expression of MCPIP1 was detected by immunohistochemistry ; B ; Statistical results. Compared with control, * P <0. 05 ; Compared with

model,*P <0.05
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Fig. 5 Effect of GP on MCPIP1 expressions of rat thoracic aorta ( Western blot)
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Note: A : Protein expression of VEGF ,bFGF and actin; B: The relative ratio of protein electrophoresis. Compared with control, * P <0. 05 ; Compared
with model ,* P <0.05
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