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[ ABSTRACT] Aim To investigate the effect of Alisma Decoction on expressions of cyclin D1, cyclin E, prolifera-
ting cell nuclear antigen (PCNA) and p27 in vascular smooth muscle cell (VSMC) , and to explore the effect and mecha-
nism of Alisma Decoction in VSMC proliferation induced by oxidized low density lipoprotein (ox-LDL). Methods The
atherosclerosis cell model of VSMC proliferation was established through induction of VSMC by 50 mg/L ox-LDL in vitro,
and was intervened with normal rat serum (blank serum) and 20% Alisma Decoction-containing serum. The effect of Alis-
ma Decoction-containing serum on VSMC proliferation was detected by MTS method.  Expressions of proliferation
associated proteins such as cyclin D1, cyclin E, PCNA and p27 were determined by Western blot. Results 50 mg/L
ox-LDL could obviously promote VSMC proliferation. ~Compared with the ox-LDL group, Alisma Decoction-containing ser-
um significantly inhibited VSMC proliferation induced by ox-LDL. Investigation demonstrated that Alisma Decoction-con-
taining serum could decrease the expression level of cyclin D1, cyclin E and PCNA | at the same time, increase the expres-
sion level of p27. Conclusion Alisma Decoction can inhibit ox-LDL-induced VSMC proliferation, and its mechanism

may be related to increasing p27 expression and inhibiting cyclin D1, cyclin E and PCNA expression.
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thoxyphenyl ) -2-( 4-suifophenyl ) -2H-tetrazolium , inner
salt | X 7| & ( Promega /7 ) ; 28 A Bl #1 & & Cyclin
D1 . Cyclin E 3% 74 %0 8 %% 31 J& ( proliferating cell nu-
clear antigen, PCNA) 40 f& | %% AR 3T 4, 14 47 B ( horse-
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BER)RTAELARSY, SHE(FHHEL T
EEF)H A AC KA TSR FIE R SD KK
R40 2R E 200~220 g, LA K %5 7 A 2
FHAMEFAMFHCERAMEENEELK) , FA
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Yt BHAM (400%)

A DG T AR HES B A5 R (100%) 5 B R AR B2 250 a-SMA

Figure 1. Morphology and immunofluorescence identification of primary rat VSMC (n=3)
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Figure 2. Effect of Alisma Decoction-containing serum on
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Figure 3. Effect of Alisma Decoction-containing serum on
VSMC proliferation induced by ox-LDL (n=6)
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Figure 4. Effect of Alisma Decoction-containing serum on the expression of VSMC proliferation associated protein induced by

ox-LDL (n=3)
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VSMC 7o i i 45 5 995 v 43 8 5 =5 2 A €6, 02
m%@%%?_%ﬁﬁiﬁiﬁ P As AR 1) KA R R ke
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Cyclin D1 Cyclin E 5 CDK JE i & &4 206 G1
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SIEKY Rb 2 IR 1k, 12 308 20 i 5 32 17 1 2R
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AR DNA 1) & i A& 2 A 5, T EL7E 200 i S5 1A 1y
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ﬂbﬁii%%, HEMTBH B Rb R AL FH0 6 E2F A5
P, DT e 240 B S 399 452 i T G130, BHL 15 4 il 4
557 Hedin %5 W 5% & BAE 2 R IR,
p27 T o8 fie s Cyclin D1 g8 Cyclin E I PR
PEFEAN A IE5E , B AT W, Cyelin D1, Cyclin E  PC-
NA \p27 S 4l i 34 5 ) 35 B4 A, 383k & 1) el A
s 403858 7K -, Cyclin D1, Cyclin E [PCNA 4§
FeIR N PR U A0 M 5, p27 Rk w1 LT
FeN ARG A 2 B, AR AR B, FEE
n] [ p27 IR IE, 4] Cyclin D1, Cyclin E Fl
PCNA B3R, $Em V5 % nl fgid i 1M p27 3k
ik, 3 ox-LDL %551 Cyclin D1 .Cyclin E F1 PCNA
R, DT BEL BT 20 ] S0 A, i) VSMC B4 %

25 LR TS T HAT ] VSMC HE R I DAL,
FEMLR AT AE 2 18 ok 9 2 40 At B 3 AR G 35 1 Cyclin
D1 .Cyclin E PCNA il p27 A9 15 KFA S HLAY 5 3%
KBS AN As BRAE T HUER, £ TR ELS
T I FVER .
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