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ABSTRACT

atherosclerosis (As) have been studied widely for

The etiology pathology etc of

many years. From the traditional medicine viewpoint,
the mechanism of stasis exsisted in As. So the Chinese
drug recipe of removing stagnancy of vital energy of
the liver and invigorating blood circulation was sub-
jucted in treatment of As. From the molecullar level of
cytobiology, the effect of Chinese drugs on content of
lipid peroxide (LPO) and activity of superoxide dismu-
tase (SOD) were studied in vitro cultured SMC of rab-
bit aorta. The results showed that content of LPO in
SMC were lower in Chinese drugs group than that in
the control group (P<C0.01), activity of SOD in SMC
were higher in Chinese drugs group than that in the
control group (P<C0. 01). This Chinese drug recipe
may obviously ruduce the content LPO of SMC, raise
the activity of SOD, protect the normal function,
metabolism and complete constitution. Thus, the Chi-
nese drug recipe reduce the pathological changes of
make it tend to motionless.
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SHERRBERE . AERXNERZ — . B4F
F, A1 As BN E RBENEE FEHTT
EABR, MR R WA R A m L, Wi 3
REFBHBRTFRMBZENGERZE, N
FEEAABE . KITAN As WRAETFES N
HEASURE BRI N 43 "R AR EE AL, 32 O R BT 15
MEIETT As BN . AT HRITHAF IS 25 7 ¢
ZORIERYLE, R 13 K % E 3k T H AL 40 Ha
(smooth muscle cell, SMC)gEfT{k /M EF, W
B F I ML 25 7 34 SMC /4 5 a2 S 4k 4 (lipid
peroxide, LPO) & & 1 & £ 1k 4 1% 4L B§ (su-
peroxide dismutase, SOD) {E¥: A .

1 #H5EF*®

1.1 bk iR UL LB AR & B
RASANMEEAXTEF R HHE 4 1.2

ke AL 7 BA R R TG R R B TR E 9 A, 7



+ 52

HE BB/ E (Chin ] Arterioscler), 1996, 4(1)

FEEE Y Hanks AP A BLEHF AR Mk, i
FRATE T LRUL R AETFHARTERA
R T8 F4 20% % 4 &3k & DMEM/F-12 ¥ % &
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4 20% B 4 % & DMEM /F-12 35 % # 35 % , Bl 0 48
pHA 7.0~7.2, 1 2~3 A E A k. 5B 4L
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BAHRTEAR XEPEFRE-—HRER AN
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Table 1 R/RIASMEFEET IS FRR A IIA
Bi AT 16 L 25 77 3537 ) SMC,LPO 5+ B =4
H_B&ENX1.85+£1. 7 pmol/L, B BT R
e 25 A 2 R4 5. 58+ 2. 89 pmol/L, Z# H
BHIEFBFEERWP<0.01),
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Table 2 875 T {k#M3% F #1 SMC P SOD
WEPE N 53.285+13.015 u/g HHAZHMAM

Table 1.
cultured aortic SMC (z+35).

Determination of lipid peroxide content in

Group n LPO(pmol/ml)
control 10 5.58+2.98
chinese drugs 10 1.85+1.70"°

* P<C0.01, compared with control group.

Table 2.
tivity in cultured aortic SMC (z=£s).

Determination of superoxide dismutase ac-

Group n SOD(U /g)
Control 10 53.285+13.015
Chinese drugs 10 69.7631+14.127" "

* # P<0.01, compared with control group.

SMC [ SOD {E#{H 2 69. 763+ 14. 127 u/g
EH,.SHM SOD BHBHES FXB4AH, =
HEHUEAFEEFBEEERP<0.01),
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BEARBEHNENBEEE (V)

premyocardial infarction syndrome, pre-MIS

postmyocardial infarction syndrome, post-MIS

leukocyte chemotactic factor, LCF

ornithine carbamyl transferase, OCTase

£ MR angiocardiopathy

TR VA e &k Il cardiac anencephalohemia
LR ERZ &

LUEEREZSIE

EHEEAM defibrinated blood, dFB
Hw—RE monoglyceride, MG

Hh & diglyceride, DG
HmEHFE glycerin culture-medium, GCM
SELFERASES

HRHR envelope antigen, EAg
BFMIT L guanylate cyclase, GCase
DEREEFREEE

F B E aortostenosis. AS
FaohbkEEE coarctation of aorta. CA
FEhAkaE (L aortosclerosis, AS
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