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Protective Effect of Berberine on Atherosclerotic Injury*
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ABSTRACT Objective: To investigate the protect effect of Berberine on atherosclerotic injury. Methods: Fifty-six rats were ran-
domly divided into control group (C),high-fat diet group (HD),renal artery stenosis group (RAS), high-fat diet with renal artery stenosis
group (HD+RAS), fourteen in each group.C and RAS were given proper diet, HD and HD+RAS were given high fat diet. RAS and
HD+RAS were clamped by sliver clip with a fixed diameter on left renal artery. 12 weeks later, executed six of every group for testing,
the left were given Berberine (150mg/kg) every day except C,C were given saline .4 weeks later, the left rats were executed for the same
testing. Results: Compared with C, Creatinine was significantly higher in other three groups(p<0.05). Cholesterol was significantly higher
in HD and HD+RAS groups (p<0.05).SOD was Significantly higher while MDA was Significantly lower in HD, RAS and HD+RAS
group. The ex- pression of VEGF was significantly higher in HD,RAS and HD+RAS group. After given berberine, the testing results had
no significant difference in different groups. Conclusions: Berberine has good protection effect on atherosclerotic injury.
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Tabl Comparison of biochemical test results between four groups before treatment (x+ s)

. AR sF RIS =
((; 7 ) (Urea nitrogen) (Creatinine) (Total cholesterol) (Triglyceride)
roups
P (mmol/l) (umol/1) (mmol/l) (mmol/l)
R Y
IR 7.67+ 0.40 35.77+ 1.53 145+ 0.12 1.08+ 0.25
(Group C)
EERBLL AT g
PR RET B AL 7.36% 0.24* 41.12+ 0.99* 2.13+ 0.52%* 1.02+ 0.19*
(Group HD)
132 2o el 25 4
H S BKBR 4L 7.70+ 0.48* 40.33+ 1.69* 1.49+ 0.34* 0.90+ 0.12*
(Group RAS)
Bk A S KA
PR R H Shk e 7.14+ 0.88* 47.13% 2.74* 2.02+ 0.33* 1.10+ 0.14*
(Group HD+RAS)
T S X IR AR [ #P<0.05 #P>0.05, Note:Compared with control group *P<0.05 #P>0.05
2.1.2 HZGEARIAEAGTEARRINEE R A FIEE X IR C, BB/ RGEIHT  122 5 (P>0.05)
HD #1,RAS #1,HD+RAS 411 JRZ A, WUET, I8 [ 5 K H il =
72 2 TUZHR B 24 J5 A AT R R 45 5 A o5
Tab2 Comparison of biochemical test results between four groups after treatment(x s)
) REH WLAF B =
((; 7 ) (Urea nitrogen) (Creatinine) (Total cholesterol) (Triglyceride)
roups
P (mmol/l) (umol/1) (mmol/l) (mmol/l)
R AL
IR % AL 5.94+ 0.37 32.72+ 3.80 1.50+ 0.13 1.06x 0.20
(Group C)
TE‘ (=Y33 E) 124 ‘2
PR A 6.28+ 0.66" 32.42+ 3.29° 1.66% 0.16 1.03+ 0.13"
(Group HD)
152 = § 534
HSIBKER 41 6.43+ 0.46" 34.75+ 4.82° 1.40+ 0.35" 0.85+ 0.13*
(Group RAS)
Té:“ Bk A2 \,7‘:32
PRI ECE HE S BB AL 6.14+ 1.04* 31.37+ 2.97* 1.70+ 0.26* 0.94+ 0.27*
(Group HD+RAS)
5xFER4IAH L *P<0.05 #P>0.05 Compared with control group *P<0.05 #P>0.05
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Tab3 Comparison of SOD and MDA results between four groups before treatment(x+ s)
LRI TEH X A EIERERT AL il RN R B Bl kb7 26
(Indexs) (Group C) (Group HD) (Group RAS) (Group HD+RAS)
(mmol/l) (umol/l) (mmol/l) (mmol/l)
SOD
Urml 304.10+ 21.70 253.55+ 19.86* 248.95+ 24.98* 226.34+ 18.49*
m
MDA
6.47x 1.04 10.54+ 1.75* 10.21% 1.62% 12.58+ 2.15*
nmol/ml
T - 55T IRZH A HE , *P<0.05, Note: Compared with control group *P<0.05
4 AR FHZ G SOD K& MDA Kl gk i i
Tab4 Comparison of SOD and MDA results between four groups after treatment (x% s)
oI TEHE X A EIERERT AL B B koA 4 IR B Bl kb 26
(Indexs) (Group C) (Group HD) (Group RAS) (Group HD+RAS)
(mmol/l) (umol/l) (mmol/l) (mmol/l)
SOD
Urml 302.53+ 18.29 289.88+ 16.66* 294.96 17.4* 287.95+ 18.21*
MDA
6.25+ 0.064 6.71% 0.97* 6.60x 0.61* 7.00+ 0.92*
nmol/ml
1. S5 xR AH H , *P>0.05, Note:Compared with control group *P>0.05
&5 MUl KR 2T VEGF/B -actin FL{E
Tab5 Comparison of VEGF/B -actin ratio between four groups before/after treatment (x+ s)
b N . g B
(Treatment) TEH A IR FIR R E BT ARH B skl IR R B Bl kb E 20
(Group C) (Group HD) (Group RAS) (Group HD+RAS)
(mmol/l) (umol/l) (mmol/l) (mmol/l)
.
ﬁﬁyjﬁ? 0.27+ 0.02 0.76x 0.01* 0.46x 0.01* 0.78+ 0.02*
(Before ig)
Ps
J:H:ﬁ)'ﬁ 0.28% 0.01 0.30+ 0.03" 0.25+ 0.02* 0.31% 0.01"
(After ig)
T S IRZHAR L , *P<0.05 #P>0.05, Note:Compared with control group *P<0.05 #P>0.05
- T
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Figl The expression of VEGF between reatment and non-treatment in four groups
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