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TC TG HDI-c RNA cDNA
LDI: ¢
1.5 RTPCR -3 CoA 3
(HMGR) 14 (CYP51) 7o 1.6 =+ (x +
(CYP7A1) mRNA $) NewmarrKeul’ s
, Trml RNA cD- P<0.05
NA SYBR green RI-PCR GraphPad Prism 4. (2
RT-PCR 25 H] 2 Hl cDNA, 2
50 nmol*L"' ( HMGR, 5 CAACATCGI
CACTGCCATC 37, : 5" GATGCTCAAGCTGC 2.1 1,4
CITCI 3’; CYP5I, : 57 GATGCTCATCG- . TC, TG, LDL-c¢
GACTGCTG 37, : 57 ATAAACGAAGCAT- ,
AGTGGACC 3 ; CYP7AL, : 5 GGITCITCAGGT- s HDI- ¢/ LDIz ¢ (P
GTGAAACT 37, : 57 CAGAGATCITGCCT- < 0.05) (4.1720. 37 mmol* L ')
GGCTCT3’ ; GAPDH, : 5" GTGGACCTCATGG(- (3.0 &
CTACAT 3’ , 5" TGTGAGGGAGATGCICAGTG 0. 17 mmol* L. l) (P< 0.01)
3) :95 C,30 s , (3.40 £0.28) ,
s 40 :95 C,10 s ;60 C, (2. 50 %0. 20) (P
30 s ;72 C,30s GAPDH < 0.01)
1 300 mg kg ' d! 4 (xLs, mmol* L', n= 8)
2.1%0. 03 0.79%0. 26 0. 47£0.06 1.32£0.07
4.0%0.38 0.92%0. 18 2.43%0.33 1.231£0.09
2.9%0.19° 0.84%0.08 1. 82%0.24 1.20%0.05
B 48 48k 5° P< 0. 01
2.2 (P< 0.0l, 1)
HMGR CYP7AL, (P<0.05),
CYP51 CYP7A1 ( 1
,HMGR  CYP3I
Ay, B 1 00 G 1.005 e
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= > B
= © 0.95+ O 0.254
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EfE WA BREGTE

EWA HNE SRFGTE

EWHA HBUE BREETA
1 300 mg kg o d ! 4 HMGR( A)
CYP51(B) CYP7A1( O mRNA (X¥xs, n=8)

5 B4 s #PP< 0.05,°P< 0.01; 544 2 4k &P < 0. 05;

HMGR: ¥ # 3 7 2 /% =8 CoA if R B; CYPS1: ¥ £ BB 4o £ 7 #85; CYPTAL: Tor 2 1LBs
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ABSTRACT AIM: To investigate the regulatory effect olemic rats and elucidate the mechanisms nvolved.
of puerarin on lipid profile in diet- induced hypercholester- METHODS: SD rats were randomly divided into the
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control group, hypercholesterolemia group and puerarir
treated group. The hypercholesterolemia group and puera
rir treated group were given diet rich in cholesterol. In
the meantime, the puerarimrtreated group was orally ad
ministrated with puerarin (300 mg* kg™ '*d” ') . The lipid
profile was investigated by the content of serum TC, TG,
HDI-c and LDL-c. The mRNA levels of 7ot hydroxylase
(CYP7A1), 3hydroxy 3methylglutaryt CoA reductase
(HMGR) and lanosterol 14a- demethylase (CYP51) were
analyzed by real time RT-PCR. RESULTS: Puerarin
markedly attenuated the increased serum total cholesterol
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induced by hypercholesterolemic diet. It caused a signifr
cant reduction in the atherogenic index. Expression of
mRNA of CYP7A1 was significantly enhanced but not for
those of HMGR and CYP51. CONCLUSION: These da
ta indicate tha puerarin can reduce the atherogenic propr
erties of dietary cholesterol in rats. lIts hypocholester
olemic function may be due to promoting the conversion of
cholesterol into bile acids.

KEY WORDS hypercholesterolemia; serum lipids lev
els, atherosclerosis; 3 hydroxy- 3 methylglutaryl- CoA re
dudase; lanosterol 14 demethylase; 7a hydroxylase



