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Study on the Effect and Mechanism of Xuezhiping Capsule on Blood Lipid Levels of High.Blood Lipid
Model Golden Hamsters

SHEN Qiang',ZHANG Haijing", YANG Minghua', SUN Xiaobo’, SUN Guibo’( 1.Cefiter,of Research and Develop-
ment on Life Sciences and Environmental Sciences, Harbin University,of Commerce, Harbin 150076, China; 2.
China Institute of Medicinal Plant Development, Peking, UniomyMedical College, Chinese Academy of Medical
Sciences, Beijing 100193, China)

ABSTRACT OBIJECTIVE: To study the effect and its possible mechanism of Xuezhiping capsule on blood lipid levels of high
blood lipid model golden hamsters.  METHODS : "Golden hamsters were randomly divided into normal control group, model group,
atorvastatin group (3 mg/kg) ;. combination group (Xuezhiping capsule 1.3 g/kg+atorvastatin 1.5 mg/kg) , Xuezhiping capsule
low-dose, medium-dose j high-dose groups (Xuezhiping capsule 1.3, 2.6, 5.2 g/kg), 10 in each group. Hamsters in normal control
group received normal diet, the other groups were given high-fat diet to establish high blood lipid model. Then relevant drugs were
intragastrically given 2 weeks later. Normal control group and model group were intragastrically given equal volume of distilled wa-
ter, once a day, for 4 weeks. After last administration, blood lipid indexes (TG, TC, HDL-C, LDL-C, FFA), mRNA and protein
expressions of lipid metabolism related genes (PPAR-a., CYP7Al, ACOX, SREBP-l1c, ACCl) were detected. RESULTS: Com-
pared with normal control group, serum contents of TC, TG, LDL-C, FFA in model group increased, HDL-C content decreased;
PPAR-a, CYP7Al, ACOX mRNA and protein expressions were weakened, SREBP-l1c, ACCl mRNA and protein expressions
were enhanced (P<C0.05). Compared with model group, above-mentioned indexes were obviously improved in Xuezhiping capsule
high-dose group, atorvastatin group and combination group (except for HDL-C in Xuezhiping capsule high-dose group) (P<<
0.05); TC, TG, FFA contents, and PPAR-a, CYP7Al, ACOX, ACC1 mRNA, and CYP7Al, SREBP-l¢, ACCI protein were
obviously improved in Xuezhiping capsule medium-dose group (P<<0.05); TC, TG contents, and PPAR-a mRNA, and CYP7A1,
SREBP-1c protein were obviously improved in Xuezhiping capsule low-dose group (P<<0.05). CONCLUSIONS: Xuezhiping cap-
sule has a promising effect of lowering blood lipid, the mechanism may be related to activating PPAR-a and inhibiting SREBP-Ic
signaling pathway.
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KA . w R RE: 15% 5870 0.2 % JIH [ % 84.8 % Jk
bR, B b s e B A YR e A PR ml Rt A
FEVERTIE S M EARIE (2014) 06057
2 FHik

TEZED; 2017 455 28 4 16 1

2.1 DHE5%RY

4 B b BT PR SR 1R S BEAILSY Ry E 8 X B A
RERI Bl A 7T 40 (3 mg/kg) 156 P 20 CIfi g~ fise 4
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Tab 1 PCR primer sequence

S|4 Bkl KIE bp
Peactin L3514 5'-ACGTCGACATCCGCAAAGACCTC-3' pi]
Practin TSI §' TGATCTCCTTCTGCATCCGGTCA-Y' pi]
SREBP-Ic L1 4 5'-GCGGACGCAGTCTGGG' 16
SREBP-1c T4 5'-ATGAGCTGGAGCATGTCTTCAAA-Y' 3
PPAR o LS|4 5'-GAGAAAGCAAAACTGAAAGCAGAGA-Y' 25
PPAR o 514 5'-GAAGGGCGGGTTATTGCTG-S' 19
ACCl Ll 5'-ACACTGGCTGGCTGGACAG-3' 19
ACCI T 5'-CACACAACTCCCAACATGGTG-S' 2
CYPTAL L4 5'-ACTGCTAAGGAGGATTTCACTCT-3' 2
CYPTAL TSI 5'-CTCATCCAGGTATCGATCATATT-3' 2
ACOX L5149 5'-TTACATGCCTTTGTTGTCCCTATC-3' bi]
ACOX T4 5'-CGGTAATTGTCCATCTTCAGGTA-3' 23
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Tab 2 Determination results of blood lipid indexes in

each group of hamster (x +s,n=10)

A5 TCymmol/L  TG,mmol/L ~ HDL-C,mmol/L LDL-C,mmol/L FFA,mmol/L
IER TR 4154083 4104145 218015 146043 49462

i 1044198 1079177 20040.15° 4244085 82460
MEEREMARA 8524105  9.06£148° 2484023 3464080 75140

MIEERETRRA 74420677 88421087 2471038 3.55£060 68507
MEFRERARE 6782120 7891807  247£031  248£057°  60£50°
PE T4 CIAEIIT 32TH1247 30840507 313+0657 58537
T 6274054 3974088 324£0.65%  278+041% 60+5.6"

T FIE R BRI AR, * P<0.05, ** P<0.01; SHIRIL Ak, 'P<
0.05,"P<<0.01
Note: vs. normal control group, * P<<0.05, * * P<<0.01; vs. model
group,’P<<0.05,"P<<0.01
32 BFALAHEERKEEXEENELSER
551 F 0T REAH A, AR 20 b U 2H 2R PPAR= 0 |
CYP7AL, ACOX mRNA 3 ik 55 3 SREBP-le, ACC1
mRNA A58 (P<Q.01)¢ "S5 R4 P4, Bl T £
T2 I5RFH AL )i S 2 TR o 57 i 2H B E R SR A
(LR o BE H50) 1t 2H SREBP-1c (&40 ) ¥ ] i i 38 (P<
0.05 8% P<C0.01) . #% 2H b B 20 24 e g 5 £ a5 AF DG B
I mRNA FRIE I ESS R W 3,
F3 HEMBRIFALDIERNAEHEXERE mRNA &
EHMESER (x£5,n=10)
Tab 3 Determination results of lipid metabolism relat-
ed genes mRNA expressions in liver tissue in

each group of hamster(x +s,n=10)

iﬁ?ﬂJ SREBP-1¢ PPAR-« ACCl CYP7Al ACOX
R | | 1 1 1

il L60£0.10° 0634007 1434020 059+007°°  0.58£0.10°
MREEREMAERA 1372032 08420115 LI2£0.05  0.66£010  0.53+0.04
MIEFRERAGE 1402009 08820007  076£0.14  092+0.18"  0.83£0.137
MIEERERAREA 1262025 10020157 076£019%  1.00£0.00% 0842005
PEH T4 LILE0.197%  098£0.00% 097015 1004010  1.05£0.05%
Boma 12240247 10320097 070£0.12° 09640127 092+0.09%

T SIER XA, P<0.01; SRR UL, "P<<0.05,"P<
0.01
Note: vs. normal control group, **P<<0.01; vs. model group, "P<<

0.05,%P<<0.01
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Fig 17| Electrophoresis chart of lipid metabolism relat-
ed protein expressions in liver tissue in each
group of hamster
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