¢ $ % Chinese Traditional and Herbal Drugs 35 48 % 35 8 # 201744 A * 1597 -

=R mAS(E R R AL EI0T 5

FakiE L, xFH T, ORFR YL A AR AR 43, Baaa 2
LoWldbh B2y 2 222, Widk i 430065

2. AR TR 2R CRERRTR S L, WAk I 430065

3. WL E 2R SO EE B, W I 430065

% E. By PR RN TR AR R B 0 e A LA E AL Ak SR m R TR A IR LR S i e
SE R AT, m AR K R 29 ig 28 F . . ARFE (1.08. 0.54. 027 g/kg) =¥, DIAREMBZ (37.8 mgkg) MIFAR
T (1.8 mg/kg) MBHMEXTIR, SARRGL 1 IR, LA 8 . 4h 2045 i I 25 41K BUiys vh SR RE (TCO =B
Hil (TG) AL B gtk A-MHEEE (LDL-C) /KF, [FIHR s o N 2 iR 2l (ALT) . RAZ IR 2R (AST) W& 1E:
WP T AT AR HE Je6t, WIER4IZU0HA{L; KA RT-PCR EMATAHA PR BERRE A2 44 (LDLR). A&EA/
A A2 Wl COUBRTT AT 1, SIRTD) FIAF X 4k o WAL (LXR-o) [FIERFRIE, [FINRA Western blotting V2445
0 JFT 2 20 rb I [ R S TO AR 454 8K -2 (SREBP-2) % SREBP ZURHOH 1 (SCAP) IIRIEKTF. R =Lk BFERL
v i IURE K BRUMYE 1 TC TG M LDL-C 7K°F & AST. ALT i 41212845 T WoR = -0k W] o T JFFHa 473 A g iy JHF
TIPSR ER, =-bkas L8 LDLR F1 SIRTI. Tl LXR-o FiE ik, RN, =t BERILT SREBP-2 i SCAP K
ROFRE. &it =LA IRMAE. FPFERER, Xalfes5 =8 il SIRTI. T LXR-o FEFFKE, i~
SCAP/SREBP-2 {5 518 i 4 il JIH [ B & fl, LA S B 1 LDLR (¥ PR 30 £ g S 6F i s A6 R+ LDL-C (8RB 5%
KEIA: =Lk WIMAE: AUHENRER B4 SIRTI; LXR-a; SCAP; SREBP-2

PESES: R2855 XHRFRRRS: A XERE: 0253 -2670(2017)08 - 1597 - 07

DOI: 10.7501/j.issn.0253-2670.2017.08.018

Hypolipidemic effect of powder of Panax notoginseng and its mechanism
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Abstract: Objective To investigate the hypolipidemic effects of powder of Panax notoginseng (PPN) and explore its possible
mechanism. Methods Hyperlipidemic rats model was established, and orally given three dosages of PPN for 8 weeks. The levels of
serum ALT, AST, TC, TG, and LDL-C were detected. The pathological changes of liver tissues were observed by H&E staining. Gene
expressions of hepatic low density lipoprotein receptor (LDLR), SIRT1, and LXR-a were measured with RT-PCR analysis. Protein
expression of SREBP-2 and SCAP was determined by Western blotting. Results Three dosages of PPN significantly decreased serum
ALT, AST, TC, TG, and LDL-C levels. Histological data indicated that PPN notably reduced liver injury and hepatic steatosis in
hyperlipidemic rats. In molecular study, mRNA expression of hepatic LDLR and SIRT1 was up-regulated and LXR-a gene expression
was down-regulated in PPN treated rats. Additionally, PPN significantly reduced protein expression of SREBP-2 and SCAP.
Conclusion The positive effect of PPN on hyperlipidemic rats may be related to the inhibition of cholesterol synthesis of PPN through
the up-regulation of SIRT1 and down-regulation of LXR-a and SCAP/SREBP-2 signaling pathway. Additionally, PPN could
up-regulate hepatic LDLR mRNA expression and improve uptake of LDL-C in circulation.
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*2 Z=EHMEREREARMASAKFEFME ALT #1 AST KFHFM (X s, n=10)
Table 2 Effects of PPN on blood lipid, ALT, and AST levels in serum of rats fed with a high-fat diet (X X5, n =10)

A3 #E/(mgkg') LDL-C/(mmol'L™") TG/(mmol'L™") TC/mmolL™) ALT/(U-L™) AST/(U-L™)

X I — 327+1.19 0.94+0.25 2.5340.26 30.16+11.04  32.84+10.61
R — 523+1.31** 1.67+0.46" 3.61+041**  100.36+51.59** 83.47+4453*
=K 270 3.05+0.94" 1.42+0.68" 2.26+0.29" 44.79+27.06 1939+ 5.32™
540 3.92+1.02 1.19+0.31% 2.29+0.22" 30.82+10.63"  34.89+11.81"

1080 2.924+0.45" 0.924+0.14" 2.46+0.56" 36.27+£16.99" 237241421
JIg 5% 37.8 3.26+0.83" 1.0340.15" 22840277 43.03+£21.59° 1571+ 9.69”
FAABTT 1.8 2.80+0.42" 0.88+0.10" 23740177 4159+ 4337 1578+ 7.68”

GRHRALLLE: 4P<0.05 **P<0.01; HEURAILE: "P<0.05 TP<0.01
AP<0.05 *4P<0.01 vs control group; "P<0.05 “P<0.01 vs model group
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Fig. 1 Liver tissue of experimental groups by HE staining (10 x 40)



)

Chinese Traditional and Herbal Drugs 2% 48 3% 3 8 # 201744 B

* 1601

GAPDH 496 bp

LDLR 305 bp

SIRT1 491 bp

LXR-a 449 bp
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2 ZEMNSEXRFARPMAEHEXERREHIZM (X £s,n=3)
Fig. 2 Effects of PPN on expression of hepatic genes related to blood lipid in liver tissue of rats fed with a

high-fat diet (X x5, n=3)
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Fig. 3 Effects of PPN on protein expression of SREBP-2 and

SCAP liver tissue of rats fed with a high-fat diet (X £s,n=3)
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