v P R 4 A 2k 2019 4F 11 H 45 39 #4511 # CJITWM, Nov. 2019, Vol. 39, No. 11 -1355-

M

- Kb AR -

BL T N TR ORR S R R B R 5 A
AR HE R Mg 7 1 A 2 A FH BIL

B RAE HHRD R B HERE HAE RAER KUR

WE BM AFRLRE G aT3EBHEREEEF X KRG %ﬂﬁiﬁ&ﬁﬁl%ikﬁ%%%ﬂﬂ#}t%’
Fik 30 2 Wistar #bk K RS A 4 AR Aeib 70,4010 R, 2412 AHE, E% 8%
AR R RPR A A A0S T A T SRR A LR AR B A A R AT R AR, K T BT, AL %
%*n%ﬁﬁé‘%/ 576 B, el K R iE AR RA LA (ALT) R ARBR R 44 8 (AST) &, I
AR =B (TG) B EE B (TC) ;HE £ & MR KX A ULR ORI T, R A SRR G - L E
A% (LC/MS) i AT 2847 2-78 & w i B8 Hd (2-AG) 4% ;18 i3 Real-time PCR &4 X R 48 48 g B B
K iR (FAAH) Fo 2 BE R H b B 8 (MGL) mRNA Rk K-F, R L5 EFAE #AAKKFAL
A B IR RS B L AR A KRR , e ih ALT AST E WA 295 (P <0.01) , AR TG . TC A&7+ 5H(P <
0.01) ;AR KIRE 2-AG A TR EHZH(P<0.01),FAAH MGL mRNA %:ix 514 (P <0.01), #&s7 4
LR AR, 47 6 )85 ik ALT AST & ri }H‘éﬂm TG.TC. k% 2-AG 4 & R &1&(P <0.05),
FAAH.MGL mRNA £kt & (P <0.01). &t = KRE Ko shdp B Ag by AT X LA RAF69 897 1
A, FAE AU 5 I R KR E B X
XKiEIR L RAGT; EBEBAAEBEEFL; ARBERXRE

Mechanism of Zaozhu Yinchen Recipe for Treatment of Non-alcoholic Steatohepatitis Based on En-
dogenous Cannabinoid ZHUANG Hong-li', ZHANG Li-min®*, XU Shi-lin, LIANG Hui-qing®, LAl
Peng-hua®, GAO Liang-qgin*, XU Ling-xia’, ZHOU Zhi-jia*, and CHEN Shao-dong® 1 Department of
Traditional Chinese Medicine, First Hospital of Xiamen University, Fujian (361001); 2 School of Medi
cine,Xiamen University, Fujian (361102); 3 Liver Disease Center, Xiamen Hospital of Traditional Chi
nese Medicine, Fujian (361009 ); 4 Department of Traditional Chinese Medicine, of Xiamen University
Hospital, Fujian (361005)

ABSTRACT Objective To study the pharmacological effect of Zaozhu Yinchen Recipe (ZZYCR)
on nonalcoholic steatohepatitis (NASH) rats and to observe the mechanism of action on endogenous
cannabinoid. Methods  Thirty Wistar male rats were randomly divided into the normal group, the model
group, and the treatment group, 10 in each group. During the 12 weeks of modeling, rats in the normal
group were fed with common forage. NASH model was duplicated in rats of the model group and the treat-
ment group by feeding high-fat forage. Starting from the 7th week, ZZYCR was administered to rats in the
treatment group by gastrogavage for 6 successive weeks. Serum levels of alanine aminotransferase
(ALT), aspartate aminotransferase (AST), triglyceride (TG), and total cholesterol (TC) were detected.
Pathological changes of rat liver tissues were observed by HE staining. The content of 2-arachidonoyl
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glycerol (2-AG) in liver tissue was detected by LC/MS, and the mRNA expression levels of fatty amide
hydrolase (FAAH) and monoglyceride esterase (MGL) in liver tissue were detected by Real-time PCR.

Results

Compared with the normal group, obvious fat deposition and inflammation injury occurred in

the liver tissue, activities of ALT and AST in serum increased significantly (P <0.01), the contents of TG
and TC in liver tissue increased significantly (P <0.01), the contents of 2-AG in liver tissue increased
significantly (P <0.01), and the mRNA expressions of FAAH and MGL decreased in the model group
(P <0.01). After 6 weeks of treatment, serum activities of ALT and AST, contents of TG, TC, and 2-AG
in liver tissue significantly decreased (P <0.05), and the mRNA expressions of in FAAH and MGL in-

creased (P <0.01) in the treatment group. Conclusion

ZZYCR showed good therapeutic effects on

NASH, and its mechanism was closely related to inhibiting endogenous cannabinoid.
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BT 22 R 0P RE AL B DR SR I B 8 Bt 4 AL, {H Bk
ZHMMTFE, R AR 2t 20
AIVE AR S B G NASH FRBIFFT 85, 2 A0 30 B B
J5 A2 U5 T4 Wk A 5 ik T (8 o SRR 1R T G, i
I PR AR E RS2 AR B BRI7 IR /T NASH 1R 2
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e SIERWALE, " P <0.05,"" P <0.01; SR ik, 4P <
0.05,4%P <0.01
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