1304 FRESF2017TH 4 A% 46 5% 108

& - EMiiR
% 7 R T I AT R4 I SR BT 4 B 9L R

B WL E .ame.F BB O FLEREELL O
(1 EHREHFTHRABEFTR, THE 4k 132013;2 THEDHFEABF R, 43S 4 132013;
SERFTRSER, TATHK 13201D)

doi:10. 3969/j. issn. 1671-8348. 2017. 10. 003

[(HE] BM HTEZEZRFZRSEEOHRETARG AT BEBA T AMXATORIG YR, Hik 40 R DA o5 Hh 14,
SAARZGBA BASRAF ST LE. HHNZTH. HHE 10X, 2R FLH T4 RALH 1 he, #8m 0K —K
HHEE 500 CH 12mL/kg, Z A BALTRAREMA, MW EHED Ko F T RARBREZHASD & H AR AH
(ALT) & B 4147 4 A4 A AL H AL B (SOD) . /& =8 (MDA) 7k F; HE 3 & 9L A JE 5% 22 3 5 % 5 A) A R X 0 e AL o BT @
Jo & % b 4w i B = % ; Western blot # | A 48 fe caspase-3.Bcl-2 #re Bax B @t A&, R & FE L H A &4 T Bk o iF AST.
ALT & P38 T AT 20 4 % MDA K F.48 & SOD 69 E W A RBRE FHaE T .5 FE0F 0 S H 48T 4005 K. 3R
AR E AR RB AT ARAGREFR T SEAARE, S LR ETRE AT mited B = %39 A A2 F K; Western blot £
2% H 353 B & 4 caspase-3 & @ K-F A&, Bel-2 B G Ak, m Bax B & £k B Y . Bax/Bel-2 WAL AR, G518 ZE i E
B X s OB AT B B e kAP S BB R AT e A L R AME TS R AR AAT AT X R
G caspase-3.Bcl-2 = Bax 8§ L& H £,

(XA ZFL0; I RRB, B LA WA T

[hESZEE] R285.5 [XHkFRIREE] A [XEHS] 1671-8348(2017)10-1304-04

Study on mechanism of total flavonoids from hemerocallis fulva on oxidative stress
and hepatocyte apoptosis in alcoholic liver injury”
Xu Bo',Li Yan®,]Ji Pengyan' .Qi Ling"',Lu Qian' \Wu Weinan® ,Shen Nan'"
(1. Basic Medical College of Jilin Medical College ,Jilin, Jilin 132013 ,China;2. College o f Clinical Laboratory ,]Jilin

Medical College , Jilin, Jilin 132013,China;3. Jilin Munici pal Central Hospital ., Jilin,Jilin 132011, China)

[Abstract] Objective

related protein expression in mice with alcoholic hepatic injury. Methods

To study the influence of total flavonoids of hemerocallis fulva(TFHF) on hepatocyte apoptosis and
A total of 40 mice were randomly divided into four
groups: blank control, model control and small and high dose TFHF groups, 10 cases in each group. The mice were given the contin-
uous gavage administration for 7 d. Then the model group was given once gavage by 50% ethanol 12. 0 mL./kg after 1 h of the last
administration. The blank control group was given the equal volume of distilled water. The activity levels of alanine aminotrans-
ferase (ALT) and aspartate aminotransferase (AST) in serum as well as the superoxide dismutase(SOD) activity and malondialde-
hyde (MDA) content in liver tissue hemogenate were detected. Hematoxylin and Eosin(HE) staining was performed for observing
the pathological changes of the liver tissue. The flow cytometer was used to test the apoptosis ratio in hepatocyte suspension. The
expressions of caspase-3,Bcl-2 and Bax protein were detected by Western blot. Results The various TFHF groups could decrease
the activities of ALT and AST in serum (P<Z0. 05) ,while could decrease the MDA content in liver tissue hemogenate ( P<Z0. 01)
and increased the SOD activity ;the liver tissue pathological examination showed that the high dose TFHF group could make the
liver cell degeneration,alleviated the necrosis degree and relieved the pathological change of hepatic tissue;compared with the model
group, the hepatocyte apoptosis rate in each TFHF group was decreased significantly; Western blotting results showed that the
caspase-3 protein level in each TFHF group was decreased, expression of Bcl-2 protein was increased, whereas which of Bax protein
was decreased and Bax/Bcl-2 ratio was reduced. Conclusion TFHF has obvious protective effect on mice acute hepatic injury in-
duced by ethanol,and can inhibit the hepatocyte apptosis,its action mechanism may be related to its antioxidation and regulation of
caspase-3,Bcl-2 and Bax expression.
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