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[ Abstract] Objective To construct a model of fatty degeneration of hepatoblastoma cell line( HepG2) cells
induced by oleic acid, and to explore the mechanisms of silibinin in regulating lipid deposition in HepG2 cells. Methods
HepG2 cells were stimulated by 0. 4 mM oleic acid for 24 hours to construct a steatosis model. The control group, the
oleic acid group( OA group) , the oleic acid + silibinin group( OA +S group) , the oleic acid + chloroquine group( OA +
CQ group) and the oleic acid + chloroquine + silibinin group( OA + CQ + S group) were set up according to different exper-
imental purposes, with 4 samples in each group. Oil red O staining and triglyceride (TG) detection were used to eval-
uate the lipid deposition of cells in each intervention group. Western blot was used to detect the expression of autophagy
marker protein LC3B in each intervention group. Results The number of intracellular stained lipid droplets in HepG2
cells in the OA group was significantly more than that in the control group, and the TG content in the OA group was
higher than that in the control group, and the differences were statistically significant( P <0.05). In the OA + 8 group,
the number of intracellular stained lipid droplets decreased after the intervention of silibinin, and the content of TG

decreased, which were significantly different compared with those in the OA group(P <0.05). The OA +CQ + S group
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was pre-treated with autophagy inhibitor chloroquine for 1 hour after stimulation with oleic acid, and then added with

silibinin for 24 hours. Significant lipid deposition occurred and TG content increased in HepG2 cells, and there were

statistically significant differences between the OA + CQ + S group and the OA + S group( P <0.05) , but the changes

of lipid deposition and the increase of TG content in the OA + CQ + S group were similar to those in the OA group(P >
0.05). The results of Western blot detection showed that the level of LC3B I /LC3B [ in the OA group was lower than
that in the control group(P <0.05), and the level of LC3B Il /LC3B I in the OA + S group was significantly higher than
that in the OA group, and there was no significant difference in the level of LC3B [l /LC3B [ between the OA + S group
and the control group(P >0.05). The levels of LC3BII /LC3B [ in the OA + CQ group and the OA + CQ + S group
were significantly higher than those in the OA group and the OA + S group(P <0.05). Conclusion 0.4 mM oleic

acid can cause fatty degeneration of HepG2 cells. Silibinin improves oleic acid-induced lipid deposition by enhancing

autophagy in HepG2 cells.
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BEW, 5 FH IR A B 1000 A% T, 49K B2 2 60 M,
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7224 h, OA + CQ ZHK AR M 24 h J5 H A
60 pM MRS SR 24 h, OA +CQ + S 4 NI FEMR
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R VR SR Fodad 12% SDS-PAGE 735, #%



- 1094 -

Chinese Journal of New Clinical Medicine , November 2021, Volume 14, Number 11
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(F& 5% BSA 1) TBST ke, FkeLL i 1: 1 .000) |
GAPDH #itf4 (1% 5% BSA 1) TBST #i# %, ke LL
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BEFAGATFE (P <0.05)  JhER RS F#n
AK KH] B AP 24 h, LC3B 11 /LC3B [ 7K I,
OA +S 25 OA I ZERA ST X (P <0.05),
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Investigation of the mechanism of action of Qingjie Huagong Prescription in treating severe acute pancreatitis
based on network pharmacology and molecular docking technology QIN Bai-jun, JIANG Liu-qing, CHEN Rui,
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[ Abstract |

treating severe acute pancreatitis( SAP) based on network pharmacology and molecular docking technology. Methods

Objective To investigate the mechanism of action of Qingjie Huagong Prescription( QJHGP) in

Traditional Chinese Medicine Systems Pharmacology Database and Analysis Platform( TCMSP) was used to retrieve the



