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Abstract: Objective To observe the effects of deoxycholic acid (DCA) on the hepatitis B virus (HBV)

replication and the extent of autophagy in hepatocellular carcinoma cells, and explore the possible underlying
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mechanisms. Methods The study assessed the effects of different DCA concentrations on the viability of
HepG2 and HepG2. 215 cells. Additionally, the impact of different DCA concentrations on the HBV DNA load

and expression levels of HBsAg, HBeAg., and HBcAg were evaluated in HepG2. 215 cells. Western Blot analy-

sis was performed to assess the levels of autophagy. Moreover, after HepG2. 215 cells were transfected with a
plasmid of mutant expression in hepatitis B virus X (HBX) protein, the effects of HBX on HBV DNA load and
expression levels of HBsAg, HBeAg, and HBcAg were observed in both HepG2 and HepG2. 215 cells treated
Results (D The results of the CCK-8 ex-
periment showed a gradient decrease in cell viability with increasing concentrations of DCA ( P <C0.01). @The
HBV DNA load and the levels of HBsAg, HBeAg and HBcAg were elevated with increasing concentrations of
DCA in HepG2. 215 cells ( P <C0. 01). @ The ratio of LC3-1l /LC3-1 was increased in both HepG2 and
HepG2. 215 cells ( P <<0.01). The protein levels of p62 were decreased with increased DCA concentrations in
HepG2 cells ( P <C0. 01), while it was increased in HepG2. 215 cells ( P <C0. 01). @ The HBV DNA load,
HBsAg, HBeAg, HBcAg levels, HBX protein levels, and the ratio of LC3- 1l /LC3- I showed graded increase

(an increasing trend in turn) ( P <{0.01), and the protein level of p62 showed a sequential decrease ( P <CO.

with DCA. Western Blot was used to test cellular autophagy levels.

01) in the control group without DCA treatment, the control group treated with 100 pmol/L DCA, the group
transfected with the HBX mutant plasmid without DCA treatment and the group transfected with the HBX mu-
tant plasmid treated with 100 pmol/L DCA.
cellular carcinoma cells; @DCA can promote HBV replication; @DCA can promote autophagy in HepG2 cells

Conclusion (DDCA treatment can reduce the viability of hepato-

and facilitate incomplete autophagy in HepG2. 215 cells; @DCA can enhance HBV replication by promoting the

synthesis of HBX protein, which accelerates incomplete autophagy.
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Thermo Fisher 24 ), A-11008) . HBX %8 748 3¢ i5 i ki
(At 5t 1 1 B R A R A Al BM4015) ., X-
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MRGEFREE M E 48 h G &fLImA 10 pL 9 CCK-8 ¥
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FIREE Wk 2 1R R AT iR 58 WB 1y 52 50 20 3R . i ke
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Br(One Way ANOVA), #f — 25 #1741 0] 9 A 1L 4%
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. p62 BIEKTBEE DCA W BE Iy FF e F e, 45
$En DCA R #F T H 7wk f , 2 F 7 s 40 i iy A
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TEARSM G R LC3- 1T 7K P, S BN IR E Beclin-1 7K
T AT HE [ Y & A kR L kA HBX 2K 1 ik A]
PLIE 3 5 SRR AN I COMMD | PINK1 #5235 filh %
Pink1/Parkin {4 4R K B 1515 7 X 309 HBV
TR 1) 4 i 20k 3R — A 200 MU T, DA i 0 S B A
FTH B 08 T 20 ML FE T, DLt — 25 1 5 i Jak 4 40 it 1) 77
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F AT DA R 3 00 IR Al I h i) MAPK {5 5% SR
e, HET 3 HBX 5 S 19 Bel-2 B MR 1L A beclin-1 5
Bel-2 11 fif 25, M T 3 58 F WK 19 B i PARK Y H
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i, ROSINK 5515 5 9 3#0E X T HBV 1A
SE 4 F WG AR E 2L i HBX 8 78 i 2 A2 e 32 24
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AR L AT HBY B & il B A 2542 3F 7 L [ B
WESE T HBX 8 PR SE T 40 i N 58 4 W Y aF fe
X259 R4 R T DCA 1612 M 2 B I 46 b 5 40 5
T HBX # A M S8 HBV & DL K 40 il B v 5
SRR

fe e BE 1 DCA HAT — 7 i 240 M 22 1, [R] A ] A
PE3E HBV &6l DL X AF 40 A 1. DCA v fg i i
#E HBX 2 A 0 & sk s HBV i & ) JE i e ik 1
RoE 4 AR &4 K . BLAn44F X% HBV 3897 19 F
B EERPURTEIRIT . BV R DL SO () B9
B2 T2 A0 B A TR R B 09 AN B SO I A%
(RO 2 JC vk 5 B HBV B H & 3Rk DNA L 52542
RN B WA A BF5E S DCA 7E HBV B e v Jir
ERVE AT T — 5 B EE AR 2R L [ I 4 7R 570 T LA
T3 DCA 78 BH rh 5 5% 4k DT ek 55 % HBV &
Wl 52, o HBV B 138 97 S 41 T — & i BL 224K
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