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[BE] BYY HAZUTRHRERRETREEA (SHBs) SEEHEEAKEE (ECHSD) FME
A A X 4 IE B A M e . J5 5% SRt AE N e 4 iR Mk Hep G2 Hh 5% I #4 2 SHBs, 237 SHBsHBR I
LA AY, Ay R E S IR, SR Y SRAliSHBsEE g . SHBs + BH 7 215 B4
ECHSLid ik H A X ECHS T FH4H . 4L /548 hia ECHS1 XERHE AL (ApoAl) FEPH kAl
B HEE AT LR S BRI (TC) S . R SEAMEMI, HaiSHBsHE UMK
JKFECHS1. ApoAlfIFRikH T (P¥< 0.001) , EAKTFEREBHAFZR - (P <0001, P=
0.0025) , ZUHATCAFFE (P < 0.001) , HEEKFFE (Pyr < 0.001, Py < 0.001) o 4
FLASHBsH: Ye2ll, ECHS1ERIX v TEAZ R A AR F/K - F I ApoAl (P=0.0072, P << 0.001) , HH
HINTC/KF R (P < 0.001) , ¥%EEGKFFHEE (Pyr < 0.001. Py =0.0049) . 5HaiSHBsH e
HALLE:, ECHSITF-HtAHApo AL IR & H/KPIRBER (P=0.0096, P << 0.001) , TCAKFREME (P <
0.001) , ALT/AKFILEEEAN (P=0.28) , AST/AKFJtE (P=0.0069) . £45i¢ SHBsfHefE @ T
ApoAl ik KA & 4 TC/AKE, RN ECHS @It 5515 5 38 B & 40 T WL TCHI A= e
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Impact of interactions between small hepatitis B virus surface antigen and enoyl co-enzyme A hydratase
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[ Abstract] Objective To investigate the interactions between small hepatitis B virus surface protein
(SHBs) and enoyl CoA hydratase short chain 1 (ECHS1) on cholesterol metabolism in hepatocytes. Methods
Human hepatocellular carcinoma HepG2 cells were transfected with SHBs transiently, and then assigned into
the blank control group, the blank plasmid transfection group, the SHBs transfection group, the SHBs + negative
sequence control group, the ECHS1 overexpression group and the ECHSI interference group. The expression of
ECHSI and apolipoprotein A1 (ApoA1) were detected, and the levels of alanine aminotransferase (ALT), aspartate
aminotransferase (AST) and intracellular total cholesterol (TC) were measured 48 hours post-transfection. Results
Significantly lower ECHS1 and ApoA1l expression were detected in the SHBs transfection group than those of
the blank control group at both translational (both P < 0.001) and transcriptional levels (P < 0.001, P = 0.0025),
and higher intracellular TC (P < 0.001) and serum ALT (P < 0.001) and AST levels (P < 0.001) were measured
in SHBs transfection group than those of the blank control group. In addition, lower ApoA1 protein (P = 0.0072)
and mRNA expression (P < 0.001), lower intracellular TC levels (P < 0.001), lower serum ALT (P < 0.001) and
AST concentrations levels (P = 0.0049) were found in the ECHS1 overexpression group than those in the SHBs
transfection group; meanwhile, compared with SHBs transfection group, there were significantly lower ApoA1l
nucleic acid and protein levels (P = 0.0096, P < 0.001), decreased TC level (P < 0.001), no significant change of
ALT level (P = 0.28), and increased AST level (P = 0.0069) in ECHS1 interference group. Conclusions SHBs
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increases TC levels through downregulating ApoA1 expression in hepatocytes, and ECHS1 may suppress TC

production through some signal pathways and molecular mechanism.
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