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Endoplasmic reticulum stress-induced fatty depositon in hepatocytes and the possible mechanism
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[Abstract] Objective To observe the fatty deposition in thapsigargin-induced endoplasmic reticulum stress model in

hepatocytes and to discuss the possible mechanism. Methods Hepatocytes (1.02 cell and HepG2 cell line ) were divided into
control group and experimental group (treated with 1 pmol/L thapsigargin). Fatty deposition in the hepatocytes was observed
by biochemical assay and oil red O staining. Real-time PCR was used to test the expression of SREBP-1c and LXRs mRNA.
And Western blotting analysis was used to examine the expression of protein of GRP78,SREBP-1c¢ and LXRs. Results Western
blotting analysis showed that GRP78 protein expression in the experimental group was remarkably higher than that in the
control group (P<C0. 05 ), indicating the successful establishment of the endoplasmic reticulum stress model in hepatocytes.
The hepatocyte fatty deposition in the experimental group was significantly more than that in the control group 48 h after
thapsigargin exposure(P<C0. 01). The expression of SREBP-1c mRNA and protein in the experimental group was significantly
higher than that in the control group (P<C0. 05 ), and the expression of LXRs mRNA and protein was not significantly between
the two groups. Conclusion  Endoplasmic reticulum stress may induce hepatocyte fatty deposition throuth up-regulating
SREBP-1c¢, and LXRs is not involved in the process.
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1.1 E@mAH A L02,HepG2 HF 40 M B b 3& Be 18
fERb s = L, AR AR v (BN U R AR Y TR
AR A s RPMI 1640 5 % 2 (Hyclone 24 ®], 3
FED ; B b DMEM #5 3% % (Gibeo 24 &, € FD ; %
¥ N # (thapsigargin, Sigma-Aldrich A&, & E);
SR S (KB I A ARG R A D
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CCA GAA ACT CAA G-3', Fi#BI19: 5'-AGT GTG
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LXRs LG9 5'-ATG CCG AGT TTG CCT TGC-
3, RS54 . 5-CAT CCG TGG GAA CAT CAG T-
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20 5 A 3R 4x 5 k(9. 247 £ 0. 071) %
(9.9584+0.079) %, (11. 118 £ 0. 034) %, (13. 218 +
0.046) % . (17.027 0. 026) % (29. 897 0. 064) % ,
M MR 4 mol /L, HX 40 A 1 5
B R G 5, S REAR A B b K A M ) B
PELVEE A MO SCHR S R A 1 pmol /L AE M EE T & |
ESTEER 831
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MRS N (P<<0. 05, & 1), UiUI T4 ERS #7Y
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Fig 1 Expression of GRP78 protein after
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Tg: Thapsigargin (1 pmol/L). * P<C0. 05 vs control group. n=3, rts
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Fig 2 Triglyceride measurement after
thapsigargin exposure in each group

Tg: Thapsigargin (1 pmol/L). ** P<C0. 01 vs control group. n=3, rs
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Fig 3 Oil-red O staining of lipid droplets
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Tg: Thapsigargin (1 pmol/L). Original magnification: X200
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Tg: Thapsigargin (1 pmol/L).
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