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Interaction between autophagy and lipid metabolism in cell models of nonalcoholic fatty liver disease

YAN Rong NIU Chunyan YU Lu et al. ( Department of Gastroenterology The First Affiliated Hospital of Xi’an Medical College Xi’an
710077 China)

Abstract: Objective To investigate the interaction between autophagy and lipid metabolism in nonalcoholic fatty liver disease ( NAFLD) .
Methods Human hepatocytes ( steatosis) were cultured in vitro to establish a cell model of NAFLD. Rapamycin was used to induce autoph—
agy and 3 — methyladenine was used to inhibit autophagy. MTT colorimetry was used to measure cell viability. ELISA was used to measure
the levels of triglyceride ( TG) alanine aminotransferase ( ALT) aspartate aminotransferase ( AST) lactate dehydrogenase ( LDH) gam—
ma — glutamyl transpeptidase ( GGT) and albumin ( Alb) . TF method was used to determine the location and distribution of LC3 —II. West—
ern blot was used to measure LC3 —II/LC3 -1 ratio. An analysis of variance was used for comparison of continuous data between groups
and the SNK - ¢ test was used for further comparison between two groups. Results Compared with the steatosis group the induced autoph—
agy group had significant reductions in absorbance and cell viability ( HL — 7702 cells: ¢ =4.160 and 4. 110 P <0.05; SK - HEP -1
cells: ¢=4.407 and 4.032 P <0.05) . Compared with the control group the steatosis group had significant increases in the levels of TG
ALT AST LDH GGT and Alb ( HL -7702 cells: ¢=5.316 3.730 4.013 6.967 6.192 and 5.531 P <0.05; SK - HEP -1
cells: ¢=4.963 3.603 4.774 7.479 6.319 and5.193 P <0.05). Compared with the steatosis group the induced autophagy group
had significant reductions in the levels of TG ALT AST LDH GGT and Alb ( HL —7702 cells: ¢ =4.978 3.695 3.960 5.130
4.695 and3.192 P<0.05; SK-HEP -1 cells: ¢=3.846 5.575 4.184 5.019 4.203 3.049 P <0.05). The induced autophagy
group had the highest percentage of LC3 —II — positive HL —7702 cells ( 90. 1% ) and LC3 - II — positive SK — HEP -1 cells ( 80.0%)
followed by the steatosis group (47.2% LC3 —1I - positive HL — 7702 cells and 48.4% LC3 —1II - positive SK — HEP — 1 cells) and the au-
tophagy inhibition group (30.2% LC3 —1I - positive HL —7702 cells and 45.5% 1.C3 - II — positive SK — HEP — 1 cells) . The induced au-
tophagy group had a significant increase in LC3 —II/IC3 -1 ratio compared with the steatosis group ( HL — 7702 cells: ¢ =6.786 P <0.05;

doi: 10.3969/j. issn. 1001 -5256.2017.10. 027
12017 -06 -30; 12017 -07 -27.
: (2013JK0788)
(1983 -)
: nchy69@ 163. com.



1982 3 10

2017 10

J Clin Hepatol Vol.33 No.10 Oct.2017

SK —HEP -1 cells: ¢=5.926 P <0.05). Conclusion Upregulation of autophagy can promote the elimination of liver fat while down—

regulation of autophagy can promote lipid accumulation.
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F 4.452 3.257 3.670 5.377 4.343
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