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Lamp2a Participates in the Function of Plin5 in Liver Lipidolysis*
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ABSTRACT Objective: To explore the effect that lamp2a regulates expression and function of plin5 in liver. Methods: Western Blot
and immunohistochemical staining were applied to detect the expression of lamp2a and plin5 as well as their relationship in liver. To fur-
ther investigate their relation in cellular level, we built a cell lines named HepG2-L2A that lamp2a was knocked out. In the condition of
containing oil acid or lysosome inhibitor, the expression level of lamp2a and plin5 was detected in HepG2 and HepG2-L2A cells. Results:
Western Blot and immunohistochemical staining suggested, in the liver of patients with nonalcoholic fatty liver disease, the expression of
lamp2a was significantly reduced but plin5 markedly increased as compared to normal humans. Western Blot showed that expression of
plin5 in HepG2-L2A was moderately increased in regular cultivation, Bodipy staining showed number of lipid droplets in HepG2-L2A
also increased (124+ 15.3 vs 273+ 19.1). However, the level of plin5 was sharply reduced in HepG2 but no obvious alteration was ob-
served in HepG2-L2A when cells were cultivated with medium not contained serum after oil acid was taken. Likewise, the number of
lipid droplets was obviously lessened in HepG2(282+ 24.1 vs 192+ 17.5)but no significant reduce in HepG2-L2A (325 24.0 vs 286+
28.7 )when cultivated as above. Besides, there was distinct increase in plin5 expression in HepG2 when lysosome inhibitor was given, but
no change of plin5 expression in HepG2-L2A. Conclusions: In liver, the abnomal expression of lamp2a influenced the expression of plin5
as well as lipidolysis.
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Fig.l Expression level of lamp2a and plin5 in human liver

a: Immunohistochemical reactivity for lamp2a in normal people and NAFLD patients, the black bars correspond to 100 wm; b: The expression of lamp2a

and plin5 in liver of normal people and NAFLD patients; c: Quantity of gray value in figure b.
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Fig. 2 The knockout of lamp2a leaded to the abnormity of plin5 degradation and influenced the catabolism of lipid droplets.

a: Build the cell lines of lamp2a knockout; b: The expression of plin5 in the different condition including None, OA, OA>S+, OA>S+; c: Bodipy staining

for lipid droplets in the different condition including None, OA, OA>S+, OA>S+; d: Statistics of lipid droplets number in figure c.
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Fig. 3 The degradation of plin5 depended on lysosome

a: The expression of plin5 increased in HepG2 when the lysosome inhibitors were added in medium; b: Quantity of gray value in figure a;

c: The expression of plin5 was unaltered in HepG2-L2A when the lysosome inhibitors were added in medium; d: Quantity of gray value in figure c.
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