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[ Abstract] Objective To investigate the specific mechanism of isorhamnetin in preventing lipid metabolism disorder
in macrophages. Methods This study was conducted from January to June 2022. RAW264.7 cells in logarithmic growth
phase were divided into control group (no intervention) , atherosclerosis group [treated with 50 W g/ml oxidized low—density
lipoprotein (ox—LDL) for 24 h] , atherosclerosis+isorhamnetin group (incubated with 20 p mol/L isorhamnetin for 8 h, and then
treated with 50 w g/ml ox—LDL for 24 h) . The lipid content of macrophages in each group was detected by oil red O staining.
The expression level of autophagy markers [microtubule—associated protein 1 light chain 3 (LC3) I and P62] in macrophages
in each group was detected by Western blot. The number of autophagosomes in macrophages in each group was observed by
transmission electron microscopy. Results  Oil red O staining showed that no lipid deposition was found in macrophages of
control group; there was obvious lipid deposition in macrophages of atherosclerosis group; the lipid content of macrophages in the
atherosclerosis+isorhamnin group was significantly reduced compared with that in the atherosclerosis group. The expression level
of LC3 1 in macrophages of atherosclerosis group and atherosclerosis+isorhamnetin group was lower than that of control group,
and the expression level of P62 was higher than that of control group (P < 0.05) . The expression level of LC3 Il in macrophages
of atherosclerosis+isorhamnin group was higher than that of atherosclerosis group, and the expression level of P62 was lower
than that of atherosclerosis group (P < 0.05) . The results of transmission electron microscopy showed that autophagosomes
could be observed in macrophages of the control group; compared with the control group, the number of autophagosomes in the
atherosclerosis group and the atherosclerosis+isorhamnetin group was significantly reduced; compared with atherosclerosis group,

the number of autophagosomes in macrophages of atherosclerosis+isorhamnin group was increased. Conclusion Isorhamnetin

HE&UH: BEXBAREESHRBTAE (82200404 )
VEF AT . T10032BR PR VE LT, 25 ZEAL R 2 FEARR I Bt O I R
WMAEMEE . BERI, E-mail: 26434505@qq.com



SO R 4%k 202349 A B3 12601 SR RAE . hitp://www.syxnf.net ST

can prevent the lipid metabolism disorder in macrophages by up-regulating autophagy level, and then prevent the formation of

foam cells.
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Figure 1 Lipid content of macrophages in each group detected by oil red O staining
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Table 1 Comparison of expression levels of autophagy markers of

macrophages in three groups
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Figure 2 The number of autophagosomes in macrophages in each group

observed by transmission electron microscopy
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