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[ Abstract]  Objective Proteomics were used to analyze changes in the liver protein expression profile of AFLD
mice and the effect of resveratrol treatment. Methods The AFLD model of C57BL/6] mice was prepared by NIAAA
method, and resveratol (400 mg/kg) was administered orally for 9 days. Proteins in the liver tissues were quantified by the
4D non-standard quantitative proteomic method . Under conditions of multiple changes =1.5 or <0.67 and P<0. 05,

significantly up- or down-regulated differentially expressed proteins in three comparison groups were screened. GO
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classification, KEGG pathway enrichment, and protein network interaction analysis of differentially expressed proteins were
carried out. Results Totals of 4513 and 3763 proteins were identified and quantified, respectively, and 1228 differentially
expressed proteins and 11 differentially coexpressed proteins were screened. Compared with the control group (P<0.05),
370 and 324 proteins were significantly down- and up-regulated in the AFLD group. Compared with the AFLD group ( P<
0.05), 224 and 227 proteins were significantly up- and down-regulated, respectively, in the resveratrol treatment group. A
total of 1228 differentially expressed proteins were involved in 40 biological processes, 36 cellular components, 38
molecular functions, and 45 KEGG pathways annotated by GO classification. A total of 11 differentially coexpressed
proteins were screened and found to be related to 9 molecular functions and 5 signaling pathways, of which 4 differentially
coexpressed proteins interacted. Conclusions After chronic alcohol intake, the protein expression profile of mouse liver
tissue changes significantly. The changes in expression of Sultlbl (sulfotransferase family cytosolic 1B member 1) , Apoad
(apolipoprotein A-TV) , Gpat3 ( glycerol-3-phosphate acyltransferase 3), and Ephxl (epoxide hydrolase 1) were closely
related to AFLD occurrence and the therapeutic effect of resveratrol on AFLD.
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Figure 1 Screening of differentially expressed

proteins in three sample comparison groups
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Note. The red and green dots in the figure represent the up-regulated and down-regulated differentially expressed proteins respectively.

Figure 2 Volcanic map analysis of differentially expressed proteins in three sample comparison groups
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Figure 3 GO classification analysis results of differentially expressed proteins
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Figure 4 Analysis results of KEGG enrichment pathway of differentially expressed proteins
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Table 1 Molecular functions and differential fold values of 11 differentially co-expressed proteins

FLIR 44 B 4 FIEE Molecular function 225 FL{H Ratio P
Gene name 1 2 3 4 5 6 7 8 9 M/C R/M R/C M/C R/’M R/C
Rbbp9 - - - - - - - - - 0.39 1. 68 0. 65 0. 000211 0. 002696 0. 005586
Serpinbla - - - + + - - - - 0.08 6 0.5 0. 001592 0.003747 0. 008216
Msrb1 + + - - - - - - - 0.29 2.17 0. 64 0. 000971 0. 006664 0. 007230
Sult1bl + - + - - - - - - 0.21 2.87 0.59 0. 000684 0. 004905 0. 005977
Sle25a17 - + + - - - 3.24 0.59 1.92 0.001354 0.021333 0. 026815
Apoad - + + + + + + 6.79 0. 26 1.73 0. 000155 0. 000410 0. 005629
Uaplll + - + - - - - - - 3.92 0.4 1. 56 0. 000354 0. 001367 0. 011455
Ermpl - - - - - - - - - 2.44 0.63 1. 54 0. 004036 0. 026737 0. 026245
Gpat3 + + - - - - - - 3.98 0.53 2.12 0. 007723 0.018115 0. 001476
Ephx1 + o+ - - - - + - - 3.38 0.54 1.81 0. 000985 0. 013226 0.000113
Stubl + 0+ o+ - - - - - - 5.66 0.30 1.68 0. 000357 0. 000129 0. 030385

TE ARG L, 2. BB 25 3 RO RRT A 42 3 T IREIR 1 ], 5« B 900 4k 6. 3B H TG 30, 7 . FREAL MK AR BTG 1k, 8 . IR B e iZ (A 1, 9: 9T
AT s+ A LR 7 IR - BUH TR T R

Note. 1, Catalytic activity. 2, Protein binding. 3, Transferase activity. 4, Molecular function regulator. 5, Enzyme regulatory activity. 6, Transport
activity. 7, Epoxide hydrolase activity. 8, Lipid transporter activity. 9, Antioxidant activity. +, Protein has this molecular function. —, Protein doesn’t
have this molecular function.
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Note. The horizontal axis represents the samples of each group, and the vertical axis represents the expression levels of 11 differential coexpressed
proteins. Each color square represents the protein expression level, in which orange represents up-regulation, and the color from dark to light indicates
the gradual decrease of protein expression. Green represents down-regulation, and the color from dark to light represents a gradual increase in protein
expression.

Figure 5 Analysis results of KEGG enrichment pathway of 11 differentially co-expressed proteins
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Figure 6 Network interaction diagram of 11 differentially

co-expressed proteins
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