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NUPSS alleviates lipid metabolism and inflammation by regulating PI3K/AKT
signaling pathway in nonalcoholic fatty liver disease
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Supplementary Table 1. The characteristics

of NAFLD patients and healthy

subjects.
healthy subjects NAFLD patients Pvalue

Age (years) 58+4.36 59.77+10.14 NS

BMI (kg/m?) 25.6+3.78 23.4243.24 NS
ALT (U/L) 19.33£11.15 40.16+£20.36 <0.05
AST (U/L) 17.67+7.37 36.25+£19.41 <0.05
TC (mmol/L) 5.7+0.3 4.32+0.78 <0.05
TG (mmol/L) 1.96+0.5 1.37+£0.51 <0.05
HDL-C(mmol/L) 1.27+0.26 1.08+0.34 <0.05
Glucose(mmol/L) 5.28+0.47 6.25+1.6 <0.05

BMI: body mass index; ALT: alanine transaminase; AST: aspartate transaminase; TC:

total cholesterol; HDL-C: high density lipoprotein-cholesterol.
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Figure legends

Figure S1. A. Animal experimental design. B. Changes of body weight in mice. C.
Weight of mice. D. Pictures of mice liver tissues. E. TUNEL staining of mice liver
tissues. F. Detection of NUP85 and Albumin in liver by immunofluorescence staining.
Measurement metrics are shown in the figure. All experimental results of this study
were replicated at least three times. **p<0.01, ***p<0.001 compared with the pair
group.

Figure S2. A. AML-12 cells were co-cultured with different concentration (0, 0.0625,
0.125, 0.25, 0.5, 1, 2, 4, 8 mm) of FFA for 24 h to detect cell viability. B. Oil red O
staining. The percentage of lipid area in liver sections was detected by Oil red O
staining. All experimental results of this study were replicated at least three times.
*#p<0.01, ***p<0.001 compared with the pair group.

Figure S3. A. Apoptosis of AML-12 cells was assessed using FCM. All experimental
results of this study were replicated at least three times. * *p<0.01, ***p<0.001
compared with the pair group.

Figure S4. NUPSS silencing alleviates FFA-induced lipid disorders and inflammation
in AML-12 cells by interacting with CCR2. A. ITHC results analysis of CCR2 in
NAFLD patients. B-C. IHC and Western blotting results of CCR2 in mice liver
tissues. D. Western blotting analysis of CCR2. E-G. Western blotting and RT-qPCR
results of the levels of CCR2 after transfected with NUP85-siRNA and
pcDNA3.1-3xFlag-c-NUPS8S5 in cells. H-I. Western blotting and RT-qPCR were used
to detect the expression levels of SREBP-1C, IL-1pB, IL-6 and TNF-a, PPAR-a and
ACOX-1. All experimental results of this study were replicated at least three times. *
*p<0.01, ***p<0.001 compared with the pair group.

Figure S5. A. Western blotting was used to detect the expression levels of PI3K and
p-PI3K in AML-12 cells after transfected with CCR2-siRNA and NUP85-siRNA. B.
Chemical structure of LY294002. C. CCKS8 was used to detect cell activity. All
experimental results of this study were replicated at least three times. * *p<0.01,

*#%p<0.001 compared with the pair group.



Figure S6. A. Analysis of small animals Imaging. B-D. Macroscopic appearance and
body weight of the livers of mice. E. TUNEL staining of mice liver tissues.All
experimental results of this study were replicated at least three times. * *p<0.01,

*#%p<0.001 compared with the pair group.
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Figure S2
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Figure S3
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Figure S4
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Figure S5
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Figure S6
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