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Abstract: Objective To predict the structure and function of sterol O-acyltransferase 1 (SOAT1) related to hepatocellular
carcinoma (HCC) by using bioinformatics tools, in order to understand its mechanism as the marker and therapeutic target
of S-1II subtype. Methods The structure, function and protein interaction of SOAT1 were predicted and analyzed by using
databases or softwares such as NCBI, STRING, Protscale, SignalP, TMHMM, PSORT, SOPMA, SWISS - MODEL,
NetNGlye, NetOGlyc, Netphos and ProtParam. Results The protein encoded by SOAT1 was a hydrophobic protein with
good stability, which was a nonclassical pathway protein with 8 transmembrane regions, mainly distributed among the
cell membrane. SOATI was expressed in many tissues, while most of them in the adrenal gland, which showed multiple
phosphorylation sites and was mainly involved in the synthesis and catabolism of cholesterol. Conclusion Bioinformatics
analysis of structure and function of SOAT1 showed that SOATT lipid synthesis and catabolism pathways played an important
role, and lipid expression was closely related to the development of cancer, indicating that the treatment of HCC may be
achieved by regulating the expression of SOAT1 gene.
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Fig. 2 Signal peptide analysis of SOAT1 protein
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SOAT1 ¥ K 5 KEGG i % WL 1,128 H F 2
Z 5155 # A 6 F, H i hsa00120, hsa00100
hsa04979 . hsa00140 45 3 f#% 15 5 i 5t 248 A 1538 2% AH
Ko HSOATIEHHEZ S T PARP I ¥, 5 40 il 4
ToPRTTA DG, LAh, GO Zr i [ AE /R T SOAT1 541
KA S5 U R LR )6 D B oA, Ik 2.

i S50 E ik FERAEL SR iR ILR
hsa00120 — AR I AR A 4 2.62 3.53%x 10
hsa00100 FE WA W 1 4 2.57 3.53 %107
hsa04979 O] A 4 2.17 5.28x10°
hsa00140 e BRI 4 2.09 8.14x10°
hsa03320 PPAR {551l [t 2 1.69 0.001 4
hsa01100 [Mipe 5 0.85 0. 000 79




- 30 - e AR A eE A 2023 4F 1 A5 36 8555 1 ] Chin J Biologicals January 2023, Vol. 36 No. 1

3R 2 SOAT1H GO 4 T I /B
Tab. 2 GO molecule function analysis of SOAT1
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