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[Abstract] Objective To investigate the expression of phosphoglycerate mutase 1 (PGAM1) and arginine succinate
synthase 1 (ASS1) in hepatocellular carcinoma (HCC) tissues and explore their prognostic significance.Methods Tissue spec—
imens and clinical data of 124 HCC patients treated in the Department of Hepatobiliary Pancreatic Hernia Surgery, Affiliated
Hospital of Xuzhou Medical University from January 2020 to January 2022 were collected. The expression of PGAMI1 and
ASS1 proteins in HCC was detected by immunohistochemistry. The differential expression of PGAMI1 and ASS1 proteins in
cancer tissues of HCC patients with different clinical features was compared. Kaplan-Meier curve and Cox regression analysis
were used to investigate the prognostic factors of HCC.Results The positivity rate of PGAM1 in HCC cancer tissues was
higher than that in adjacent tissues (66.13% vs. 8.06% ), while the positivity rate of ASS1 was lower than that in adjacent tis—
sues (33.06% vs. 87.10%), with statistical significance ¢° =89.579, 75.471,P<0.001). The expression of PGAM1 and ASS1
proteins in HCC cancer tissues was negatively correlated (¢, =—0.795, P <0.001). The positivity rate of PGAM1 protein in
cancer tissues was higher in CNLC stages I -lll than in stage I, and the positivity rate of ASS1 protein in cancer tissues with
CNLC stages I[-Ill was lower than in stage I (/P =22.689/<0.001, 6.933/0.008). The overall 3-year survival rates of
PGAMI1 positive and negative groups were 43.90% (36/82) and 76.19% (32/42), respectively, with a statistically significant
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difference between the curves (Log-rank X” =13.440P <0.001). The overall 3-year survival rates of ASSI positive and negative

groups were 82.93% (34/41) and 41.98% (34/81), respectively, with statistically significant differences between the curves
(Log-rank x* =19.280, P <0.001). CNLC stage Il Il and PGAMI positivity were risk factors affecting the prognosis of HCC,
while ASSI positivity was a protective factor [HR (95%CI)=1.602(1.175-2.183), 1.684(1.228-2.308), 0.635(0.484-0.834)] .

Conclusion The upregulation of PGAM1 expression and downregulation of ASS1 expression in HCC are associated with

CNLC staging and are potential tumor markers for evaluating the prognosis of HCC patients.
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Fig.1 The expression of PGAM1 and ASS1 proteins in HCC

tissues
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ASS1 PHME: -0.454 0.139 10.668 <0.001 0.635 0.484~0.834
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Tab.1 Comparison of differences in PGAM1 and ASS1 expression in HCC tissues under different clinical/pathological features
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