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Abstract:Objective To investigate the expression of A1BG antisense RNA 1 (A1BG-AS1) in plasma ex-
osomes of patients with primary hepatic carcinoma (PHC) and its value in the diagnosis and prognosis evalua-
tion of PHC. Methods Seventy-five PHC patients treated in this hospital from December 2016 to June 2018
were selected as PHC group and twenty-six patients with simple liver cirrhosis were selected as cirrhosis
group. In addition,50 healthy controls in the same period were selected as control group. The relative expres-
sion of plasma exosomes AIBG-ASI was detected by real-time fluorescence quantitative PCR(RT-qPCR) ,and
the relationship between the expression level of plasma exosome A1BG-ASI and clinicopathological character-
istics was analyzed. The diagnostic value of plasma exosome A1BG-ASI1 for PHC patients was analyzed by re-
ceiver operating characteristic (ROC) curve. The survival curve of PHC patients was analyzed by Kaplan-
Meier method, and the prognostic risk factors of PHC patients were analyzed by Cox regression model.
Results Comparison of plasma exosome AIBG-ASI expression levels among control group, cirrhosis group
and PHC group showed statistically significant difference (P <C0. 01). The expression level of plasma exo-
somes A1BG-ASI in the cirrhosis group and PHC group was significantly lower than that in the control group
(P<C0.01) ,and the expression level of plasma exosomes A1BG-AS1 in the PHC group was significantly lower
than that in the cirrhosis group (P<C0. 01). The area under the curve (AUC) of A1BG-AS1 combined with
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AFP in the diagnosis of PHC was 0. 898(95%CI :0. 839—0. 941) ,the Youden index was 0. 657, the sensitivity
was 90.67% ,and the specificity was 75. 00%. The expression level of plasma exosomes A1BG-AS1 in PHC
patients was correlated with tumor stage,liver function grade and lymph node metastasis (P<C0. 05). Kaplan-
Meier survival analysis showed that the 3-year survival rate of patients with high A1BG-AS1 expression was
significantly higher than that of patients with low A1BG-AS1 expression (X* =6. 857, P =0.009). Tumor
staging (T3—T4),lymph node metastasis, and low expression of A1BG-AS] were independent risk factors
that affected the prognosis of PHC patients (P<C0. 05). Conclusion Plasma exosomes A1BG-AS1 expressed
lowly in PHC patients,and it is related to clinicopathological characteristics and prognosis. The combination of

plasma exosomes AIBG-AS1 and AFP has a high diagnostic value for PHC and can be used as a marker for

the diagnosis and prognosis of PHC.
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