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Diagnostic value of detection of protein induced by vitamin K absence or antagonist-I[ combined with
alpha-fetoprotein in patients with HBV associated hepatocellular carcinoma

SUN Ming-hui'?, LIU Long"*, YANG Rui-ping*, LEI Xu', LIU Yan-qing', CHEN Ze-fang', YANG Jing'”,
LI Jian"’, TAN Hua-bing' (1.Institute of Hepatology/Department of Infectious Diseases, Renmin Hospital,
Hubei University of Medicine, Shiyan 442000, Hubei Province, China; 2.Department of Medicine, Fangxian
County Mental Health Center, Fangxian 442100 , Hubei Province, China; 3.Biomedical Research Institute,
Hubei University of Medicine, Shiyan 442000, Hubei Province, China)

Abstract: Objective To investigate the diagnostic value of detection of protein induced by vitamin K
absence (PIVKA-II) combined with alpha-fetoprotein (AFP) in patients with HBV associated hepatocellular
carcinoma (HCC). Methods Total of 258 cases with HBV associated HCC in Renmin Hospital, Hubei
University of Medicine from February 2017 to January 2018 were selected. The serum levels of AFP and
PIVKA- [l were detected. The levels of AFP and PIVKA-1I in patients with different stages of liver cancer,
different HBV DNA loads, different HBV genotypes and different periods of HBV infection were analyzed.
The positive rate, sensitivity and specificity of AFP combined with PIVKA-II detection in patients with HBV
associated HCC were calculated. Results There were no significant differences in serum AFP and PIVKA-II
levels between patients with different HBV genotypes and HBV infection periods (P > 0.05), and there were
significant differences in serum AFP and PIVKA-1I levels between patients with different HBV DNA loads
and liver cancer stages (P << 0.05). The positive predictive value, sensitivity and specificity of PIVKA-II
combined with AFP were 91.01% , 84.57% and 88.24%, respectively, which were significantly higher than
those of PIVKA-II and AFP alone (P << 0.05). Conclusions The combined detection of serum PIVKA- I
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and AFP can be used as important indexes for clinical screening of patients with HBV associated HCC. HBV

DNA loads, clinical liver cancer stages combined with serum AFP and PIVKA- I levels are helpful for early

detection, early diagnosis and early treatment of HCC.

Key words: Hepatitis B virus; Hepatocellular carcinoma; Alpha-fetoprotein; Protein induced by vitamin K

absence; Clinical diagnosis
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FNFEiE42.25", BT EEHBVELR, &
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PIVKA-II . PIVKA-II Bt & AFPi2 Wi HCCH BH 1
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