o 2842 - E PRI E 2275 2018 4F 11 A % 39 %% 22 1 Int J Lab Med,November 2018, Vol. 39, No. 22

& - lmATR

HBV X% & & HBsAg kF5 HCCRAFP By X 1%
EEFgEERmNERER

(AAXFWREFPRERILRR/ xRk ERERA. TR G 210044)

B E:HHN WA AR KXREFEHBVIAMXBRITRES CHRFLTRR(HBsAQ KT 5 AT HEL
FH(HCCR) . Wit & & (AFP) sy X M A LTS e fs4red A oL, FiE LI 318 4 HBV AB X AT 5% & &
e 40, IR 60 48] 4 B ABECH AT BB 4A, b4k 41 HCCR,AFP #m 4 2. 5t 4 # HBsAg /K F X5 HCCR.
AFP #9548 % M o4 R R 7% HBsAg K-F & %A Z R F HBV 48 % B 5% & # 49 HCCR,AFP 4o ra b &
W A R AAESBHALT) SR BREKH(GCT) LR MR (ALP) &R, £82 R4
HCCR #= AFP K-F¥H 2 F & T B4, 2 F A 435 &L (P<0.05); 7 F HBsAg &K-F & %4 HCCR 5
AFP K-FH¥ ZEAX X £ (P<0.05) ;8 & HBsAg K-F 897+ 3%, HCCRAFP K-FFofa it £33 2 F 5, £ 57
HG% 3 &L (P<0.05); TR K R, RAMIFESE LY HCCRAFP MBERERAZEN G £2F AL
% E L (P<0.05) ;74628 ALT .GGT.ALP KF 2 E 35 FABA, £ F A% 25 L(P<0.05); B Z A
HEHF GCT KPR HFGH TLAMNK IFRAEL, m ALT K-F 0 2 FK T SR K FRAE L, 274 %t
FEN(P<0.05), #it HCCR,AFP K-+ L5 HBsAg K-F 2 EAX . KT HBV 48X WAT % & & AT 20 0%
TWg P ERE, T HBsAg K-F&F . mBEASEN HCCRAFP A A FA AT BB EF L. RGFEAOH
BACR,
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Correlation of HBsAg level with HCCR,AFP and the changes of liver function
in patients with HBV related liver disease
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Abstract: Objective To investigate the correlation of hepatitis B virus surface antigen ( HBsAg) level
with human cervical cancer gene (HCCR) and alpha fetoprotein (AFP) and the changes of liver function in pa-
tients with hepatitis B virus (HBV) related liver disease. Methods 318 patients with HBV related liver dis-
ease were selected as the case group,and 60 healthy people were selected as the control group. The levels of
HCCR and AFP between the two groups were compared. The correlation of HCCR and AFP in patients with
different HBsAg levels were analyzed. The positive rates of HCCR and AFP in patients with different HBsAg
levels and different HBV related liver diseases were compared. The levels of alanine aminotransferase (ALT),
glutamate transpeptidase (GGT) and alkaline phosphatase (ALP) in the two groups were compared. Results
The levels of HCCR and AFP in the case group were significantly higher than those in the control group,and
the differences were statistically significant (P<C0. 05). The levels of HCCR and AFP were positively correla-
ted in patients with different HBsAg levels (P<C0. 05). With the HBsAg level increased, the levels and the
positive rates of HCCR and AFP were significantly increased,and the differences were statistically significant
(P<C0.05). The positive rates of HCCR and AFP in hepatitis B, cirrhosis and hepatocellular carcinoma were
significantly increased in turn (P<C0.05). The levels of ALT,GGT and ALP in the case group were signifi-
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cantly higher than those in the control group,and the differences were statistically significant (P<Z0. 05). The
level of GGT of patients with hepatocellular carcinoma was significantly higher than that of patients with hep-
atitis B and liver cirrhosis, while the level of ALT was significantly lower than that of patients whit hepatitis B
and liver cirrhosis,and the differences were statistically significant (P<C0. 05). Conclusion The levels of HC-
CR and AFP are positively correlated with the level of HBsAg.,which reflects the severity of liver cell lesions
in patients with HBV related liver disease. For patients with high levels of HBsAg,the combined detection of
HCCR and AFP is helpful to clarify the lesion of liver and improve the prevention effect of hepatocellular car-

cinoma.
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B, P<<0.05 FmERFGIEE L.
2 & B
2.1 SRR BB 4l HCCR ., AFP #5045 5 b %% %
HASEESHT B4 HCCR Fil AFP /K3 8 3 5
FX AL, 22 54 G 2% L (P<C0. 05); HCCR,
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(P<C0.05); Jf A M % HCCR [HME R B & & T

AFP HMER . ZRFHH T B L (P<<0.05), Lk 3,
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— A T PR AN PO TR YT RO . HBY 218
JHF 240 B 75« R % iSRRI 40 3 A R 2R
e B PR MR . #E HBV By 3E 22 0 80T . I 44 ffg i
SRR 1A A AT I R R B RGBS o I DR O A O B
80 0 1 T4 /8 & JF HBV JRYLDY . Phatie S5 F 5%
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I % HBV e AR T 10080 1 98 B 36 1 G
TEADEFE W B 4 rh AN 7] HBsAg 7KSF- 19 (835 HC-
CR.AFP /K- @3 5 F xR, X nl fig & oA AT
Y AE IR Y HBY J5 . FA W IF e gh fefb 2 74
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Tt o ELF Al M 5% 0 458 493 )5 16 A6 B00E BR . HCCR, AFP
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PR T AN HBY RS 5 5455 1) 7 5 R L 6 Il
PRIEAR 95 16 A — 2 W48 0 1A .
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T AR PR SRR S 9 5 L AFP 0 BV R AR A
S Bw Izt . RIS R Bon . B HBsAg /K
7 s HCCRAFP W B 261 B 25 T i/ X Ui B T
HCCR.AFP [ FHPE R XA HBV 8k i /™ 2 B
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PR A O A BY T HBVY R M B 1 A A
16 5 % 1k 9 2 3 b HCCR (9 FAPE 32 B %5 35 T AFP
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47 B L 3 136 HCCR 32 W7 i kM 98 ) s vk 5
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PR B ALT JKOF 8 25K T & B 98 Fn R Ak 28
HLOXFREEE N A ) R R 8 A R ALT
RE ) T e R R AES I ALT AW . M F
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