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[Abstract] Objective To investigate the distribution of MICA polymorphism in Han population in Jiangsu, the
correlation between MICA polymorphism and HBV-related hepatocellular carcinoma(HCC). Methods One hundred
patients with HBV-related HCC were selected into HCC group (n=161),162 healthy people were divided into con-
trol group. Genotyping was conducted by using polymerase chain reaction-sequencing, allele frequency distribution
and its correlation with HBV-related hepatocellular carcinoma were compared between the two groups. Results
Compared with objectives with AA homozygote genotype,objects with GG genotype had more risk with HCC(OR ;
1.860,95%CI:1.009—3. 428, P=0.020). Objects at least carrying one G allele had more risk with HCC than objec-
tives carrying A allele(OR:1.412,95%CI:1.030—1.936,P=0. 046). In HCC patients, the GG genotype was associ-
ated with a significant higher serum levels of MICA compared to the AG or AA genotype. Conclusion The results

suggested that MICA polymorphism was significant associated with HBV-related hepatocellular carcinoma among

%- L]

Han population in Jiangsu.
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FH LU A MR A R (MHO)- T 248 AH K K AMICA) 4 5
— R i MR A S B SRR Al (NK 41 i) 3 £k 5
ZAR NKG2D $ FPE 45 & . 78 NK 403 7% 16 705 5 Wl b & ¥
TER . DFR R, MICA £ 25 P 55 2% P i | JER g 92 05 A B
OB REN S BREAE B XA, AR B EHRIT
MICA FE [ 22 351 L S 3 th el sk MICA $it il & /e 5 £ 8
48 A HCC iy AH 56 1
1 #EREHE
L1 —JB%R o 2009 4F 9 H E 2013 4 6 A AR B IiA - 4
WHEf2 K HCC B3 161 BIgh A B &4, i fi B & ¥ ik

EEBN AT B A EAEEN AR, EE NS L BT RO .

RIFABE KRG TS A=Y R R s ok 5 131 L, 2 30
B BB AW 22~80 &, P47 21 12.5) % G B EH LA
JF 4 FmHe e (HBsAg) ¥ BV . K 1513 JC I 4% ¢ & L FE A
B 4 fd B 162 91 4 A g B AT 2R, b B9 130 i, 4 32
B s AR 24~74 % FH(45. 611, 8) %, W4l 323K 1 91 .
RIS S — ORI LA L E R S B X (P>0.05) . A
EEl= A

1.2 Jr

1.2.1 JEPH 4] DNA 4280 L H 4 DNA $2HUR |l Wizard 3
M40 DNA 4lifb i 77 & (35 B Promega 24 &), B2 E ™ 4% e B U
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PCR A8 94°C 5 min, 28 94 C 30 s B & 60 C 30 s FEAH
72 'C 30 5,35 AR, 72 CHEAR 7 min, PCR ¥ 3479 K Bty
492 bp,
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3 it it

MICA £E [ J& MIC 3[R R il 2 — . MICA 2 Jj fig
T e R IE B A A Rk AR AR . W gE & B, MICA
Fs PRUTE R 22 B0 1 e oFe R 0 Do 2 P g g B L LR g
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— A4~ MICA SNP fif fi rs2596542 5 2, 78 Jif- 4 ¥ . HCC %) J&&
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