SREZAIERSHE 202042 A 4 18 %55 21 Clinical Education of General Practice  Feb.2020, Vol. 18, No.2

AESR LR F-a EE S ESHAREEE SR

B ITEN

W %% EETE

[FEE] BH HEAMWBFRILEF-o(INF-o) A HEHFR % S (SNPL 569 £ S5 4 0% (HCC) 1% 5
R egAR X, ik ABHCC B 112 BI4FH 320, 5 2L IR 45 PR Aol 2 X & a9 A AF 98 B 100 4] 1F A AF
M4, KA Taqman 384+ 3 6 € 2 PCR & % TNF-a A B % &4 5 -238G/A #2-308A/G BAT A B A, ILEH £ &
PEAT G G R B A R S AT K B R R A W LRI 69 o A AR AR, ST R A logistic W1 02 M % A5 55 HCC #9480 2 za
R OFBRAEHOFTINF-aK-FR LG TBA, 27 F %45 &L (=13.36,P<0.05) ; £ TNF-a & B -238G/A
A5G0, AL R B B RS A R WA R A AR, 2 F ¥ AL FE L (X #1=1.61.0.02, P3¥ >0.05) ; /£ TNF-«
B -308A/GAZ B P, LA AA AR AR ER BT HRA,CHFLEAAMENIE S TrBE, £2FAA%ITEE
SU(x* % #1=6.46.7.23, P39 <0.05) ; -308A/G 1%, 5 F ,AG+GG A B A 49 & % o iF TNF-a K- PR H FAALARA, 2
SR it FE L (1610, P<0.05). 48 TNF-« AR % Ak 5 HCC Z 8 T4 A £ — T ey %1, 3 P -308A/G
A58 b8 G F A A B T A2 HCC 42 5 B 6 RS2 L B, Y5 TNF-—o 25 B P —308A/C 4% 5. 89 % &Mt B at
B FRM HCC #9 & A R EHCC B ETS B T2l R E L,

[EER] BRI RA F-a; MHaisE; 248K, ARE; SiFHRME; MER

Association between gene polymorphism of TNF—« and genetic susceptibility to hepatocellular carcinoma SHEN
Peng, WENG Meiling, WANG Zhengfei. Department of Hepatobiliary Surgery, Quzhou People's Hospital, Quzhou
324000, China.

[Abstract] Objective To explore the correlation between TNF-a gene polymorphism and genetic susceptibility to he—
patocellular carcinoma (HCC). Methods Totally 112 patients with HCC were selected as the experimental group, and
100 patients without blood relationship and tumor were selected as the control group.The Tagman probe quantitative PCR
method was used togenotype TNF-a gene polymorphism loci —238G/A and -308A/G, and the distribution characteristics
of the genotypes and allele frequencies of the two polymorphism loci between the two groups were observed.And the corre—
lation between the polymorphism loci and hepatocellular carcinoma was analyzed by logistic regression. Results The se—
rum TNF-« level in the experimental group was significantly higher than that in the control group (t=13.36, P<<0.05).In
the TNF-a gene-238G/A locus, there was no significant difference in genotype and allele frequency distribution between
the two groups (x’=1.61,0.02, P>0.05).In the TNF-a gene—308A/G locus, the AA genotype frequency in the experime—
ntal group was significantly lower than that in the control group, while the G allele frequency was significantly higher
than the control group (x’=6.46,7.23, P<<0.05).In the —308A/G locus, the serum TNF-a level in the patients with AG
+ GG genotype was significantly higher than that in the patients with AA genotype, the difference was statistically signifi—
cant (1=6.10, P<0.05). Conclusion TNF-a gene polymorphism may be has a certain correlation with HCC, and G a—
llele of =308A/G locus may be a risk allele for genetic susceptibility to HCC.Monitoring the 308A/G loci polymorphism of
TNF-a is important to the accurate prediction of the occurrence of HCC and the prognosis of patients with HCC.

[Key words] tumor necrosis factor—a;  hepatocellular carcinoma; polymorphism; gene;  genetic susceptibility ;

correlation

DOI: 10.13558/j.cnki.issn1672-3686.2020.002.007
PEFH1:324000  WITTHEN , BTN R EEBETFARS MR
(RS TEIER) MR B (55 5838



$122 - SREFIRKRSHF 2020452 4 5518455 2 Clinical Education of General Practice  Feb.2020, Vol.18, No.2

B4l 9983 (hepatocellular carcinoma, HCC) /2 IIfi
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W25 HCC B H I R K 1 DLE Y 28 5 S A RN
PR AR PRI, W9 A% B 8, T e i S
ERF RIS T THRT A R, Mg
WRBE A F—a (tumor necrosis factor alpha, TNF—a) #%
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i) ) & T HCC B2 Wi bs 1 (4], H 2890 3UIE 52
QB I R AR L U AT 25 W36 T 1R T R R
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B OFFEA O KD RE R AT QA A E
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TR N 328 1 BT s @A A 50 A R I PR
ORI 4 o 2 EU IR A e G i % 5% 2 A IR e
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1.3 FEH AR ECS SNP A S 2L R r A SRAEZS ]
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SNP 137 15, ~238G/A F1-308A/G [ 3k [H] 43 71 2
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B9 e it PCRASGHAT , IR R 10l , [ 2%
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#z1 TNF-a 5975

AL 519 FF(5'-3")

~238G/A i AGAAGACCCCCCTCGGAACC
Tl ATCTGGAGGAAGCGGTAGTG

~308A/G LW AGGCAATAGGTTTTGAGGGCCAT

T TCCTCCCTGCTCCGATTCCG
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2 #R —-308A/G v i3 AG+GG FHe R I i1 £ 25 ML TNF-a 7K
2.1 PRI TNF-a Kb SCEedl i g FI RS T AA SRR, 22 550 Geit24 0 L (1=6.10,
TNF-o 7K F-(488.15+126.20 ) pg/ml, A & FXF IR P<0.05).

(284.69+94.77 )pg/ml, 22 %A Ge it 5 L (1=13.36, P
<0.05),

2.2 PH4L[E] TNF-o JE[H-238G/A F1-308A/C £ 2
AT 35 PRI 78 e S5 A7 5 PRI AT L 2

2 WHZHE] TNF-o 52K -238G/A FI-308A/G £ S PET 5
Fe [RI R0 R S5k RUTUR A

NP SR R SEHeH Xt B4
B2 e oS (n=112) (n=100)

-238G/A GG 81(72.31) 68(68.00)
GA 28(25.01) 31(31.00)

AA 3( 2.68) 1( 1.00)

86(76.79) 67(67.00)

26(23.21) 33(33.00)

—308A/G AA 71(62.43)%* 78(78.00)
AG 33(30.54)%* 20(20.00)

GG 8( 7.03)* 2( 2.00)

A 75(66.96)* 76(76.00)

G 37(33.04)%* 24(24.00)

o SRR L, P<0.05,

2 2 7] UL, TNF -« 3 P - 238G/ A {3 {5 A7 7F
GG .GA AA = FhIEPRIAY | 7 4[] 56 PR B3 5 53 A
i, 225 L8 i 2# 8 L (¢ =1.61, P>0.05) ; i 4
[ A LG A5 B AR LU A, 252 R it 2e
X (x=0.02,P>0.05).

TNF-o 2 [H -308A/G 3 s AF7E AA L AG GG —
Fofr i DRI, L VG 20 (1] 3 R RO 0 A LA, 2
Biit2E 2 L (x'=6.46, P<0.05) , SC56 20 H 3 Pk 45
{7 FE R 465 AA SRR B0 5 B g AIG T X IR, 4%
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WA ] AT TR R, S 2 v G A R 3R ]
I E X IRAL, 22 A G R (X9 1]=6.46
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2.3 AN[R)E R 43 70 0 S 5 2 AR LT TNF -0 7K P
X!
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SHG I FE X (=1.35, P>0.05) ; TNF—o £ [H

F3 N[FIEEA 3L S 2H S ML TNF - 7KF- FUAL

SNP FE[A Y n TNF-a/pg/ml

~238G/A GG 81 514.56 + 128.94
GA+AA 31 478.06 + 126.02

-308A/G AA 71 492.59 + 125.81
AG+GG 41 687.17 + 180.50*

% 5 AA R A AL, P<0.05,
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4% 28 S E PR I AT 76 1L 335 e ik /K 1 & AR AR 4k
T PR A A 1 R A B — i 1 T A
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SR F AR 65 Y iR Y R 25 1 p21.3 X
WP A E R RS SE T TNF-o 75 FF 8405
L1 LAk DL R 098 B AR e e aod R v A 4 T
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TRV 8 g T R ZH R 3 (P<<0.05) , TESE T TNF-a
5 HCC Z Al FEAEA A, TNF—o BE N £ 5 PE T fiE
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Satoh 5" DA o F 52 B AFEI BRI R T
TNF-o 3K -308 A/G {37 1 ) BAAZ i 22 2 1 il £,
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R (P<0.05) , 278 TNF-a 3L -308A/G 17 S i £
BAEAT LU AR TNF—o (955 23008, S8R A
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M) HCC F) 35t 1% 5yl SO R AR R R o AEARIRIFSY
FKeTF=308A/G A0 1, By ik DRI 70 I A6 Ay 35 DR AT 23837 e
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A

FEEBEEE A 5T I R R B TNF - o i ]
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