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Association between gene polymorphisms of tumor necrosis factor «—308 and thrombeosis in internal arteri-
ovenous fistula in patients with maintenance hemodialysis ZHANG Qiaoqing, YE Weiwei,ZHU Xiaoying,et al.
Blood Purification Center,Central Hospital of Lishui,Lishui 323000, China
[Abstract] Objective To investigate the association between the gene polymorphism -308 of tumor necrosis factor
alpha (TNF-a)and the susceptibility to patients with fistula stenosis and thrombosis. Methods Totally 100 cases of
thrombosis patients who hospitalized because of arteriovenous internal fistula thrombosis were selected as thrombosis
group, 100 cases of fistula stenosis patients enrolled as stenosis group,and 100 cases of thrombosis patients who
underwent the arteriovenous internal fistula thrombosis surgery but did not occur the fistula stenosis were enrolled as
the control group. The genotyping of TNF -a-308 were detected by PCR -RFLP,the level of TNF-o and the
DOL : 10.13558/j.cnki.issn1672—-3686.2017.05.003 molecular markers of prethrombotic state were measured
VEH B 2323000 WRvLmR K, mRAKAT O EREmE  in all patients. Results  The levels of low density
VA L (BTG W EFEE TSI A ) KT AN R E g lipid—cholesterol (LDL -C ) , TNF —a , von = Willebrand
EIAINE N3 factor (vWF),platelet alpha granule membrane protein




SREFEKRSHE 2017449 A 515 %% 5 Clinical Education of General Practice  Sep. 2017, Vol.15, No.5

(GMP-140),fibrinogen (FIB )and D-dimer (D-D)of patients with thrombosis group were significantly higher than those
of stenosis group and control group(¢=2.39,11.22,6.06,4.24,10.65,7.71,2.68,12.22,7.13,5.94,13.55,10.37,P<0.05).
The systolic blood pressure was significantly lower than that of the stenosis group and the control group (z=
2.46,3.30,P<<0.05),and the utilization rate of low molecular weight heparin was lower than that of the control group
(x’=20.49,P<0.05). The pearson analysis showed that the level of TNF-a in thrombosis group was positively related
with vWF,GP-140,FIB and D-D(r=0.73,0.64,0.78,0.66,P<0.05). There were no significant differences in genotype
frequency of GG,GA,AA and allele gene frequency of G,A between the stenosis group and control group (x*=
0.31,0.37,P>0.05). However,the frequencies of these genotypes and alleles in patients with fistula thrombosis were
significantly different with those in the fistula stenosis group and control group (x*=10.56,13.00,7.46,9.17,P<0.05).
The TNF-a,vWF,GMP-140,FIB,and D-D levels of GG and GA genotype in thrombus group were significantly
higher than those of GG,GA genotype in stenosis group and control group (¢=7.93,2.78,2.28,6.84,5.56,8.01,
5.78,2.77,10.30, 3.79,8.39,3.56,3.49,9.36,8.40,9.10,7.00,3.78,10.47,4.62,P<0.05). The TNF-«,FIB,D-D
levels of AA genotype in thrombosis group were higher than those in the stenosis group and the control group (i1=
3.64,3.13,2.48,3.47,4.18,2.34,P <0.05). The FIB level of GA genotype in stenosis group was higher than the control
group (1=2.16,P<<0.05). In the fistula thrombosis group,the odds ratio of GA+AA genotype was 4.00 (95% CI:1.08~
14.79); the odds ratio of A allele was 2.63(95% CI:1.54~4.51). Conclusion

development of fistula thrombosis. But TNF-a—308 G/A polymorphism is not associated with arteriovenous fistula stenosis

TNF- « plays an important role in the

in patients with hemodialysis. The GA and AA genotype of TNF-a—308 carrier has higher TNF-aexpression and abnormal
coagulation and fibrinolysis,which are more likely to form a fistula thrombosis compared with the GG genotype carrier.
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WEIRI / 191(% ) 24(24.00) 22(22.00) 19(19.00) 0.75 >0.05
WA /451 (% ) 33(33.00) 27(27.00) 25(25.00) 1.71 >0.05
US> TFHFER 1 411(%) 33(33.00)* 41(41.00) 65(65.00) 22.30 <0.05
{RLT A A B R 1 /TU kgt w! 137.01 + 54.40 135.06 + 54.43 132.32 + 48.45 0.20 >0.05
IRTEAEET kg/m? 25.12+ 3.83 2530+ 3.72 2550+ 3.58 0.27 >0.05
TR /ke 56.80 +10.22 55.17+ 8.98 55.16+ 9.27 0.98 =>0.05
#P5KE /mmHg 79.03 £ 16.21 81.30 + 14.02 81.41 + 14.08 0.82 >0.05
i % immHg 124.28 + 19.94%" 131.42 £21.02 134.37£23.22 5.59 <0.05
HBUEZ /ml/min 9.05+ 2.49 8.84+ 243 855+ 2.10 1.15 >0.05
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LDL-C /mmol/L 283+ 0.79%* 259+ 0.64 256+ 0.65 4.62 <0.05
BTN fmg?- dI? 51.95 £ 12.66 49.42 + 11.11 49.91 + 10.84 1.35 >0.05
TNF- o/ g/L 2235+ 5.70% 1498 + 3.28 1411+ 3.62 109.33 <0.05
vWF/% 122.99 + 33.46%* 96.32 +28.53 93.70 + 23.83 31.50 <0.05
GMP-140/ng/ml 1277 + 4.37%* 1031+ 3.81 942+ 3.8 19.50 <0.05
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D-D/mg/L 043+ 0.15% 027+ 0.14 024+ 0.11 58.04 <0.05
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TR E U] B R (P <0.05), H N AL
2H TNF- o 7K 3F 5 vWF .GMP-140 . FIB .D-D ] & B
B IEAOC (P4 <0.05) , $& 75 TNF— o 75 P EE I 1Y)
KA RETRERZEEMN ., AR E—D X
TNF- o 308137 s JE K 2 A BT A B, B8 4 5 %)
HEZH A TNF— o =308 107 15, GG . GA . AA 5 P 70 451 % il
G AR R 2Z R Y TRITHE L (PH>
0.05), $E/RTNF-«-3081 5.GG . GA  AAFE K KIA
G ASFA I PRS2 M R 375 BT R85 B Ik P B e 7 1)
GHIRR R . A FER R SR SERUR S e |
SRR A L, 22 3 A Gi i E 7 (P <0.05),
LA B IS 2H TNF— o 308 11 GA+AA J: A B OR Ny
4.00 (95% CI:1.08~14.79) ; A % {37 3 X OR 52,63
(95%CI:1.54~4.51 ), $&RTNF- o -308/1GA (AASE
PRI 7R T A S50 DR T 2 A DA LA A B P P I
B,

TNF- o I] AT U5 PR 40 M 36, i 4 7
Bz A0 B TIOR  H SUR T R TS A R 3G
BEIL ARG, MHI LA R 50, 51 LA TE e, AR A
LS BN  TNF— o 30835 [ A AT L B St 5200 il 37
TNF- o /K, I PE R vWEF .GMP-140 . FIB .D-D % Ifil
BERPR SR EYAKE AR . AN ISR X HRAL N
WS A 2 MR 2, AA KL R R HEAHE 35 Y TNF- o
vWF .GMP-140 .FIB .D-D /K 37 1 & & T HoAth 2 Fof
FEPRARY ) [A] A e 2] AAFE AU TNF- o\ FIB . D-D7K
SR TR AR A IR (P <<0.05) , #7135
MITNF- o —=308GA AAFE R RIS B A 7ETNF - o
TR T I BRI I 210 S, S e T I A AR
A, BGGH A 835 T4 5 U BN B I .
TNF- o =308 5 JE [H 2 8% 2 5 PR IR TR W 1)
B R : DGA  AAFER BRI A E B TNF- o 3Ri6
B, TNF- e S22 A R -6, 1i/MiiE L 7455
5% 110 25 3K 2 7 AH G I A I PR L R A R A
IR, B E A N R A, A LR R AL 4
T, P E B M AP AR, S 2 AR TE B @
IS E S NI WA R PSR (ST [ ANY TR G LA -5 =
BB TR N R AR s @TNF- o FJH Y (A -1 1
F-6. R -85F ZFh 4 M /9 730, 35 &
Y1 11 A A, T BRI, DT S B N B AR

o @TNF- o 36 ] LIRS BERRBFA 209 5300, oA
Fil A2 FT LAK A 1% BE i 2 1 b B BB , 7 2 Wi B R
iR, 208 MR AR BE R 2 1 TNF- o fi2
i EL WA A AR R BRI, ARk ) A A AR
FE NG A = AR, P ORI PR, e AN S 1 A
P R 10 , AR PR I A TR B,

L5 L FTIR  TNF- o FEN R AR Y A . &
HH HEAEH ; TNF- o 3081 25 GG .GA  AAFEK A
FNG  AZET I PRAS 2 IV 375 B S8 Bl e ik P e e
B SRR 2 s MRGBEHTTNF- o ~308GA | AAJL K 7Y
P HAFAETNEF - o Rk BH B3 MIEE I . 277 5%
R AR AR BRCCR N R R H A S
TE RN o SETF ARBTG5 3 1) SR R
P BT IR R A A AR | i it i — 20 T JEE iy
BEEIFST , AT S IR A TN - o =308 3L [N £ 745
PEXT I V8325 B 8 5 3 e Tk oA R 7 1) oy SR B
JiKESiAn A

S 3k

1 2557, B, KU TE], 45 2 Y a8 BT R T o TR
5 A FE AR IR DGOSR ). h E ik, 2007, 6
(10):538-542.

2 Juncos JP,Grande JP,Kang L,et al. MCP-1 contributes
to arteriovenous fistula failure [J]. J Am Soc Nephrol,
2011,22(1): 43-48.

3 MERIRAL E. SERIK R A 2 TR ] R
5N B AR, 2013,224(4):141-142.

4 EHBEE IR GRS R IRIE R T o 30843 1 3k
H 25052 AU R G T R 28 0 C R 1] P B A
P ,2011,27(7):1372-1375.

5 P, GEARN, 2, AL R IRE IR TR R 22 A S
MG () 9 R BFFTHE ] 1 45 vp 42 75,2013, 8 (12):
993-996.

6 ZEEMG, WS, B S MR T o AT 6
WERRBEAZ . 1/ MR T A0 R 5 AR N R 40 45 358 1l D fig e
A AE L) Hh R I 4%, 2014, 37(29):10-13.

PO S A g = e YRR S - < | R 2 Y 5
S RAEF T /KPR AL [)/CD]. ARl R B 2 (H
Fhi),2012,6(23):7888-7889.

(ks HE  2017-07-04)
(ARSCHmis 28480



