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Correlation between the rs2036914 T/C polymorphism of 11 gene and venous thromboembolism in
Han population of Henan province
XIE Ming-hong' ,GUO Ya-li',QI Ya-nan',LI Ya-ping’,CHEN Dan', WU Ji-zhen?, QI Yong'
(1. Department of Respiratory and Critical Care Medicine, Henan Provincial People’s Hospital , Zhengzhou 450000, Henan
Province , China ;2. Department of Geriatrics ,Henan Provincial People's Hospital , Zhengzhou 450000, Henan Province ,China)
Abstract: Objective To investigate the correlation between F11 gene 152036914 T/C polymorphism and venous
thromboembolism (VTE) in Han population of Henan province. Methods Eighty-two VTE patients hospitalized in Henan
Provincial People’s Hospital from March 2016 to March 2017 were selected as the study subjects ( case group) ,among which
63 cases were secondary VTE ('secondary group ). Another 82 volunteers with matching gender and age were selected as the
control group. DNA was extracted from blood samples,and the polymorphism of F11 gene rs2036914 in the control group and
case group was detected by PSTAR high-throughput site sequencing technology. Results The genotype distribution of both the
control group and the case group was in line with Handy-Weinberg equilibrium (P >0.05). The frequency of allele C in the
case group was higher than that in the control group (OR =2.192,95% CI.1.298 —-3.703;P <0.05). The genotype frequency
of CC of recessive genotype frequency in the case group was higher than that in the control group ( OR =3.219,95% CI.
1.690 - 6.126;P <0.01). The frequency of C allele in the secondary group was significantly higher than that in the control
group (OR =2.392,95% CI.1.338 -4.277;P <0.05). Conclusion The FI1 gene 152036914 T/C polymorphism may be a
genetic risk factor for VTE in the Han population of Henan province. Patients with allele C have a higher risk of VTE.
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e Wk I 48 42 2E 5E ( venous thromboembolism
VTE) 404 ifi #4 %€ ( pulmonary embolism , PE ) FI ¥
ik i 44 2 1% ( deep venous thrombosis, DVT) . & il
VTE (1% P8 2R 475 N B A543 50 A | I 3 920 A1 i v
FEEIR S, B Virchow —HBRAE, VTE J&—Fh BA 5
AR TER R 290, DE5E SR, 50% LA I VTE %
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1.1 —f|Rl L2016 453 H £ 2017 43 A
TEW A NREREAEBEIGIT I VIE B35 82 il
B4, Hord 5 46 ], 4 36 fi], 4F 4% 21 ~ 89 (60. 00 +
16.22) % 4k % PE VIE 63 5] (4% %40 ) , Hith PE 18
%], DVT 55 {5, o5 BE£EE I | AF i DT HC 1 1E 5 35 R
H 82 BIE R XT B4, 55 46 i, £ 36 4], 4F-i% 18 ~ 89
(60.00 £16.73) % , AHF5T 0 I P& Befe #E 2 D1 23
HOAZAEUE o 5 51 2L AR GT BE 2 A P A I P 2
RIS FEX(P>0.05),
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18 ~89 % (2) DVT 2 Wi fF 5 AR & 2 & AR 4
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W TRRARAE G BRI A0% B 2RI AR 5
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PRDLZRAS A i 385 A7 BR 22 7], NanoDrop 8 i 43 60k
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1.4 Fik
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1.4.2 £ DNA gYRENVH & 35460 2480 X iE 5
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Y, 519 e S0 AE B KA ) HORAF R b0 B A v
HEAT O XT, B8 51 W0 R e v, B S )T A
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5'-TTGTCTTGGAGACAAGGAGTGC-3", PCR Jz [ {&
4L 25 L, PCR JZ i F2 /¥ 2 94 C 4 min; 94 C
20 5,57 C 20 5,72 °C 20 5,20 MEH;72 C 3 min;
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J PStar 244, WA Buffer 25008 th IR, 1]
TR s 7E PStar F2 45 FU b s R (T) 7 HEA
“RECERIN (H) " B, #4158 & b 10 x Seq Buffer
B .10 x Seq Buffer C .10 x Seq Buffer W fj ddH,0 #
T 10 3%, Fidfhl % 1 x Seq Buffer B 1 x Seq Buffer C .
1 x Seq Buffer W J5 #CHE M L 1) Work Station B [X.
P E A _ERA 4y F IR 21,3 000 ¢+ min ™' B0
30 s, B SO R 0] X 48, 7 PStar 3245 5 T
H R R B, #7100 2 808 5 7 PStar 145
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1.5 Seit=fabsE )W ] SPSS 22. 0 i AT 481t
O3Bt 2 2 A2 B DR AL AR A o7 5 DR A AR 1Y) FL AR
Fx® K56, B logistic [8] 48 143 #r F11 JE A
152036914 T/C £ 51ES VTE BAHEM: . M logistic
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{Z X [a] ( confidence interval ,CI) , P <0.05 NZRH
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2.1 wGIAFRBASZIRE F11 EE rs2036914 VTE J&EEIL R F e 1L 5 [ RN £F 75 5 55 2 Fp
EREBMEMERMRILER 458 0E 1, XA HEZS 50— & A2 0050 , 1315 R Rk

U5 (121 S22 % SEIF B 53 175 4 Handy-Weinberg
K (P >0.05) o il 4 SE A AR C AR T
XYL, 2R A G E L (OR =2.192,95% CI: |
B>k 1.298 . FRR>K3.703,P <0.05),
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Tab. 1  Analysis of F11 rs2036914 genotype and allele
frequency in the case group and the control group 5l ( % )

S SN
TT CcT cC T C
3(3.7) 45(54.9) 34(41.4) 51(31.1) 113(68.9)

4158 n

TR 82
Rl 82

X IR g P <0.05,

2.2 fRGIAFIRAZINE F11 EHF rs2036914
L REERESHR 459 WK 2, WHIAHEHE R
PEIRALRER (CC L CT + TT) Hr CC BEPR B 2 5 T
XFHEZH (OR = 3.219,95% CI: FRR K 1.690 . FFRN
6.126,P <0.01) ;i 2H patbist (LR (CC + CT [
TT) Hfr TT + CT K& PR BYA5 3 5 %) B2 L 85 2% 7 o4
J12£ 2 L (OR =1.000,95% CI; FBE K 0. 196, K
$#5.106,P >0.05) ,

®2 HHIATBAZIRE F11 ZE rs2036914 fi 5 # 1k
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Tab.2 Analysis of F11 rs2036914 locus genetic model of

the case group and the control group B ( %)
g [y ey K P AR T

L TT + CT CcC T CT + CC
papieksl 82  48(58.5) 34(41.5) 3(3.7) 79(96.3)
SR 82 25(30.5) 57(69.5)* 3(3.7) 79(96.3)

U SRR P <0.05,
2.3 BREAMNBAHAZIXE F11 EEFH rs2036914
T/C SEMILE 450K 3. AR BH CEA
FER R WS T A, ZR A% EE X
(OR =2.392,95% CI F[R A 1.338, [}y 4.277,
P<0.05),
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Tab.3 Polymorphism analysis of F11 gene rs2036914 T/C

in the secondary group and the control group (%)
AR HNAER
40 n
T CT CC T C
WAL 82 3(37)  45(54.9) 34(41.4) SIGL1)  113(68.9)
oy el 63 2(3.2) 16(25.4)  45(71.4)  20(15.9) 106(84.1)*

SRR P <0.05,

3(3.7) 22(26.8) 57(69.5) 28(17.1) 136(82.9)*
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