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Correlation between gene C242T polymorphism and large artery atherosclerotic cerebral infarction
in the population of Han nationality of Shanghai’s Songjiang district”
YU Fangping', JIANG Ping* ,ZHAO Yingchun®” ,LI Limin* ,YANG Yongyi'
(1. Department of Elderly Cadres ;2. Department of Neurology ,Songjiang Branch Hospital ,A f filiated
First People’s Hospital , Shanghai Jiaotong University s Shanghai 201600, China)

[ Abstract] Objective To explore the relationship between the nicotinamide adenine dinucleotide phos-
phate (NADPH) oxidase p22phox subunit C242T gene polymorphism and large artery atherosclerotic cerebral
infarction(LAACI) among Han population in Songjiang district of Shanghai city. Methods The polymerase
chain reaction-restrictive fragment length polymorphism analysis and gene sequencing techniques were adopted
to conduct the gene type and allele frequency detection of C242T gene polymorphism loci in 310 Han patients
with LAACI and 330 healthy individuals as control group in Shanghai Songjiang area. Then the correlation be-
tween C242T gene polymorphism and LAACI was analyzed. Results The level of MDA and the activity of
NADPH oxidase in the LAACI group were significantly higher than those in the control group (P<C0. 05).
The smoking rate, alcohol drinking rate, hypertension rate, systolic pressure, diastolic pressure,and levels of
blood glucose, TC, TG, LDL,ox-HDL and ox-LLDL in the LAACI group were higher than those in the control
group (P<C0.05),while the HDL level in LAACI group was lower than that in the control group (P<C0. 05).
The frequencies of CT+TT genetype and T allelic gene in the LAACI group were much higher than those in
the control group (P<C0. 05) ;the Logistic regression analysis found that smoking, hypertension,systolic pres-
sure,diastolic pressure,blood glucose level, Lp (a),ox-HDL level, MDA level, NADPH oxiolase activity and
NADPH C242T genotype were independent risk factors for LAACI. Conclusion NADPH oxidase P22phox
C242T gene polymorphism has a correlation with LAACI and is another independent risk factor for LAACI
except for hypertension,smoking and lipid oxidation.
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1L9DX% . A bR UE: 3k i CT A (B0 #% 3 4k 1R
(MRD B #2 Wr s £F 6 1996 4245 4 i 4 [ il 48 s
SUWBTT I W bR e . HE B b 1 < 53 A 0l 453 475
e TR RN BB e B B ™ EO Il S
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Tl 3 1 S v A U G O M (NADPH 45 £k i 375 1
J6EE e w A IR & 2 [ Genmed A H)D . AR
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1.2.3  Rilldeds R TG IE e g5 W i 35 (ELISA)
A & GRIL Cusabio 24 W) 2 T A 52 104 12K b
1% IR 2 1 (ox-HDL) (W fIR % B IR 2 11 (VLDL) K
(MDA K- kA ELISA 325 & i 8 Mer-
codia 2 /) W 5 P A 32 3 1K A A AR % B s R
(ox-LDL) /K-, =A% fie B 50 & Ui B A5 A T A U
1.2.4 HEARABEE R N-FREE R B K28
i (PCR-RFLP) R FE OMEGA 2 f) A4 7= 1y 3
PR 8 B 7] 6 8 BT A7 55 55 3 40 40 i iy i TR 4
DNA. & T —80 CrkFRAA &S 51975 (H L
AT TR A FRA R LA O « B iF 5'-TGCTT-
GTGGGTAAACCAAGGCCGGTG-3", F it 5-AA-
CACTGAGGTAAGTGGGGGTGGCTCCTGT-3',
PCR JZ Wifk % 50 pL.#if DNA 15 pL,5[%) 2 L,
2XPCRIZ IR AW 25 pL, A& K 8 ul. PCR I
Z A WA 95.0 °C 3 min, A5 95. 0 °C 30 s, 3B &
65.5 °C 30 s, fEfH1 72.0 °C 45 s, 4 30 MEH s KK AE
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PCR =85 3 L EARESE whil . 78 2 %0 B 8 B 8 i B
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FEY) 10 pL, B Rsa TR i P9 1) il 56 Y1) » g 1 52
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PRI 3 pL ARG . B YITE 2 00 3 A
JiE I HL Pk 30 min, Bio-Rad #E i BUAR 5 48 6 L Ik 45
e iie Y
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1 PABERIGK TR MBS K FE NADPH & B iE 14 b &

i H Xt B 41 (n=330) LAACI 41 (n=310) t/y P
BE¥In(%)] 179(54. 24) 171(55. 16) 1.193 0.275
K[ %) ] 54(16. 36) 56(18. 06) 3.479 0.002
UZHIRICZPN! 47(14. 24) 67(21.61) 3.143 0.007
L E 2 C26) ] 88(26.67) 202(65.16) 47.671 0. 000
AR (TEs, %) 65.76410. 25 66.67411.91 1. 206 0. 241
14 (x4 s, mmol/L) 5.6241.48 5.9142.21 2. 841 0.012
W45 JE (£ s.mm Hg) 132.61415.97 142.91419. 84 3.909 0.001
#F ik E (s, mm Hg) 79.40+8. 95 82.39+11.16 2.671 0.016
TC(z+s,mmol/L) 4.3740.94 4.49+1. 14 2.358 0.026
TG(T=%s, mmol/L) 1.2140. 54 1.3440. 67 3. 020 0.008
LDL-C(Z = s, mmol/L) 2.8140.73 3.0641.59 2.232 0.025
HDL-C(Z =+ s, mmol/L) 1.3640.29 1.1840. 34 1.145 0.012
LP(a)(T=+s,mg/L) 178.43+307. 38 216. 26212, 54 1.554 0. 093
ox-HDL(Z =+ s,ng/mL) 453.92+143. 52 516. 724155, 56 3.309 0.002
ox-LDL(Z=+ 5. mU/mL) 10.12+8. 21 12.28+10. 45 1.998 0.042
MDA(Z £ 5, pg/mL) 0.2840. 22 0.4840. 38 2.954 0. 004
NADPH Ak i i P (T s, pmoL « min™! » mg™1) 1.5442.12 2.8743. 34 2.230 0.026
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NADPH % A i3 M L 55 A A2 LAACT /9 il 57 /& B
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ikl n
cc CT TT C T
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LAACI#H 310 275(88.7D) 31(10.00)  4(1.29) 93.71  6.29
e 6. 849 7.335
P 0.015 0.007

*®3 LAACI fe i B & Logistic [ )3 53 #7 45 5%

T H B ARER Wald  OR 95%CI P
AR 0.713 0.256 0.432 0.786  0.428~1.146  0.500
P51 0.448 0.258 2.502 0.980  0.570~1.785  0.120
Jilki3 1,532 0.698 3.575 4.526 0.983~17.236 0.045
Wi = 1,132 0.501 4.322 2.785 1.056~7.283  0.037
FFIKIE 1.755 0.578 9.191 5.734 1.801~15.622  0.002
TC 1,021 0.622 3.792 2.802  0.995~7.682  0.053
TG 0.356 0.456 0.625 1.428  0.591~3.421  0.412
HDL-C 0.383 0.431 0.759 0.579  0.186~1.987  0.373
LDL-C 1,412 0.758 3.487 4.122 0.934~17.876  0.063
Lp(a) 1.845 0.657 8.567 6.231 1.866~21.652 0.002
i} 0.165 0.389 0.167 1.174  0.532~2.537  0.694
AR 1.198 0.548 4.769 0.302  0.101~0.894  0.028

L 0.926 0.480 4.052 2.646  1.025~7.026  0.042

ox-HDL 1.178 0.506 5.451 0.312  0.114~0.724  0.017
ox-LDL 0.265 0.568 0.247 0.749  0.246~2.321  0.623
MDA 1.345 0.541 6.182 3.823 1.328~10.254 0.012
NADPH 4 fLHFENE 1.176 0.534 4.756  0.298  0.112~0.864  0.023

JE R 1.210 0.552 4.820 0.312  0.102~1.866  0.026
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B WFSEIR R B C242T S H 2 85 5 58 2
[F) AN AAE A 2 25 1Y A SC M T HL B A B ) i 22
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