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The clinical study of MTHFR gene polymorphism in patients with acute cerebrovascular
disease and the correlation of homocysteine and lipoprotein-associated
phospholipaseA2 ”
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Medical University ,Chongqging 400037 ,China)

Abstract: Objective  To investigate the clinical distribution of methylene tetrahydrofolate reductase
(MTHFR) C677T genotypes in patients with acute cerebrovascular disease and its relationship with blood ho-
mocysteine (Hcy) and lipoprotein-associated phospholipaseA2 (Lp-PLLA2). Methods A total of 328 patients
with acute cerebrovascular disease were collected from January to December 2019 in the Second Affiliated
Hospital to Army Medical University,including 153 patients with acute infarction, 78 patients with acute cere-
bral hemorrhage,97 patients with TIA. The MTHFR C677T genotypes and the level of blood Hcy and Lp-
PLA2 in three groups were detected. Results The distribution of MTHFR C677T genotypes in patients with
acute cerebrovascular disease had no statistical differences in gender, age and clinical diagnosis (P >>0. 05).
There was significant difference in the level of Hcy among patients with different genotypes of MTHFR
C677T (Z=31.87,P<C0. 05). The Hcy level in patients with TT genotype was higher than those in the pa-
tients with CT type and CC type,and there was significant difference in the level of Lp-PILA2 among the 3 case
groups (Z=7.05,P<C0. 05). Conclusion The distribution of MTHFR C677T gene polymorphism is not re-
lated to gender,age and clinical diagnosis. The level of Hey is related to the MTHFR C677T genotypes. MTH-
FR C677T gene polymorphism does not affect the level of Lp-PLAZ2. The level of Lp-PLAZ2 is an influence fac-

tor for the occurrence and development of acute infarction.
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1.2 Y5t MTHFR C677T %P % H bt
M H PCR P4, X 7 & W TR Y & IR B Y7 A
FRA ], Hey #5005k FH 22 [ 0 5 = 4 [ sh A4 1k 43 Br
CARF & T T mBE AR HEARAR. Lp-
PLA2 6 10 % 4 & S Al R4 [ sh i % 50 A1 A3, 3K 71
ST RERER AR A,

1.3 Jii

1.3.1 MTHFR C677T N Z 5B  HFas
SRR 2 mL, Z MDY R BUEE . Ar AR i A B
K PCR 38 i ELAAR 3 A A5 98 422 183570 & 0 1 1 -
47, PCR RBE 4440 50 °C 2 min; 95 °C #iA 4k 2
min;95 C 15 5,60 ‘C 1 min,45 MG 72 C 4E fih
2 min,

1.3.2 Ifi% Hey Lp-PLA2 ¥ HH 25 1E R ET
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FH & B DL v & 4 [ Sl A Ak A B ORI I3 Hey KOF
M 5 3EAE R 4 1 Bl B S A A ORI Lp-PLA2 /K,
1.4 Zil54ab® R GraphPad Prism 5 G127 %K
PR R A5 B0 b B R G vt o BT 5 IE 2 4 A I Rt
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B, CC KL R 36 (37,11 %) . CT F K 47 )
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CT 137 12.90 (10.65~15.60)" 158.18(122. 25~205. 95)
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