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Relationship between MTHFR gene C677T polymorphism and homocysteine

level in cerebral infarction patients with or without hypertension
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Abstract: Objective To investigate the relationship between methylenetetrahydrofolate reductase (MTHFR) gene C677T
polymorphism and serum homocysteine ( Hey ) level in cerebral infarction patients, and further analyze the feature of
MTHFR gene C677T polymorphism and Hcy level in cerebral infarction patients with or without hypertension. Methods A
total of 306 patients with cerebral infarction including 237 cases of hypertensive cerebral infarction and 69 cases of non-
hypertensive cerebral infarction as well as 306 cases of non-cerebral infarction ( control group) who were admitted in Fujian
Provincial Hospital between January and December 2016 were selected for clinical control study. Pyrosequencing technology
was used to detect MTHFR gene C677T polymorphism. Enzymatic cycling assay was used to detect serum Hcy level.
MTHFR genotype distribution and Hey level in patients with different genotype were compared in different groups. Results

MTHFR gene had C667T polymorphism in cerebral infarction patients. Genotype distributions of 306 cases of cerebral
infarction were TT type [ 69 cases(22.5% ) ] ,CT type [ 138 cases(45.1% ) ],CC type [99 cases(32.4% ) ]. The allele T
frequency in cerebral infarction patients was significantly higher than that in non- cerebral infarction patients (45. 1% uvs
32.4% ,P <0.05 ). Hey level of TT type[26.2 +8.6) umol/L] was significantly higher than that of CT type [12.9 %
4.4) pmol/L, P <0.01] and of CC type [ (11.1 £4.5) umol/L, P < 0.01 ] respectively. There was no significant
difference in TT type frequency between cerebral infarction patients and non- cerebral infarction patients (44.3% wvs
47.8% ,P >0.05) ,but Hey concentration in TT type hypertension cerebral infarction patients was significantly higher than
that in TT type non-hypertension cerebral infarction patients[ (21.8 £9. 1) wmol/L vs 15.9 6.8 ) wmol/L, P <0.05].
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Conclusions MTHFR gene has C667T polymorphism in cerebral infarction patients. MTHFR gene TT type homozygous

mutation is associated with high serum Hcy level, and it might be a risk factor of cerebral infarction occurrence. The

hypertensive cerebral infarction patients with TT genotype has relatively high Hey level compared with TT genotype non-

hypertensive cerebral infarction patients.
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