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[ Abstract]  Objective To investigate the relationship between gene polymorphism of TGFB,, TGFBR2 and cerebral
hemorrhage in patients with intracranial arteriovenous malformations. Methods A total of 106 patients with intracranial
arteriovenous malformations were selected in the Affiliated Hospital of Yan'an University from April 2012 to April 2015, and they
were divided into A group ( complicated with cerebral hemorrhage, n =46) and B group (did not complicate with cerebral
hemorrhage, n =60) according to the incidence of cerebral hemorrhage. PCR-RFLP was used to detect the gene polymorphism of
TGFB, and TGFBR2, and mutivariate logistic regression analysis was used to analyze the risk of cerebral hemorrhage in patients
with intracranial arteriovenous malformations. Results No statistically significant differences of genotype or allele frequency of
TGFB, was found between the two groups, nor was genotype of TGFBR2 (P >0.05); while G allele frequency of TGFBR2 of A
group was statistically significantly higher than that of B group (P <0.05). Mutivariate logistic regression analysis showed that,
occurrence risk of cerebral hemorrhage of intracranial arteriovenous malformations patients with G allele of TGFBR2 was 3. 312
times of patients without G allele of TGFBR2 [RR =3.312, 95% CI (1.476, 7.624), P <0.05). Conclusion G allele of
TGFBR2 can increase the occurrence risk of intracranial arteriovenous malformations, while it is not affected by gene
polymorphism of TGFB,.
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Table 1 Comparison of general information between the two groups
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