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[ Abstract] Objective To investigate the value of single nucleotide polymorphism (SNP) of high-mobili-
ty group box-1 protein (HMGB1) in predicting the delayed cerebral ischemia (DCI)occurrence after aneurys-
mal subarachnoid hemorrhage (aSAH). Methods 149 patients with aSAH admitted to our hospital were en-
rolled from January 2012 to December 2015, and 50 healthy subjects were selected as the control group. The
genotype of HMGB1 rs2249825 (3814C/G) was detected in peripheral blood sample. Multivariate logistic re-
gression analysis was used to determine the association of HMGB1 rs2249825 genotype with DCI. Results The
HMGB!1 rs2249825 genotypes in 149 patients with aSAH and 50 healthy controls were in Hardy-Weinberg e-
quilibrium, but there was no significant difference in the frequency of HMGBI1 rs2249825 genotypes between
the two groups (3> =4. 091, P=0.129). DCI occurred in 31 of 149 patients with aSAH (20. 8%4). Compared
with aSAH patients without DCI, the Hunt-Hess grade =3 (45.2% vs 16. 0%, P=0.001), cerebral edema
(32.3% vs 10.2%, P=0.002), cerebral vasospasm (61.3% vs 12. 7%, P<C0.001), mRS score =>3 at dis-
charge (74. 2% vs 46. 6%, P =0.006), mRS score =3 at 90-day post-discharge (61.3% vs 32.2%, P =
0.003) and the HMGB1 rs2249825genotypes of CG or GG (54, 8% vs 19.5%, P<C0.001) were significantly
higher in aSAH patients with DCI. Multivariate logistic regression analysis confirmed that HMGB1 rs2249825
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genotype with CG or GG (OR=5. 695, 95% CI=1.804~17.975, P=0.003), Hunt-Hess grade=3 (OR =
1. 805, 95% CI=1.132~2.880, P=0.013) and cerebral edema (OR=2. 195, 95% CI=1.321~3.915, P=
0. 005) were independent risk factors for DCI occurance in aSAH patients. Conclusion The secondary allele G
of HMGBI11s2249825 was associated with an increased risk of DCI in patients with aSAH.
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