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[Abstract] Objective To analyze the relationship between HLA~ DQA I and HLA-D(QBI gene
polymorphism and intracranial artery stenosis in patients with ischemic stroke. Methods Fifteen

ischemic stroke patients with concurrent severe intracranial artery stenosis, 49 ischemic stroke patients
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without stenosis and 52 healthy control subjects from Tianjin were investigated for HLA -DQA I and
HLA -DQBI polymorphisms by polymerase chain reaction-sequence specific primers (PCR-SSP).
Results Compared with the stroke patients without intracranial artery stenosis and the healthy controls,
the stroke patients with artery stenosis showed significantly increased frequency of DQAI *0501 and
DQBI1 *0501 alleles (P<0.05). Compared with the other 2 groups, the frequencies of DQA 1 *0301 and
DQBI #0301 alleles in the stroke patients without intracranial artery stenosis were significantly increased
(P<0.05).  Conclusion HLA-DQA %0501 and HLA -DQBI*0501 alleles predispose to the genetic
susceptibility of ischemic stroke with intracranial artery stenosis, and DQA %0301 and DQBI*0301

alleles are associated with the susceptibility to ischemic cerebrovascular diseases.
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Tab.1 Comparision of HLA-DQA [ allele frequencies in 3 groups

XF B2 (n=52)

WA U (n=

15)

T e A 41 (n=49)

Ao S A X 1E Pt
Bl EHAR%)  BIEC AR BB HYRE%)
0101/4 4 3.8 3 10.0 6 6.1 1.753 0.416
0101/2/4 4 3.8 0 0 2 2.0 — —
0501 11 10.6* 11 36.7 16 16.3* 11.572 0.003
0102/3 4 38 0 0 2 2.0 — —
0103 17 16.3 3 10.0 6 6.1 5.350 0.069
0201 20 19.2 3 10.0 11 11.2 3.183 0.204
0601 6 5.8 4 13.3 8 8.1 1.900 0.387
0302 8 7.7 0 0 15 15.3 — —
0401 5 4.8 0 0 4 4.0 — —
0301 9 8.7 6 20.0 20 20.4° 6.091 0.048
“A” 5 4.8 0 0 4 4.0 — —
0104 11 10.6 0 0 4 4.0 — —

S8 41 L4, °P<0.05 5 55 6 BR 40 L4, °P<0.05
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Fig.2 HLA-DQBI locus allelic
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Tab.2 Comparision of HLA-DQB] allele frequencies in 3 groups

% I8 28 (n=52)

A U (n=15)

A 28 (n=49)

B e | PlH
B EAE®%)  BIEC BEAE®%) BB EOE%)
0201 5 4.8 4 13.3 5 5.1 3.245 0.197
040172 5 4.8 0 0 4 4.0 — —
0501/2/3 11 10.6* 12 40.0 18 18.3 13.911 0.001
0504 6 5.8 0 0 5 5.1 — —
0601 18 17.3 3 10.0 7 7.1 5.051 0.080
0602/3 15 14.4 3 10.0 13 13.3 0.395 0.821
0603/4/5 8 7.7 4 13.3 5 5.1 2329 0312
0604 7 6.7 0 0 10 10.2 — —
0606 7 6.7 0 0 5 5.1 — —
0301 6 5.8 4 13.3 17 17.3 6.673 0.036
0302 7 7.7 0 0 4 4.0 — —
03031 9 8.7 0 0 5 5.1 — —
LA 4L *P<0.05 5 15 % B4 L 8, °P<0.05
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