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[Abstract] Objective To investigate the genetic association between the polymorphism of cytosolic
phospholipase A2 (cPLA2) family genes and schizophrenia in the North Han Chinese. Methods Method
of polymerase chain reaction-based ligase detection reaction (PCR-LDR) was applied to genotype 10 single
nucleotide polymorphisms (SNPs) of ¢PLA2 family genes among 201 pedigrees consisting of fathers,
mothers and affected offsprings with schizophrenia. Haplotype relative risk (HRR) test, transmission
disequilibrium test (TDT), haplotype transmission analysis and multiple locus analysis were conducted to
analyze the genotyping data. Results The genotypic frequency of cPLA2 gene did not deviate from Hardy-
Weihberg equilibrium in both case and control groups. HRR and TDT showed that the 10 SNPs were not
associated with schizophrenia (P>0.05). Analysis for haplotype transmission showed that no haplotype
systems was associated with schizophrenia (P >0.05). Results from COA and COG tests showed a disease
association for the rs2162886-rs1668589, rs891014-rs1668589 and rs2307279-rs7542180 combinations
(¥ =6.913,P=0.032;y" = 8.393, P=0.015;%" = 8.447, P=0.038). Conclusion Many loci in the
c¢PLA2 family genes were associated with schizophrenic.
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ML(PCR-LDR) Lt AT HEHBIAGW . £ PCR [
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1. Hardy-Weinberg ¥ #5 1 5 - X 28 25 4 f H &L
B4 i 5 B BB 4 76 4 AEAT IR R o KB
HRRW EMNAERB AR B SRS
4 Hardy-Weinberg ¥ (P >0.05),

2.HRR 73 #7 : HRR 34T BB F K R B M 6 47
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rs7542180 A=87, G=94 0.271 1 0.603
rs156631 C=54, T=40 2.085 1 0.149
rs2307279 C=79, G=65 1.361 1 0.243
rs2162886 C=32, T=23 1.473 1 0.225
rs891014 C=27, T=34 0.397 1 0.529
rs1668589 C=93, T=79 1.140 1 0.286
rs1356410 A=28, G=26 0.074 1 0.785
rs3828323 C=62, T=74 1.059 1 0.303
rs3749117 C=85, T=69 1.662 1 0.197
rs4924595 C=75,T=71 0.110 1 0.741
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X CH® 4 PE
rs4924595-1s1668589 2.626 3 0.453
rs1668589-rs1356410 1.741 3 0.628
rs1356410-rs1648833 6.183 3 0.103
rs3749117-rs3828323 3.009 3 0.390
rs2307279-rs156631 4.152 3 0.245
rs156631-rs2162886 4.295 3 0.231
rs2162886-rs891014 1.016 1 0.313
rs4924595-rs1668589-rs1356410 4.339 7 0.740
rs2307279-rs156631-rs2162886 6.192 6 0.402
3 0.201

rs156631-rs2162886-rs891014 4.632

5. &4 R i COA A1 COG B 4347
B AT B AR AR IC A 5 B RO AH LR R SR M 4y BUIE
MXFR. 2 Global ¥ K%, LA A &R N &M, K
BER—-MNEMREER, SR BN, 2162886 5
rs1668589,1s891014 5 rs1668589 MBS E 5 ¥
M HREA KT FR ARBE B &4, 25K RS
B EANBEAIER, 4 R4 85 rs2162886 5
rs1668589, rs891014 5 rs1668589, rs2307279 5
rs7542180 HIBE A 1E A SR M4 SUREAH R BR . HoAth
HEMSZEARZREEIER. BEERILE 3.

R3 SR BUEAM KRB EE AL SRR

BREERMS v df Pl
U202 T5P5F 25

rs2162886-rs1668589 7.088 2 0.029

rs891014-rs1668589 7.005 2 0.030
VLB R A K44

1s2307279-rs7542180 8.447 3 0.038

rs2162886-rs1668589 6.913 3 0.032

rs891014-rs1668589 8.393 3 0.015
P {E¥<0.05
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PRI SNPs TR0, 81+ cPLA2 RIEER Z 5%
E5¥MORER XA, HRR fl TDT 4 E W, K
Wy 10 4~ SNPs £ 5 545 # 4r BUAE TC R B (P >
0.05). HRR.TDT 4347 ¥ 2 J& KR F 1% 45 i) B i
(BRI BB 3ERERNSERZE .,
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