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ABSTRACT Objective: To explore the relationship between serum concentration of mannose binding lectin (MBL) and gene poly-
morphism of promoter region in schizophrenia and its role in immunopathology. Methods: From June 2018 to December 2018, 54
schizophrenics in our hospital were selected as the observation group, and 56 volunteers in our health examination center at the same pe-
riod were selected as the normal control group. The polymorphism of H/L (-550bp G/C) and X/Y (-221bp C/G) promoter regions of MBL
gene was analyzed by PCR-SSP, and the concentration of MBL in serum was detected by ELISA. Results: The serum MBL concentration
in the observation group (1367.218+ 1277.429) ng/ml was lower than that in the normal control group (1987.781% 976.748) ng/mL, the
difference was statistically significant (P<0.05). The frequency of HY/HY genotype in the observation group was lower than the control
group (P<0.05), and the frequency of HY/LY genotype was higher than the control group (P<0.05). The serum MBL concentration of
HY/HY genotype in the observation group was significantly higher than HY/LX,LY/LX genotype (P<0.05). The serum MBL level of ho-
mozygous mutant in the promoter region of MBL gene in the observation group was no significant difference from that in the control
group (P>0.05), but the difference of MBL level of MBL genotype heterozygotes was statistically significant (P<0.05). Conclusion: The
low level of MBL in schizophrenics is related to the comprehensive regulation of each genotype in the promoter region of MBL gene.
The low concentration of MBL is one of the molecular mechanisms for the retention or removal of CIC in schizophrenia.
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Table 1 The distribution frequency of MBL gene promoter polymorphism in the observation group compared with control group (%)

Haplotype Genotype
Groups
HY LY LX HY/HY HY/LY HY/LX LY/LY LY/LX LX/LX
Observation 12.96% 62.96% 12.96% 5.56% 5.56%
50.92% 34.26 14.81% 0
group(n=54) (7/54) (34/54) (7/54) (3/54) (3/54)
Control group 32.14% 46.43% 10.71% 3.57% 3.57% 3.57%
60.71% 28.57% 10.71%
(n=56) (18/56) (26/56) (6/56) (2/56) (2/56) (2/56)
X 2.029 0.579 0.707 10.351 5.827 0.189 0.421 0.421
P 0.213 0.543 0.529 0.002 0.023 0.828 0.748 0.748

%2 WzEHE MBL B FAREREEME MBL 22 53 BALLE (£ 5)
Table 2 The serum MBL levels of different genotypes of MBL promoter in the observation groupcompared with control group(x% )

Genotype
Group Homozygote Heterozygote
HY/HY LY/LY LX/LX HY/LY HY/LX LY/LX
Case number (n) 7 0 3 34 7 3
Observation  genotype frequency (%) 12.96 5.56 62.96 12.96 5.56
group(n=54) 1352.19+ 2169.27+ 1320.496+ 1016.17+ 660.373+
MBL(ng/mL)
549.8 1391.71 1112.302 673.03 193.16
Case number (n) 18 2 2 26 6 2
Control group  genotype frequency (%) 32.14 3.57 3.57 46.43 10.71 3.57
(n=56) 1867.63% 3174.76+ 2379.64+ 1907.79+ 2109.57+ 2119.61+
MBL(ng/mL)
1001.12 164.07 1014.14 1025.76 933.96 159.84
T value 1.639 0.113 2.118 245 8.75
P value 0.117 0917 0.039 0.032 0.003
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