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ABSTRACT Objective: To explore the association between the polymorphlsm of IL-23R gene and Crhon's disease (CD). Methods:
Total 98 CD patients, and 90 healthy individuals were studied. The alleles and gene type of rs11465779 were analyzed by restriction frag-
ment length polymorphism (PCR-RFLP). Results: The frequency of alleles and gene type were similar between CD and normal group
(P<0.05). Further analysis also did not display any relationship between the polymorphism and the onsetage or sex of CD(P>0.05).
Conclusion: The rs11465779 of IL-23R gene is not associated with susceptibility to Crhon's disease in Han population of South China.
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- 5'- ATGCCAGTTTCTCCCTA
-3 5'- AAGGTAGGAAGGCAAGG-3' 2.1 Hardy-Weinberg IL-23R rs11465779
o H,0 40 pl 10x Hardy-Weinberg (P>0.05)
Spl 20 pmol/L 1 pl 20 pmol/L I pl °
20mmol/L4  dNTP PH8.0 1pl Taq 1pl 2.2 SNP IL-23R 1511465779
DNA 1pl, 94C 3min 72°C 45s 53C (P>0.05)
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1 CD rs11365779 %
Table 1 Compare of allele and genotype frequency of rs11365779 between CD and control group Quantity (%)
n Allele Frequency Genotype Frequency
Group x2 x? P
A C AA AC CcC
CD Group 98 155(78.3)  41(20.7) 0.104 0.747 64(653)  27(27.6) 7(7.1) 0.743 0.690
Control Group 90 138(76.7)  42(23.3) 54(60.0) 30(33.3) 6(6.7)
Note. P: CD group compared with control group
2.3 IL-23R rs11465779 A/ C  CD N (P>0.05)( 2).
rs11465779 A/ C CD N
2 1511365779 A/IC  CD N %
Table 2 The relation of rs11465779A/C, and the age of onset or sex of CD patients Quantity (%)
Genotype Age of Onset Male Female
x? x? P
Frequency <40Y n=53 >40Y n=45 n=52 n=(46)
AA 36(56.3) 28(43.7) 0.530 0.767 34(53.1) 30(46.9) 0.063 0.969
AC 13(48.1) 14(51.9) 14(51.9) 13(48.1)
cC 4(57.1) 3(42.9) 4(57.1) 3(42.9)
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