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[Abstract] Objective To detect interleukin-36-receptor antagonist gene (IL36RN) in Han patients with
generalized pustular psoriasis (GPP) alone in Sichuan region for the purpose of clarification of GPP pathogenesis.
Methods Genomic DNA of GPP patients, psoriasis vulgaris (PV) patients and normal controls was extracted and
subjected to PCR for the amplification of entire encoding and splice sites of IL36RN gene followed by bidirectional
sequencing. Differences in frequencies of IL36RN variants between three groups were analyzed. The variant
frequency between pediatric-onset GPP (PGPP) and adult-onset GPP (AGPP) was also compared. Results Three
IL36RN variants (c. 115+ 6T>C, c. 140A>G, c. 227C>T) were found in Han GPP patients from Sichuan.
Among them, c. 115+ 6T>C had the highest frequency. Compared with PV patients and normal controls. all the

variants frequency had statistical significance (P<C0. 05). There was no significant difference of variants frequency

of IL36RN between PGPP and AGPP group (P>>0. 05). Conclusion IL36RN may be the most common disease-

causing gene in the patients with GPP alone in Han population from Sichuan region.
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region temperature/C size/bp
Exon2 F. GGTGGTACCGGAGCTCTCTC 57 345
R: GTAAAACGACGGCCAGTTGAGGTGCTGGTCACAATTTC

Exon3 F. ATCCTCCTTGTAGGGCATGAG 57 410
R: GTAAAACGACGGCCAGTTTGCTTAGAGCCTGGTTTGTG

Exon4 F.: GTAAAACGACGGCCAGTCAGGCCGTCTTACAGCAGTC 57 362
R: ATCCTTAGGGAGGAGGCAAAG

Exon5 F. GTAAAACGACGGCCAGTCAGCTTTGCCTCCTCCCTAAG 57 438
R: AGGTGCCCACTAAGTCAGACG
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Fig Sequencing data of IL36RN variants in patients and in controls
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Table 2 Cases or frequency of IL36RN variants in different groups

c. 115+6T>C (rs:148755083) c. 140A>G (rs:28938777) c. 227C>T (rs:139497891)
Group n Variants/ Variants/ Variants/
AA Aa aa case (%) AA Aa aa case (%) AA Aa ad case (%)
GPP 24 7 2 15 17 (70.83) " 21 2 1 3 (12.50) " 21 3 0 3 (12.50) "
PGPP 12 3 1 8 9 (75.00) " 9 2 1 3 (25.00) " 12 0 0 0 (0)
AGPP 12 4 1 7 8 (66.67) " 12 0 0 0 (0) 9 3 0 3 (25.00) "
PV 50 50 0 0 0 (0 50 0 0 0 (0) 50 0 0 0 (0)
Control 50 50 0 0 0 (0) 50 0 0 0 (0 50 0 0 0 (0)
* P<C0.05, vs. PV and control groups. AA: No mutation; Aa: Heterozygous mutation; aa: Homozygous mutation
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