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Abstract According to the body fluid theory of Uygur Medicine, 76 cases of asthmatic patients were diagnosed. Among them, there were
30 cases of asthmatic patients with abnormal savda and 46 cases of asthmatic patients with normal savda. The gene polymorphism of IL-
13 on loci intron3+1923 and loci+2044 of these patients are tested by using PCR-RFLP, the results are compared with that of the 89
normal individuals in order to explore the relationship between asthmatic Xinjiang Uygur patients with abnormal savda and the gene
polymorphism of IL-13. There is significant difference of gene polymorphism of IL-13 on loci intron3+1923 in all three groups (P<0.01).
The distribution rate of genotype TT and TC in asthmatic patients with abnormal savda is significantly higher than that of the asthmatic
patients with normal savda and the normal control group (P<0.01). The distribution rate of genotype TT and TC in asthmatic patients with
normal savda is significantly higher than that of the normal control group (P<0.05). The distribution rate of genotype CC in normal control
group is significantly higher than that of the asthmatic patients with abnormal savda (P<0.01) and higher than that of the asthmatic
patients with abnormal savda (P<0.05). The distribution rate of genotype CC in asthmatic patients with normal savda is significantly

higher than that of the asthmatic patients with abnormal savda (P<0.05). There is significant difference in the distribution rate of allele C
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and T in all three groups (P<0.01). The distribution rate of allele T in asthmatic patients with abnormal savda is significantly higher than

that of the normal control group (P<0.01). The distribution rate of allele C in asthmatic patients with abnormal savda is significantly lower

than that of the normal control group (P<0.05). There is insignificant difference in the distribution rate of IL-13 on loci+2044 and the

distribution rate of its alleles in all three groups (P>0.05). In short, Asthma in Xinjiang Uygur Patients with abnormal savda might be

related to the gene polymorphism of IL-13 loci intron3+1923, but is not related to the gene polymorphism of IL-13 on loci+ 2044.

Keywords abnormal savda; bronchial asthma; gene polymorphism
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PCR 519791 W2 2% SCHik[4], 1L-13 intron3+1923 {37 5 5]
WIEH . E#518 5'-GGCTGAATATCCA-TGGTGTGTGTCC -
3", FiE514 5 ~GGCT GAG-GTCGGCTAGGCTGAAGAC-3' .

IL-13+2044 {5 £ 51975 . LF51 4 5'-CTTCCGTGAGG
ACTGAATGAGACGGTC-3", TFiiE5|4 5'~GCA AATAATGAT
GCT TTCGAAGTT TCAGTGGA-3", L) I 51#H TaKaRa 49
AR (KRR RA WA .
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94°C7E T 30s,58°CiR K 40s,72°CHEf# 50s HY S5 116 26 38 1K,
HJa 72°CHR IR Tmin
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B, CC R B[R] i L 310.249bp P kAT B

11-13 3 P +2044 {7 25 56 K 8k - AA 56 PRES H B 210bp
— S AG JE [ B[ B 210, 178bp W Rl B GG HE
R EE 178bp — A% 7,

B AR I PCR markers WLE 1~18 4,

B 1 5% ZBEBRMEEEIL-13 ZE intron3+1923 i = & E
EHEMRIKER
Fig. 1 Electrophoresis results of IL-13 gene intron3+
1923 gene polymorphism in abnormal savda group
M AREW;1,3, 11 KkEATT &4 F;2,4,6,7,10 kiEA TC
*AF;8,9%kEANCCHASTT,
Notes: M represents a marker; 1, 3, 11 represent TT
homozygote; 2, 4, 6, 7, 10 represent TC heterozygote; 8,

9 represent CC homozygote.

2 EREEBEFREMERIL-13 EE intron 3+1923 a8 &
H % S HmikER
Fig. 2 Electrophoresis results of IL-13 gene intron3+ 1923
gene polymorphism in normal savda group
M AREW;7,9KERTT 4 & F;1,2,5,10 kiEH CC 4 &
¥;3,4,6,8 kA TCHETF,
Notes: M represents a marker; 7, 9 represent TT homozygote; 1,
2, 5, 10 represent CC homozygote; 3, 4, 6, 8 represent TC

heterozygote.

B3 REZMEREMEERIL-183EE+2044 EER SN
BIik&ER
Fig. 3 Electrophoresis results of IL-13 gene intron+2044
gene polymorphism in abnormal savda group
M ARREY;1,2,10,11 ikEH AA 44 F;5,8,9 ikiEA GG 4
5F;4,6,7 ikiEAH AG EF,
Notes: M represents a marker; 1, 2, 10, 11 represent AA
homozygote; 5, 8, 9 represent GG homozygote; 4, 6, 7
represen AG heterozygote.

89 Im



] jcmik

#5218 XX (Papers)

M5 2013,31(5-6)

SCIEACE & TECHAOLOGY REVIER

B4 FEREBBREER IL-13 £E+2044 I
REEZTUHRIKER
Fig. 4 Electrophoresis results of IL-13 gene intron+2044
gene polymorphism in normal savda group
M ARREY ;7,9 kiEA AA4EEF;1,2,5,10,11 ikiEAh GG 4 &
¥;3,4,6,8 AkiEAAGHEEF,
Notes: M represents a marker; 7, 9 represent AA homozygote; 1, 2,

5, 10, 11 represent GG homozygote; 3, 4, 6, 8 represent AG
heterozygote.
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F1 EMASIERA IL-13 EE intron3+1923 LR EEE K&
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Table 1 Genotype and allele frequency distribution of IL-13
gene intron3 +1923 gene in asthma and control groups

21 %) JERERTT TC CC (el T C
W Wiy 2 76 137 260 37 152 52" 100
Xif HE 24 89 4 19 66 178 27 151%

;55 xf AR FP<0.01, 55 2 4148 P Y P<0.01
Notes: *, represents P<0.01 comparing with the control group;7r, represents

P<0.01 comparing with the asthma group.

F2 MHEASIEA IL-13 EF+2044 i s HEE
REMEFMENT
Table 2 Genotype and allele frequency distribution of IL-13
gene intron+2044 gene in Asthma and control group
21 %) FEHA AA AG GG FEEKN A G
W Wiy 2, 76 12 28 36 152 52 100
Xf 4 89 12 26 51 178 50 128

(P<0.01), S SRR FF kW2 W2l TT  TC HE PR 28 43 A 45 4 A I
fe IR S B R M 0 e AL I T IR (P<0.01) , IE B
SR M B 4 T TC 3 X L4033 2R 1o T 16 5 % B4 (P<
0.05), IE# XL CC PR B 43 A W %6 2 T 5 28 IR Joi 1 e
ity 21 (P<0.01) FIE 54 28 05 o4 122 Wy 41 (P<0.05) , i 57 % 22
JIFLIE P 0 Wiy 2 C.C. 2k PR 28 A 00 2 1 T S5 R L J 4 % i 2
(P<0.05). Z5 {73 T.C MR o Hire 3 AR A 2R
(P<0.01),T 455 & K330 38 3 A 7F 5 F JELJog 1 e Wiy 201 v T
IE X B (P<0.01) o C 5557 5 PR 4 A A0 2% 76 = BB ot 1k
W i 21 W S A9 0 H 4T IR AL (P<0.05) . 45 R WL3% 3,

%3 34 IL-13 EH intron3+1923 fi & £ F &Y
REMERRES
Table 3 Genotype and allele frequency distribution of IL-13
gene intron3 +1923 gene in three groups

21 54 HEAE TT TC CC AR T C

B ] 30 7" 13 1074 60 27" 337
IR ¥ 46 6 13 27 92 25 67
X HR 2 89 4 19 066" 178 27 151

E 5 AT AR AL #P<0.01,#P<0.05, 5 Ak 5+ R 1k ok 1A 1L
4, AP<0.05,5 5+ A2 R M o% v 4048 16 &9 P<0.01
Notes: **, represents P <0.01 comparing with the control group; *,
represents P<0.05 comparing with the control group, A, represents
P<0.05 comparing with the asthmatic normal savda group, ¥,

represents P<0.01 comparing with asthmatic abnormal savda group.
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4 SAILIBEF+204 IR EFBREMEFRE D
Table 4 Genotype and allele frequency distribution of IL-13
gene intron+2044 gene in three groups
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