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Fisher’s yié jlid) Jlasiul sie Jlas¥) Jidadll . D) sl e 59314 5 %73.3
Al Aigml ol Lygine By el CT 350 haatll S5 oy o 5 test
L ¢0.007 4o cilS 5 P<0.05 dullaial (5 sie die 5 Gubad) die ae 4 Eal4
2l 538 5 ¢0.62-0.04 (p G < jelal AN 3 b5 0.17 Aajal) Al dad il
coaally L) e Sy ulal CT )l daadl) apely 2l €l ool
L s b€ CC Jos laaill jeds Laiw «0.611 A8y JaelaS dipi cuilS
Cue JalaS o Caly 3 uS S J3Y) gl — S ely ALY hd s
Al (e Aol pubad) die 4 CC A sl baadll dus cul€y .0.663 L sl
Y dglle Aa all Al ded cwlS L Mgl e g %6.7 5 %68.6 <uxly I (Al
G Shas¥) Jdail) .245.08-3.81 o Leted wilS A& 3 58 ae 30.55 waly
g8 selsl 58 CC sl el S o oy 28 Fisher’s test jié sl Jlexial
P<0.05 ddlaial (5 siue 2ie 5 dpnlll Liall pe L)l oaia jall die 5ol 45 51s
Dle) il e L(2) dsaalls (4) IR A e 9o LS 10 2X5.] ated cuilSy

2016 -94 wuxll -22 slyall -84 - g La Y1 &g 5311 412 &la



Jo¥l £ gl — @ s2all clay yslmall oglyell Jlob ¥ o 1L-4 -590 (C>T)gseall il mussll
saling sl Joda guga Eapla gpma Olost plaal
g sl Sl ela Hskiiy yhad ae dasi n CC day i Jildia Js) Sk of oui
Crbasi e LS CT s TT Laa il s cplob s oy combadl due 531 JY)
2l e gl o2a 385 . J ) g il —s Sl gy Hekaiy sl e SN ¢ el ae
Gl sl Gkl e e o e Vsleas 3 ¢(Javor et al., 2010) sl
Sl 3okl 8 LS uladl clie g &3 ldl duldl cliel) 4 CT, TT
bl 365 o) Lty Aol i)l ae 435l culiadll clie gl el 40 TT
a5 (Arababadi et al., 2009 ; Alsaid et al.,2013) ¢ JS 4le Jias L ae
oo o) Ay ol Dlue (8 CT5 TT 485 Hobll 2 o agd suaal
Do lel L Guul@l cliall 8 CC sl Sk el LS cuuldll ciliml)
o bl ) Aal e 1L-4 ) ol o) < pedal 400 il jal) L yall Clie
Sl Y o 8 cplal 13 Cld sl s dede e JSY) g sl —g Sl gl
e a1 Cpnidll JUb) ge a5l gyl all JWY) 3 IL-4 conll 50
s S 13 Lad 28 yma el cpdl el JbY) e 48 il o aa gy
oba (530 o) el it (e AT gl g coall Al G s cpls
A3 A ys) 5ohalle (dL-4 coa ea g aany Lay oY) g ol — oS el ALY
O om A o s () g sl Sl gy Ale LW CT 5 CC 2
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Polymorphism of IL-4 -590 (C>T) gene in Iraqi
children with Type 1 Diabetes Mellitus

Ihsan A. Hussein Hazima M. AL-Abassi Anwar Abed Nasser*
Department of Biology, College of Education for Pure Science - 1bn - Al-
Haithim, University of Baghdad

Abstract

This study included 50 blood serum samples that collected from
children with age ranged between 7-12 years. Thirty five samples
collected from children with Type 1 Diabetes Mellitus (T1D), and 15
blood serum samples collected from healthy children as a control
sample.  The polymorphism of IL-4 -590 (C>T) gene, which
amplified by using amplification refractory mutation system (ARMS-
PCR) was showed high percentage of C allele frequency in T1D
patients sample in comparison with T allele frequency, and the C
allele revealed as etiological faction with risk by having T1D disease,
whereas the T allele showed high frequency from the C allele
frequency in control sample, and the T allele revealed as preventive
faction from infection by this disease. The TT and CT genotypes
revealed as preventive faction from infection by T1D disease, whereas
the CC genotype revealed as etiological faction with risk by having
T1D disease.

Keywords: Interleukin 4 (IL-4), Type 1 Diabetes Mellitus, IL-4 -590
(C>T), T1D
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