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An analysis of iron-load in 443 cases of thalassemia with different gene types

CHEN Hua-qiong, DENG Bing, YOU Ya-ping (The Paediatric Research Institute, Children’ s Hospital, Chongging University of
Medical Sciences, Chongging 400014, China)

Abstract. Objective To investigate the incidence of iron-deficiency (ID) and iron-overload in different
gene-typed thalassemia. Methods The venous blood of 443 children with thalassemia were used to detect the
' 108 (24.4%)
Thirteen in 57 cases of a-thalassemia patients (22.
8% ) and 95 among 386 cases genotyped as B-thalassemia (24.6% ) were complicated with ID (P >0.05),

while iron overload occurred in 8 of 57 cases of a-thalassemia (14.0% ) and 89 out of 386 cases of B-thalasse-

genetypes by microarray and the iron indices. Results Among the 433 thalassemic patients

were accompanied with 1D, 97 (21.9% ) iron overload.

mia (23.1% ). Although the occurrence rate of iron overload in B-thalassemia appeared higher than that in a-
thalassemia, no significant difference existed. Homozygote B-thalassemia was prone to iron overload, followed
by non-deletion HbH diseases, at the occurrence rate of 79.2% and 27. 3% respectively. Iron deficiency was
inclined to be associated with silent a-thalassemia at the occurrence rate of 45. 5% , followed by heterozygote -
thalassemia (30.3% ). Conclusion

Therefore, special treatments should be carried oul according to given cases.

Both iron overload and iron deficiency can be found in thalassemia.
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Tab 1 Iron load of thalassemic patients of different ages

n Iron overload (% ) Iron deficiency ( % )
<1 year 109 41(37.6) 23(21.1)
<3 years 97 17(17.5) 26(26.8)
<7 years 135 22(16.3) 33(24.4)
>7 years 102 17(16.7) 26(25.5)

2.5 BB AP AT b B 5 AT L

443 {3] 4% e [K 0 b i A 160 AR L R dek By e o Ak A e ik
B ali & F B-h b o AT A N AU, 72 0 o 0 ST B
(79.2% ) . F 45 ik PR Rk 00 i ot T 2 A R AR AR i 2k
B HbH JE R (27.39% ) | b o R o P i 2T 00 Ak DR
(16.7% ) M2 %) HhH HEPI R (13, 0% ) A5 T B-Hb e fofg 43 i
LRI (10, 2% ), ifi] 11 ) 1E 280 ce-tb b B 1600 66 PR 484 G 2K £
fapid A A

T AR LA R BE ) B A RO R -
b R A 0L K R (45.5% ) A% A T B-Mb e g B i Ak PR
(30.3% ) FRMERY - My PGB 1 HE R 7Y (25, 0% ) L2 BY HbH
SERRI(17. 4% ) AR B HbH SRR (9. 0% ) 1 72 4k &
T -l b A 0fn 3 R R YA 1 A Rk =, LR 2,

F 2 FEERMREHR MRS
Tab 2 TIron load of thalassemic patients with different gene types

n lron overload(% )  Iron deficiency( % )

Silent a-thalassemia 11 0 5(45.5)
Standardized o-thalassemia 12 2(16.7) 3(25.0)
HbH of non-deletion type 11 3(27.3) 1(9.0)
HbH of deletion type 23 3(13.0) 4(17.4)
Heterozygote B-thalassemia 314 32(10.2) 95(30.3)
Homozygote B-thalassemia 72 57(79.2) 0
Total 443 97(21.9) 108(24.4)
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