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Haematological study of beta thalassemia in holy
Kerbala Governorate
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Abstract:-

The importance of the present study was in the haematological and biochemical evaluation
of haemoglobin in beta - thalassemia patients in holy Kerbala Governorate , A total of 36 blood
samples were collected from beta - thalassemia major patients and 20 samples from beta -
thalassemia intermedia patients from Al-Hussein medical city in Kerbala and compared with 20
samples from apparently healthy control group.

The blood groups for all studied samples were determined , and the correlation between the
blood groups and the phenotypic pattern of the disease was studied . The results revealed that
there was significant statistical correlation between beta - thalassemia major and blood groups
B&O; and between beta- thalassemia intermedia & blood group A.

The complete blood picture for all samples were determined including (RBC count ,WBC
count ,blood platelet count, hematocrit (HCT), Mean cell volume(MCV) , Mean cell
hemoglobin(MCH) and Mean cell hemoglobin concentration (MCHC) .

The results revealed significant statistical differences between patients groups and
apparently healthy individuals for all studied parameters except WBC counts.

The concentrations of Hb were determined,and the quantative and qualitative analyses of
Hb using Hb electrophoresis were adopted to determine the Hb types (HbA, HbA2 and HbF) and
their percentages,the results showed significant differences between studied groups for these
three types of haemoglobin.In thalassemia major HbF (76.06% + 25.70),HbA (23.55%+19.83)
and HbA2 (3.90% =+ 2.98) Whereas the results in thalassemia intermedia showed the percentage
of HbF (7.16% + 1.52), HbA(56.58% + 17.9) and HbA2(7.45% + 5.48)
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LSD :0.05
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Sig :0.05 (S /Aila all)
LSD :0.05

199



2015 / (ale /Jg¥) daad) - jdie EUY) Alaall — dualal) £30 S Arals ddaa

Cmste sanll L eSh s il alasiuy aall Qliadd o sill g (oSI ol ) aall e 58 55 el (e a3l )
gl adll 538 el (HDF ,HDA and HbA2) sl ciliad g1 5 4 siall canil) 210a3 8 (Hb electrophoresis)
(3) Usaall mim e 9 LaS A g jaall paalaall b Ly
@5 U /ot (5.7+1.16) &b sl Aball (e 8 (Hb) o) it 5858 Jae o bidl) & el
o5 ds s padpe (12.741.45) Aaliall e senall (3 IS5 S /o (7.16 3 1.52) (ohams sVl ua¥) (oon 30
Ale 38 dlia o) 355 0.05 Jwisl (s sias Anova Table JLia) aladinly 45 ol alaal) G 45 )il i (3)
oA A e a5 6 Sl ALY G s Aga (e 8okl Ae sana s (ol s (sl (i el malas G A sixall
Jot (T) o sl OS5 (5 S0 uall am je b duaidie pall Cliad 5 55 A 5S84y abeadll @ L
(714 +0.9) slawal) QaldlV) (8 G585y i o
o2 (2.56.5) 0 Lo 555 pall i A ) i (ool ol i (5 Sl AaYly Lm0 115 sl 3 3 07 53
oY) oy (g an J3l Aty (815 Jima a3 8 (e Uy s mall pall sl e gl la¥) im e ey, Sl asy
S osating ¥ salall 4 A (2-6) O be A peell Al B dala g Al /et (7)u4)a..4\ ) Al Jiai g 5 5Sl)
G..u.m/ as (6 10) Uiy LS)A-‘!‘ eﬂ\ g GL“"‘JM alay! ‘_g (:AS\ Glad A UJS-‘ b)A.\.uAA 5 ) g (’JM Jay AA(ZJ;.;.A\
A
L paall el Gle & (HD electrophoresis ) aall colasd dabisall o) 93U 3l Sl dos i) il &yl
(3.90% = HbA2 5(19.83% + 23.55) HbA 5 (76.06% + 25.70) HbF Sl iba¥) b -; calS il o
HbA2 5 (56.58% + 17.9) HbA 5 (7.16% + 1.52) HBF i o) (o sll ba¥) & i) ¢ jeli) Laiw 2.98)
(7.45% + 5.48)
HDA2 s <S5 (79.55%:+15.09) HbA s (0.99% + 0.46) HBF - cousill cilSé 5 jlasll de sana b Ll
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5 haudl e gana s U s_al adll i el Fs g el aalanall b aal) (i) e sill 5 aSU il gy (3) a5 Jsanll

(Mean+SD) A g paall praladll
p-value Hb Type (%) Hb g/dl | 2l
HbA2 HbA HbF
Anova Table | 3.90+2.98 | 19.83+23.55 76.06+25.7 | 5.70+1.16 | 36 s
Sig :0.05
LSD :0.05
Anova Table | 7.45+5.48 | 56.58+17.95 | 31.06+16.78 | 7.16£1.52 | 20 gl
Sig :0.05
LSD :0.05
Anova Table | 2.93+0.78 | 79.55+15.09 0.99+0.46 12.7£1.45 | 20 8okl de sene
Sig :0.05
LSD:0.05
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