9 s alio

SR IOy Y

oluol SSab 39 035Ul ddxo

MY 18l g b \¥Q: olo ,u5 g A/ 1YY 0 jloads/ us 9 sy Jlw

900 9 ol 4 Wi Sg3 (95B (EA p5 39 B 9 C slacuili

POl 1583 IS T (5 RIS s po (5 a8t ias T BLIG yae sanl yiSe (5 S dsen yiSu

oM

» (HIV L Human immunedeficiency virus) slul el jai wapg 9 B cuilas € cuild goud (wyp jobite 4 ddlao oyl tdodilo
A8 plol (hdgen g (cons Vb 4 Moo o lows o1

I8 ey 90 (hbgan g ow VB & Mo jlaw VWE+ 5 05 bl ¢l (ladiol 13 WA olo )3T B VWA ol jpo 5l Lbvog (sanllas oyl s g,
L Anti hepatitis C antibody) C cube vo sla ool 5l o (HBS Ag L Hepatitis B antigen) B cuila 5 51 olow (cadS (sl 3,5
A3 ¢ pSojlul (Anti HIV Ab L Anti human immunodeficiency virus antibody) slusl cwl e wepe o (ANti HCV Ab

2 pll 55 G955 ue g e HCV i 5l a8 llews >

4 Mice 185 530 5 ow VU 4 Mo 485 OFD dlaw ol 51 8,5 J15 Ly 3y90 Jlo YWV VD s awgio b o YYA 9 350 t2AKEL
cuto ANt HCV AD )T 1 (303 AA) 455 YA &S 1559 (oo Caslin 4 Mive (3o )d AY/Y) 45 000 (Lbgen ol )lows 05,5 13 85340 (Lidgen
Ghls (303 AUY) 45 B oyl oy 5l 48 asly et Cusln owVB 09,5 15 (lopd 1)) 45 OF Ndgs cute HBSAQ (10)3 ¥) ,a5 V-
55} 5395 HIV & Mo Ldsen 5 oW lilows 51 pliS o 0338 custo HBS AQ gls (1053 V+/A) 45 & 5 cuto Anti HCV Ab

S HCV & M liless 3 gl cppmls &

3 xS epad 5 0nd pll Sl g (g claedgld 5 o9 dasie JUSI gl (lles 33 o e et HCV 206 38 does
e s Jolgs Sl 0dlgil 1> ol (gl ul 039y sl aiBge (gymg cnl Jai 3l Gl 5l ol slrodygl b g 5 oMl S5yl 9 B il
S92 ghlos o 5

shigon (oW (s> sl 5,5 1S (51

anw s Gy liS s St DY gaame Dl 153 400

Q=) Sl es S asl
Ry e R S N LB 8 g L RRE
aS 3,13 35 g amw g b 3 SlaypiS 5wl ann
5 Aile gdaze Jolse 4 atls 5 odzes OF e
(Sl 5 Jle mls (alinel 5 Soa b acs L

5 (1) il e elanl 5 g6 el

5 0st JUl Gy b 5l edd it slac sie otlid
) Shisolan Jolse plabid (g (slaes sl 3
03 Jlse ol gLl (oskd 28l 5 basles
elolis Caw OB ,S iman 5 OBLS lual 0=
sl 5 05 5o isoben Jslse ) 5055

L oV C,JNLQJ BERT S QK.LS‘M\ BERGEEERC

Gl gleiol (Sl eole slEis )3 (10143 Yaiws $ABOLL Jwvls s o) *

Ol Olgieol Olgiuol (K5 pole olKtols a8 Slasins 35 5o (IS 09,5 luils |

0l ] Olgrol Olgral (K5 ra,lr_ oRisls (ggmisls Slados (saneS 5 (Kb oaiils (S35 09 5 Lo i

Ol 0lgiol Olghol (K5 pole ol (K 5y 50K5D s slyntyl |

Ol Olgiol wlg Ol Kiag s ool W&l y95 axly ool 15T olKiisls (5 lorn wige f
Ol olghol lgiol (K5 pole osls (K5 0a8ils 0lasls 5 O 095 yludals ®

Email: shahshahan@med.mui.ac.ir

Oletieed 1,25 158 Jggums (oukims gi

N WAL 5 g aain /YA ool / YA Jlo— Olgiusl S5 0S5 aloee

WWWw.mui.ac.ir



O lSan 9 (5 IS saan iSs

oV 2y Mes 48 ey NP0y 8 el Ol
S5 sy i #10) by an 5 (8 0F0) 550
sl dl Jaw 5 OF Glual 5 andlas 1l s s axlas
o e 3 A3 S by Ollesy Sl sis 33 sl
Sl xSl 3 13 8 oS5 byl
3 Sole £ 5 & Ly o Dbl (63 3 Sledbl fuls
A3 8 oSS b s 4 e AU
5 a8 05 (gsed Shlew Sl dm sl 0 s
5,8 Sl gam =V BT les s dlsl> o
A S G sl s 812

Sl sl G sy Ab L E g
L Anti human immunodeficiency virus antibody)
SISl Sgpl oS (Anti HIV Ab
B o5la 05 31 w2 sl z A plil Abbott USA
sl iy, 5l (HBs Ag L Hepatitis B antigen)
= &l = s Enzyme immune assays ;.
L Anti hepatitis C antibody) C <5l ds gL i
o3l ool sa) o 51 o g Jud 51 (ANt HCV Ab
e

Lisg e Anti HCV Ab L 5l s Slley s
!~ PCR L, Polymerase chain reaction L 5
o 55 HOV 55 5 45 8 ol HCV RNA pas
VERSANT HCV Genotype Assay (LiPA) salew s

S s 4 dhol> SVl Laesls g jc.}. 31 das
5l S P i 5 dss 8 LT A (gasens PASW
A AL s gme (bl L 5l e/00
asl

S LU ey anlllas ol 53 LB VS IS b w
VYNV N0 e S5k b O3 VYA 53,0 AYY Ll

Lo L VE LY e ganls

o> sl sSB o8 ,S 0B 5 C slacusla

N S om 5 gl a5 Il o gla 58
iy 0586 D b 3 ed i sl sie
Olaman O Jil &8 (g5 5b a4 sl anil Sl
s S JLE slacly (e Sl S Olpe w0
edle Bl o gt g e s Olane Sl S Ol e
tan g g s 3S 53 aS ol J s ol 5 o
5 G S Dol a3 Sl g s e (nl il
OF slaes,sl 3 5 0 [ Ko Gy deeils 3l 3ol
o2 e > ddan (b s 5 0B Ol e
Lzl G b sledd Jame sla(golan 4 Ml ol 531
(O-F) wil w052

Shedd Jame glaisie ¢ 50 5l Jools Sl
S5 ) bt e Sl b Slre 0 b
P O B R EPCN NI 3
b Sl el e A e 5l Lo S5 ) penc
oSS Ll o Gy slaesysl b s 0 Jl
S go Al Lo i cnl I (G0 sy oo @
5 Oldlasl gLl ol 5 adlate s Ol )i
LS 4S5 am Ol sla i Ol & Blye
Ol 53 0SS ol 3l sy i 5 Olieilid]
O Gab ol el Jite sba s 25 (855 gty
g=250 o=t o 3 Alesls 3 s CL«.J:J\Q::J
oS e glaca 3 31 s Slallas
sl laiban § et anlllas ol o 1A b
ol 2t olen 5B s Sl 5C s
(HIV U, Human immunodeficiency virus) L.l
5 oG Ollan e 53 0T o Ll e of o @
A ey Olgiol Ol 3 b e

LT3

53 WWAQ ole 3T G VYAV olo go 3l abaie (ganllas -yl

WA 5 g a2in /1T 6 led / Y8 Jlo— Olginl (S5 0S5 alos als

WWWw.mui.ac.ir



O lSan 9 (5 IS saan iSs

53 ANt HCV Ab 55 51 el ¥40 o Sl
HCV-RNA (Ao Ve/N) 5 WEV L san o5 5
HCV-RNA (L5 Y8/8) i VYA 5 ds
35 oo ANt HCV AD ey 00 s 51 .o 50 i
i HOV-RNA (U3 $Y) ) anVG o S
35 3y s HOV-RNA (Ao, TA) )4
3 o= Oblew e 03 C csba s s o5 55
el ol o3l QLS Y Jgdr 53 b sen

4 Mo Osley 53 C cilr slacas 55 Sl 4 s Y dgur

Fbser g VU
e HEge il cuigl
AT S TPY =
Y (FA/V) 141 (00) \
o (\8/Y) A (0/Y) \
# (V4/¥) Ve (YY) ¥
¥ (%/%) YA (N) V+Y
¥ (#/%) Ye (oY) V+Y
V# (F/9) V+F
£ O/ \fhy

85 S8 kb e Oyl o
35 Eio HOV-RNA 56553 1Y s U 555

o> slar st 8w LS 5uB 5 C slacsla

(Ao 3 YY/A) 05 YFY 5 (do,3 OV/Y) 5,0 YA Y
Laol i o Sls 45 g e VB 4 Mt
JLa ¥V 5V Laol s gamsls 5 Jlo QA £ V/$)
53 (Aewo,s W) 0310 F 5 (Ao )3 AF) 3, OVY s
N I U & ISP teS-{ O - SV SUUNPON 4
JLa V8 B ¥ Lol v gals 5 Jle YV VYA
JLa YO E VA 055 Gau5 sl 03 s Lawsie s
YA 3 Sl YAF 2810 55 ode Job Jaw g2
iils [ Jlb yils el (doys ¥0) jley

ol o3ls QLS ) Jsdr 5o Olslewy Slis s
Csbs 4 S jlas (Lo )3 AY/Y) 000 51
(o3 AA) 5 FAD b son 05,5 53 (aje
HBS Ag (lws,5 ¥) L&)+ 5 ouie Anti HCV Ab
0F oG 05 8 53 a5 55 Jl 3 (pl Lng e
Or 4 Wisg epe Soiba 4 e (o3 V))&
5% 5 Anti HCV Ab LaoT 5l (dew s AV/Y) i
A3 g Coe HBS AQ (s ,3 Y +/A)

A e s e WB Ol Sl plUS o
s 58 ke Anti HIV Ab

3 U Moo Olylay b ol ge 5 Olo s N Jor
andllas 55 50 b pan

g Y6 presa)
A0 S 0F0

PSSV RPIS B i) BRI Y U S S VIO | | | PO WAEAYA  AEV/S (JL) o
A e ¥ eSOl cpl o3y oV (AY) ¥AY (OV/Y) 3 e
A oSl ganlon L anoVU 5las 4 o VF (V) YYY (FY/A) 05
Laol 51 460 K55 <ote HCV-RNA (slls las ¥ (/FA) $ (V) oS gadln
Vo ss 8) o4 8T a5 S V(NP FON) s sl ksl cadle
NG 7
sl 15 la ek
6_9)‘3 Gy 64-5-’k—w \_: NG )La.;.g s o )‘ 4 (\V/F) \Y(Y/Y) Mg s Cila anla
Ly i 1) (Geile
sy cote HOV-RNA L5 51 s # s s Sty Sy sl
#AY WA 5 o gt /T4 0 le / Y Jlo = Olgionl (SC 5 0Kl alos

WWWw.mui.ac.ir



O lSan 9 (5 IS saan iSs

Jils Mo i ol (S sty i LS5
AL s sl s 6 Lo (sanlr
S e Ol 53 HOV 5 5ls 05 Lo (s aallas
VL gl LB Ol 40 0T ler 658 wliee
23 (V) 0L 5 Olpsy cmud Lacs sie ol
53 A3 VI GBS S o Eoed 257 Sose s4lie
ol s S 558 sbilae Ciliie bl Ol e
OF v skl 55 55 o3 AV/F) L gandllas 5 Ol
HCV g5t a5 a8 S 013 oo 2 3550 (b smn locy
@@xﬁ.\;puugirupﬁ Lo ,s OV ol s
J= bl Gy sis am 55 (V) Logy edd Ol
@liml Lo, 550 4 o ps &S Skl 5 ol S
s 31 as,3 V0 L3 HIV L (S50l ol o ks
23 A) dd el (s g e 5 HOV B 5l S
HOV 5 5l kb san e &0 5ty ¥ S UL
sl ol 8l (ge3,51 3 ERCIE ST
Ol yn 0dd o Slagy FYAY g 3l iy 3. (4) 3
3 Ao PY LBV ) 535, 3 Ko n YA 5l G
O el o 3§ bl L

asdllas 350 Olas 5l S e b (gandllee o
G 53 e HIVE 218 s 6055 HIV 45
23052 5P Salw b 4 by e o L
ol fard it (7)) Sl o3 5528 5 ol
s gr OBl 53 Ly st o

V5 5,5 3 HBS Ag g st bo suallias 3
JENFPEN UGS Vi I R POV SPIL ST WO SR A
lal G 53 &z HBS Ag YL g S
205,55 > ol ool faed Ol p3 0 OB
OF glmesssl b 5 05 OEAS il ps st (5 e
OF) wsl s YU

o> sl sSB o8 ,S 0B 5 C slacusla

Y sl 8 ) css Lol B0 WS
03 sl s gasle b VB by VY o
¥ S Wss ot HCV-RNA (lls jles ¥ sl sl
Az VY LS55 L) 5 ) o ol 5l e

(oS ke gaile b L sen slen T g
\ 55 45 550 Cute HCV-RNA (gl Sl )
GmoF e gaile L b san sl ) il
bl 550 cis HCV-RNA L5 5l s 55,0
Cila gatlo b Ao san jlan d 5l ¥ s g
103 e HCV-RNA L3 51 jles ¥ aosl il s
VY sl 8 Y ) s Lol 5,8 Y &S
il

&

—

Olslws b JolS 5k a3 Olal 5o 5t Y seamme
5 oo VE Ollag 5 13,5 e 55 0l 05 JUi
o=l OBIS 5 me (godas 05,5 55 Jb s
AL o DY g

Gl sl el JMLSLQM)A&@M adllas oyl
3057 5,5 G L oblew 53 1y 0 Jl
e HOV Y 5 sl Ol Of slaes sl 5
= o> Anti HCV Ab o 250 Oblew 53 55
i sl g (Aoy3 4) L 0 eV Ol slay
Saals 5 (V) OLen 5 Ol5o) gandllas gamz b
33 (Ao YY/Y Lo gie) Aoy YV U A/ g e
Us s esls QLS 01l bl i cilzien bl oy
il illas

Jole el s Cila il Lo gaallhes
3 Dlallas 53 a8 s Shley G 03 e b

u_\.wé\;;“.laa Q‘.’.‘)J ol CJJAA d\}w D4 o Lis JLJ‘;

WA 5 g a2in /1T 6 led / Y8 Jlo— Olginl (S5 0S5 alos FAA

WWWw.mui.ac.ir



O,lsad g6 NS ssan 4iSa
ey Q\)uﬁwﬁw#&b&a;l)ﬂ}

ggilé)v@ 9 S

GolSils s mme 5 g3l gla Culem L 2 b
Ol a5 Olghosl (S p ke olKils (S5
1S L s sty 5 st saal 0L
s gl 4 YAFFY Sl
Sl (2t Ilile A 2S5 05 s 0L
S 1 Ol Sy pshe olK20ls Lsls and
oly gasle oo Ll Wn g B9 (gandllas (oS g
el S Ll SL by 4 B gas)le W w

'ﬁ)bbfd

References

1. Rezvan H, Abolghassemi H, Kafiabad SA.
Transfusion-transmitted infections ~ among
multitransfused patients in Iran: a review.
Transfus Med 2007; 17(6): 425-33.

2. Yee TT, Lee CA. Transfusion-transmitted
infection in hemophilia in developing countries.
Semin Thromb Hemost 2005; 31(5): 527-37.

3. Samimi-Rad K, Shahbaz B. Hepatitis C virus
genotypes among patients with thalassemia and
inherited bleeding disorders in Markazi province,
Iran. Haemophilia 2007; 13(2): 156-63.

4. Higgins JP, Thompson SG, Deeks JJ, Altman
DG. Measuring inconsistency in meta-analyses.
BMJ 2003; 327(7414): 557-60.

5. Burki MF, Hassan M, Hussain H, Nisar Y, Krishan
J. Prevalence of anti-hepatitis C antibodies in
multiply transfused beta thalassemia major patients.
Ann Pak Inst Med Sci 2005; 1(3): 150-3.

6. Kalantari H, Rad N. Efficacy of interferon alpha-
2b with or without ribavirin in thalassemia major
patients with chronic hepatitis C virus infection:
A randomized, double blind, controlled, parallel
group trial. J Res Med Sci 2010; 15(6): 310-6.
Timan IS, Aulia D, Atmakusma D, Sudoyo A,
Windiastuti E, Kosasih A. Some hematological
problems in Indonesia. Int J Hematol 2002;

o> sl sSB o8 ,S 0B 5 C slacusla

55 bsle Sbludl S cd OF Kl bl -l
Colw el 5 HBV JUisl 5l 6,8 o s
sl 0351 eal i gn e 528 53 O (slaes 1 3
Jolse s 5 @ gas slias Lo ganlllan & 3 Ll
o by rulﬁéwuaﬂk;ibjbu}‘daﬁf)b—

wajbﬁéu)b)uﬁ_r@-).:d‘}w
S HCV 4ol o8 sl OLiS ol ganlllas Git;

edle el sl e VB 5 b sen 4 Ol
S a8ty o i a ol s 4y Sl
sHBV Jlisl 3l 6,8 jiw osat 3 as S ol
el ge S Sl sl 5 05 bl el

DL h;—:;l.:.ﬁ (54-5.’{-,‘.4 P C_A_w‘ ;; LY r‘)‘y &;—w‘ 63 ¢

76(Suppl 1): 286-90.

7. Seme K, Poljak M, Begovac J, Vince A, Tomazic
J, Vidmar L, et al. Low prevalence of hepatitis C
virus infection among human immunodeficiency
virus type l-infected individuals from Slovenia
and Croatia. Acta Virol 2002; 46(2): 91-4.

8. Wharfe G, Smikle M, Dowe G, Buchner L,
Choo-Kang E, Graham S, et al. Seroprevalence
of hepatitis C virus in haemophiliacs in Jamaica.
Hum Antibodies 2002; 11(3): 61-4.

9. Fontes EM, Amorim L, Carvalho SM, Farah
MB. Hemophilia care in the state of Rio de
Janeiro, Brazil. Rev Panam Salud Publica 2003;
13(2-3): 124-8.

10. Barbosa AP, Martins RM, Teles SA, Silva SA,
Oliveira JM, Yoshida CF. Prevalence of hepatitis
C Virus infection among hemopbhiliacs in Central
Brazil. Mem Inst Oswaldo Cruz 2002; 97(5):
643-4.

11. Javadzadeh H, Attar M, Taher Yavari M. Study
of the prevalence of HBV, HCV, and HIV
infection in  hemophilia and thalassemia
population of Yazd. Blood 2006; 2(7): 315-22.

12. Iranian Blood Transfusion Organization. Annual
Reports. Tehran: Iranian Blood Transfusion

Organization; 2005.

£14 WA 5 o gt /T4 0 le / Y Jlo = Olgionl (SC 5 0Kl alos

WWWw.mui.ac.ir



Journal of Isfahan Medical School Original Article

Vol 29. No 139. 3" week. Julv 2011 Received: 6.3.2011  Accented: 27.5.2011

Hepatits C and B in Blood Transfusion Recipients Indentified at
Isfahan Province

Hamid Kalantari MD*, Ahmad MirzaBaghi MD?, Mojtaba Akbari MSc?,
Maryam Kalantari*, Zahra Shahshahan MD>

Abstract

Background: This study was conducted to assess the prevalence of Hepatitis C virus (HCV), Hepatitis
B virus (HBV) and Human Immunodeficiency virus (HIV) among hemophilia and thalassemia pa-
tients.

Methods: This cross-sectional study was conducted from October 2008 to December 2010 in Isfahan,
Iran. 1160 adult multi-transfused patients suffering from beta-thalassemia (n = 545) and hemophilia
(n = 615) were enrolled in the study. Blood samples were obtained from the patients and were tested
for HBs Ag, Anti-HCV Ab and Anti- HIV Ab. Patients with HCV positive underwent genotype de-
termination.

Findings: 822 males and 338 females (mean age 22.7 + 11.5 years, range 1-76 years) were investi-
gated in this study.312 males (57.2%) and 233 (42.8%) females had thalassemia. 511 (83%) males and
104 (17%) females were in hemophilia group. Of the 505 (82.1%) persons with chronic hepatitis in
hemophilia patients, 495 (98%) patients were HCV antibody positive and 10 (2%) patients had HBs
positive. There were 56 (11%) patients with chronic hepatitis in patients with thalassemia. Of them, 50
(89.2%) patients were HCV antibody positive and 6 (10.8%) patients had HBs positive. None of the
thalassemia and hemophilia patients was positive for HIV Ab. HCV genotype 1 was the major geno-
type among patients.

Conclusion: HCV is a major virus of concern in the multi-transfused patients. The strategies for pre-
vention of HBV and safety of blood products in this respect have indeed been successful. Family His-
tory of hepatitis is the major risk factors among patients.

Keywords: Blood transfusion recipient, Thalassemia, Hemophilia.
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