o] s

monthly

N LAY (sladadn o) o lad VY 650 NP Sty 908 Ol (S pple ol€tils o S35y 0uSitils alao Il ”\/”

paS dxl yo Cuto HIV (4 ylows ,3 HLA-B*57:01 P Slgly3 sy 2

$W8) slacs Lo 8 9l 55 50 &

oS>

.

AACA7AR VAR H IR ) S FARVAR SERCIVR VR | ) FRL VX GC (T
Cogas Oleys gl s ionl Sles el 03 45 ol olasls 51K (Abacavir) ST e 4 4t
g0 (olse LaS ol conles 2ul58l STy ool ol sl RS Syls s 8 sl g len s HIV
e 3l a)ls HLA-B*57:01 T4 (K585 Loyl o slSUT a0 cnlam 2l 530 2STs 5L of e Ll oo (g
ool il 58l ale 516 iy 3 5 LISl 0T s 5 Forspde 5 ke D obley gt s,
Al

Ol 51 2 VYY slias A7) slodiiwl LS olo go 5l (Cross-sectional) alads g & 55wy oy
23 alas b 6 S ges i (o) (et el Dl las (5l glasolew o5 5lin S o 4 oS unx]
il e 25l 45 (22 HIV Objlay 5 e HIV Ollay 5l Olejon &) semty Olsla i 5515 andllas 4y o s
38 s OBT 5 PCR-SSP i 54 HLA-B*57:01 1 550 L 552 5 .U 8 Ol dilos 5

Ohlast SVIEAIY 5 TN e Sy A5 3 50 CLOVA) 5 VY aadllan 3 0 3505 5lay VTY ¢ gooma Sl rlaail
SO S IXNO 53 o e 55 J s ol Oles 5 skeel diile L35 C 5B Cla 4 Olajps Zdyis Sl
s a0l &S i dls Cte HLA-B*57:01 T e s L5l Slew VYY 518 ganme 53 35 Ste Oley
s (VW G 07000 /40 Slaabl o) 7Y/Y8 Sl 3

O ymn )l LD Sl Camaz 53 HLA-B*ST:01 [T sl 3 a5 das po 0lis ol aalllas g S uzenty
HeS 2T 5 2l (B8 e bl Glacaner (S bl ol Gl 53 s sl ames ol

el

gl l53l 2S1y HLA-B*S7:01 0551 ¢ sSUT Gl entels” colals”

N 7 . . . \ .
Sl 2STs s sSL L;ﬁlé'wjbgﬁ.jﬁ‘ g g8 0D

PERE TP
"Olelie 03Y a5 gy 30 g0

Yﬁ)) ol S e
'S S $oles deem

ré.!w c.ali L*‘:\ja.)‘ja oS
"ol Olo deans & Jloni; a3l o

¥
)).;)Ml.w._[ﬁ!

prle ol Ol il i 50 =)
Ol Sl Ol S

I s i) i e =Y
gy Sy o le oSS ( S 0SS
Ol g5

lacssloy o sls 5 5005 05,5 =1
Ol Ol (5l i Sl —4 50
psle ol Ol bl liioes 55 0 —F

Ol Sl o S

2
A bl S A Bl e ol

S5t Bl 05,8 35 (o) et
DA ARCA VARG

E-mail: parmorad@gmail.com

PRV

))l: 4?-0[.«?- vﬂ.b);@ ;5)]9‘/.; )J\: g_ﬁf.ﬁ.d dﬁ}b))l:j )J\J
cole L G b A N i s Ll ol C)a.'e Sl
UY.JAJL: )l;gfjﬁ .LJ‘)JLSA) 'LJJ§L5° )\J._LJ.:!
S5T:01 BT G5 Lls b sSUT w0 sl 2l STy
oj; 93 Joo¥ Jl BE) ) ol sl JG.JJAHLA-B a}\j.sl:'-

o3l 5l slasls 51 S (Abacavir Sulfate) Sl sw o 5ISLI

oS Sk S 5 5k Sl laediS s

Obeys g S <ol Reverse Transcriptase Inhibitor, NRTI)

(Nucleoside

(Highly Active Anti- Vi <l U Jluss,, sl
S84 Sos slas,ls L S 5 s Retroviral Therapy, HAART)

DALY ) oylass VY 0,50 NPV 00,9,8 4 o7 (Kbip pale olCiils o Sigy odSCily aloeo


www.SID.ir

ov ol slasslass 3Spe cudo HIV SloLas o HLA-B*57:01 T L5l

res Aad S Gsie Slawiie Glp oensh (Gl Ohles
el en ol by e (555,0 WLls 1y L
el Sl Sl HIV Ohlay Comas 53 3550 0pl 53 slasllas
DTS5 6l Oy bl s 53 aninl 3l ol 48,55
S & ekiSerle Ol 5l asS L |, HLA-B*S7:01
S O () aetelel Slisbo (18, lagsslo o5l
5 Sl ol 55 e el Slalen o sslin S e 4 bl
e adlae @L; 1 Ol sl 5l e Ol e
Sls esg ek ok T (65 mada) Comdy sdina0lis Lilg e

Olpl 53 HIV/AIDS o5 5> 3 5Sa Jsiie Jsie Oliaasis S s

5,8 S5 sl 5 4

IR P

5! s (Cross-sectional)  laie g ol & adlas ol s
Olwslos 5ol lagslen oyslin 55 50 4 odiSanl o Oleg
Spod e bl AT UL s 0L () eseld
23 lai e o Shse sk 8 WYY Sl cddaisle
oty Olegy Ol ks sl anrl e Gelul s 5 o2
Al e 315 & gz HIV Olley 5 ote HIV Ol 51 Olejon
o 03,5 53 ol 516 A3 3 5 285 Oy Lok )
andllas 4 5555 Dlne plal Gl i pd adlae 5yl a3
35 Western Blot 5 ELISA 23T Jawe 5 ot uub HIV & pie
238 T 8 el e e s

s Ohben G gd s Sl sdolRTl Oliles glaesls
SPSS Jljdle s 53 e 5 S skd b G ) sl
&y sots 5o HLA-B*57:01 2l SRR I STIA | QW P
A3 S Bl Laesls oL 55 5 (6ol ST

Typing of the Ol sie = 45 B57 I £5 e plil Azl B
Polymerase %5, | eslizal b 355 o odl HLA-BS7 alleles
4> Chain Reaction- Sequence Specific Primers (PCR-SSP)
o Rash opl e el @ ULl ) Sl S
—CS h el Sl e UL (S ke oSS GO suneS

S LYY ST wbeuls, Liass cAb ol s oBws

Tehran Univ Med J (TUMJ) 2014 April;72(1):52-8

http://tumj.tums.ac.ir

Aol P s gas S 1y Bl cpl a1 Jite iasn
Cowla 2l LLS I Jlal Oldlas -yl sl Sl iy aane
0315 QLIS 4l oS 3 03 S - Jas |, HLA o3l il L sSL
e glasls 3 Cpnlom Rl5l 2STy slas, Slsl b oS us
035 el 508 el 315 53 STy Sl ahar Sl il o sline
b 5 3shiie sdalie (IS5 al s 53 el mesm SO
ol G & Lldd arlil 50 (o K5 sdaze sl ,iS1y
ST 5l ik 5 Lol Ole leddcns LUl 5 Lol [aSy
Ml sl als HLA

o e ssbar (M Cands and 5 S o ol
Syhe s Gaae Jlise Caslis sjlse Sy JalS
3 S sae bl G Sl odate ga)ls) s
Wl o iz o gSLT 3550 53 sl

Sie sbles amelr 3l glesls S HIV Cb sl
3 «owwl (Infectious Diseases Society of America, IDSA) & JJ
Bl OISTL 350 adsl slacadl o LIS, s 4 Yovd Jlo
o5 ot el HLABESTOL sl 0ga51" il o35
5013 Rl bl s Cte K54S Shle 55,8 plnil s
o Ollogs 45 &S o a5 osdleas LS 13 Olss o
5L LS B Gy 2550 LT L ol (01531 LS Al 4,
OLS o e S35 Sl 8 a8 e sl Jb e s
el ol O sl 31 it ol il oS,
b Sl w G BT b sl s g eeae
Vi sd alyl Ohlew 4 aues oal 53 oY Sl 5

53 ekd sl bl & (g3l 3 S pmes nl Culg
4 5d g oslal W5 5L O bt Sl slen b S 2
G oY Sl oS b 0sd gy LTS il Jsine
Sl slaailis 5 e Bl 5l G3s S gaile 5 el o3l la
U S s Sl

5 odd s p Saie HIV Ollew Ole 5 sadal PT Sl
U om0 50 jae 3l Sl pl &S ol ol osls OLES
g BB Ol @ ars Lol paze Sos glacamex 55 7))
HLA sl S5y 5l &5 cilises slacamax 5o W opl Sl

53 HLA-B*S7:01 U1 Jlslp 5 gilsmedsl 51 aBT ol


www.SID.ir

OoLKas 5 Slllue ala 4pune o¥

Sise gt B S e Jlpss oSl Ol S Loy LS
Jsles 5 ol el HbSA e (5550550 b S B s
53 2y pasie LOT S35 m Cands o 35 bl 5N
s HOV 16 (ol sl 0l e L &S C cilos isie ol
Canss 45 3 lear SV IENY Jslan 5 VL Sl 3 o
g edd pslae DLl 53 € ls K555

HLA- Sl VYY 51,8 o g gams > HLA-B¥ST01 Il 3
Aol 5y IX/F L aiged 55 Slsl s oS dmils oo B5T:01
S Coie HIV Olley 55 HLA-B*S7:01 sl 740 olwebl
B /o0 5IVYT dd aplos (189A) 50 =Slol Wald 5550,
(0 JK8) 5 peiza VT

s lis s HLA-B*ST:01 05y 5 L Oblay awlis

slael aile oJl 555551 Oloys Gl a Ml (e (i 4o

sbael dibu oJlpag 55,5 50 Bloyd Gl 4 Ml (o cCapmi Al Y J >

HLA-B*57:01 O3 5 b Ol,les 53 »sSUT 3L 5 ailu

P HLA-B*57:01 HLA-B*57:01
[
/44 Y (Y/V) V) (AV/T) 5,
V(YY) YA (AA/+) s3]
SRR ST
SN Y (V/%) $Y (AN/F) &
Y (Y/%) oV (4%/7) e
B ooila S5 ke 4 3k
.44 .(./.) \'(\../.) «d;.
Y (Y/V) Ve (AV/Y) B
C cals ipie 4
Yo (v /) YA (Yov/e) s
Y (f/¥) 7V (A0/Y) =
IS Sl il
v /49 .(./.) \‘(\../.) «d;.
Y (Y/0) VYV (AV/0) B

ple s 53 &S AS USE e S It S O e
2GS Olal K8 ma Shashy ol 2 CSLE 4 Sols,
Gely slie plas O Kiass ols Aalp ) Lol Ol dul b

5,5 e 1y Sodn 21 s

Laadl

ol 5l aS L 3l e HIV Hles VYY sl candllas o0l s

(00 /+) & #Y 5 odd 5l e )1y (JOV/E) L& Y sluws
55 Ohlew sl Sliaseie dzils H13 Jlss 5, 51 Oleys co
s Ol 1y Ohlew S /80 s ol sl alyl ) Jpd
Sy dle gg o Ao 3 dle g Ohlew (pm 0 508 5 Lsls o
SUIRIYA oS diils o oSUT sl s il Ol 5 L8 53 g

Ollem sl OB Y

(A y3) 3ldws

VY (04/A) s

£4(F+/Y) 3
T/ EANVE = (Jl) oy
SY (0V/%) SRS
B cuila Coske 4 Dl

Y (V/5) &

v (O/A) el
C cila igis 4 Nl

YA (F4/Y) ok

£ () el
SN (0/4) a5 5,550 Olays
slael ailu

¥V (FA/Q) e

Q) pobeel
Y (/%) 2aSLT Sl il

3}.3XY oslazal 55 40 bl ;)}»j

Sl il 5 Sk ¥

OALOF 1) oyl V¥ 0,00 NPV 500,008 o5 loed S pale olCitilly o Ly 0aCiils alo


www.SID.ir

00 oty slasslaws S pe cuto HIV GloLass 5o HLA-B*S7:01 T L5l

HLA-B*58

HLA-B*57

HLA-B*57

e e ey e ey

HLA-B*57:01

HLA-B*57:01

—HLA olo Jlsl s B*57:01 b ks e GLHLA L. iyl
03,51V Jlaged 53 (Kdd nd 0l eslitul oS haw g S ol
RGP

Cute Oblew SIS 53 s B*57:05 5 B*57:02 sls M
SIS 35 8 iy Ll Sote BST 5 51 Ole 5l L& 53 sy
$obslas BL3| 5l 4 Sl 5 HLA-B58 Ole sy B35S U
() JS2) (P=+/29) 1z sdalie

Tehran Univ Med J (TUMJ) 2014 April;72(1):52-8

http://tumj.tums.ac.ir

HLA-B*58

HLA-B*57:02

HLA-B*58

HLA-B*57:05

HLA-B*58

e JTL O le 55 PCR-SSP a1\ K

53 HLA-B*ST:01 05y 5 b Oblew L3 sSUT 2dlys aile
BT 035 Lls 5 Olslan om0l ol 0 03,51 ¥ I
L T 05 s Lls 5 5l e el Ole o3l sy (DL
5 HLA-B*57:01 1 035 Lyls Ol ((P= +/810) C2106 5025
P= /84 i ja) il sy bLi 5 C LB il 400
dzdls LT Cal,s aile Olyles 31 4 53 sldas ((P=+/Y+0)

5335 ot HLA-B*ST:01 ki ) Syzen oS


www.SID.ir

Haji-Abdolbaghi M. et al. o#

10-14

T Sl 5 a8 das e 0lzd ol adllas Tl 5ol S ]
wlie Olie ol ool 2Y/0 Sl Cusex 55> HLA-B*57:01
T [ RGO I P S YGRS
5 sk bl S aes s el &S 3,5 g bl
el 508 Ll TN a5 2V Sl Gl 3 S

Sl 5 bl Glacama 51005l s JT Sl e ey
bsim 25 sn G 5mws sdae Scplaaz 5 Ly ol 508 50
Lo s bl LOT ile o 5 Gl (s b, 528 ol &
Sl a3 258 Suse Glal Comer 3 T 508 S5
ol andllas ol Gl 4 sl e o 4S5 5 0L b
sep S Camd a1 S50 Gl edd aule Olabl dlols
Sltarar Ladalin Jlol 3 culds 5550 53 Cunbad L 015 o0
s b ol adlas (s Ll e ses BLBE S
Sl 3l IS Glosl HL s sl (Sl sl oty s
s o st HIV 4 M ) Cuxax 53 HLA-B*57:01
S5 650 e Sllas 5L ol aalllas s Al sy
30558 53 301 S e ki ) (6,54 5e0 L OISl a3 4 550
(e adles 4 ol S5 s e B8 K s L
Ay ez 5338 3 ekisl T onsss 51 5383 5050

o Gk b s wbill Jeolbs dle ol Kl
<ot HIV Oy 5> HLA-B¥57:01 T ol 3 oy )" Olse
Obeslon o, Glaglen opslin S0 4 ediSan|
Slen s $155 ghie 5o "ITAY Jl s esteld
CAb IS 5 Y00 wbOLL I 5 ITAY L s s S 5 s
Ol 31 Sligios S 50 Colem L 45 Al e 41— ) -00-1VF'YF]
035 5 Saetell Olesley )8, slagilen opslis S
Sledst 5 Sag psle ol e S 5 St slasslen

el 0 Ll Ol lays sl

References

1. Foster R.H , Faulds D, Abacavir. Drugs 1998;55(5):729-36;
discussion 737-8.

2. Hetherington S, McGuirk S, Powell G, Cutrell A, Naderer O,
Spreen B, et al. Hypersensitivity reactions during therapy with the

N aalllas 53 ok s sla T L i1l 5
q.
A
-
= R
Y
a0
A
i
Ve
Y.
s
\ Y v ¥ ]
Series 1 \/$ /A /A ¥/ iY/g

addllas 3 addpmns s BT b lgl 51 ls gd

Slys 5> &S ol Jlnss s Sl slasls SIS slSU

Sl ol Sl el p S s 308 HIVE o e
HLA- cba HLA 3 ol Pl el ol 13
23t Wl el a8 Sllaw sl o antlis Las e B*57:01
s Wil e PT Ohbey & omd 55V Sy Jloz L
Bl5 o ol il (ST s Gl il STy
AEb il o o b Dles S e s ey LS 5 JLSU
e wwe) 03 b paatie ple 5 Jade et OSSR
53 edaal P Sl 51 ST e 5lse 2esl HIV
oS ey opl o3 Alsn Bl azils aBT Y Comex
O il B L, Sl lld e s £BT
Olew Camex 3 HLA-B*57:01 iyl 3 candllas opl 3 codisl
adlas 55 sdslcansn sde .3 S 550 LY/ (Gl ol ke HIV
AREAR

el 4;'(.:.4)_5[5 aalee BLl ol fl}u\ Soladlze j-LL‘" ML.LA ﬂl}

semer 5 bl sl Sl L Ol s JT Sl

nucleoside reverse transcriptase inhibitor abacavir. Clin Ther
2001;23(10):1603-14.

3. Peyriere H, Guillemin V, Lotthe A, Baillat V, Fabre J, Favier C, et
al. Reasons for early abacavir discontinuation in HIV-infected
patients. Ann Pharmacother 2003;37(10):1392-7.

OALOF 1) oyl V¥ 0,00 NPV 500,008 o5 loed S pale olCitilly o Ly 0aCiils alo


www.SID.ir

av Prevalence of HLA B5701 allele in HIV-infected patients in a Hospital in Tehran

4. Escaut L, Liotier JY, Albengres E, Cheminot N, Vittecoq D.
Abacavir rechallenge has to be avoided in case of hypersensitivity
reaction. AIDS 1999;13(11):1419-20.

5. Mallal S, Nolan D, Witt C, Masel G, Martin AM, Moore C, et al.
Association between presence of HLA-B*5701, HLA-DR7, and
HLA-DQ3 and hypersensitivity to HIV-1 reverse-transcriptase
inhibitor abacavir. Lancet 2002;359(9308):727-32.

6. Hetherington S, Hughes AR, Mosteller M, Shortino D, Baker KL,
Spreen W, et al. Genetic variations in HLA-B region and
hypersensitivity reactions to abacavir. Lancet 2002;359(9312):
1121-2.

7. Peyrieere H, Nicolas J, Siffert M, Demoly P, Hillaire-Buys D,
Reynes J. Hypersensitivity related to abacavir in two members of a
family. Ann Pharmacother 2001;35(10):1291-2.

8. Park BK, Naisbitt DJ, Gordon SF, Kitteringham NR, Pirmohamed
M. Metabolic activation in drug allergies. Toxicology 2001;158(1-
2):11-23.

9. Hughes AR, Mosteller M, Bansal AT, Davies K, Haneline SA, Lai
EH, et al. Association of genetic variations in HLA-B region with
hypersensitivity to abacavir in some, but not all, populations.
Pharmacogenomics 2004;5(2):203-11.

10.Aberg JA, Kaplan JE, Libman H, Emmanuel P, Anderson JR, Stone
VE, et al. Primary care guidelines for the management of persons
infected with human immunodeficiency virus: 2009 update by the
HIV medicine Association of the Infectious Diseases Society of
America. Clin Infect Dis 2009;49(5):651-81.

11.Farjadian S, Naruse T, Kawata H, Ghaderi A, Bahram S, Inoko H.
Molecular analysis of HLA allele frequencies and haplotypes in
Baloch of Iran compared with related populations of Pakistan.
Tissue Antigens 2004;64(5):581-7.

Tehran Univ Med J (TUMJ) 2014 April;72(1):52-8

http.//tumj.tums.ac.ir

12.Gonzalez-Galarza FF, Christmas S, Middleton D, Jones AR. Allele
frequency net: a database and online repository for immune gene
frequencies in worldwide populations. Nucleic Acids Res
2011;39(Database issue):D913-9.

13.Piancatelli D, Canossi A, Aureli A, Oumhani K, Del Beato T, Di
Rocco M, et al. Human leukocyte antigen-A, -B, and -Cw
polymorphism in a Berber population from North Morocco using
sequence-based typing. Tissue Antigens 2004;63(2):158-72.

14.Sanchez-Velasco P, Karadsheh NS, Garcia-Martin A, Ruiz de
Alegria C, Leyva-Cobian F. Molecular analysis of HLA allelic
frequencies and haplotypes in Jordanians and comparison with
other related populations. Hum Immunol 2001;62(9):901-9.

15.Arrizabalaga J, Rodriguez-Alcantara F, Castafier JL, Ocampo A,
Podzamczer D, Pulido F, et al. Prevalence of HLA-B*5701 in HIV-
infected patients in Spain (results of the EPI Study). HIV Clin
Trials 2009;10(1):48-51.

16.Jilich D, Vrana M, Snopkova S, Sedlacek D, Kapla J, Rozsypal H,
et al. Prevalence of human leukocyte antigen HLA-B*57:01 in
HIV-infected subjects in the Czech Republic. Cent Eur J Public
Health 2011;19(3):128-30.

17.0rkin C, Sadiq ST, Rice L, Jackson F; UK EPI team. Prospective
epidemiological study of the prevalence of human leukocyte
antigen (HLA)-B*5701 in HIV-1-infected UK subjects. HIV Med
2010;11(3):187-92.

18.Parczewski M, Leszczyszyn-Pynka M, Wnuk A, Urbafiska A,
Fuksifiska K, Bander D et al. Introduction of pharmacogenetic
screening for the human leucocyte antigen (HLA) B*5701 variant
in Polish HIV-infected patients. HIV Med 2010;11(5):345-8.

19.Watson ME, Patel LG, Ha B, Wannamaker P, Cuffe R, Shaefer M.
A study of HIV provider attitudes toward HLA-B 5701 testing in
the United States. 4IDS Patient Care STDS 2009;23(11):957-63.


www.SID.ir

monthly

I ( ) ] v I | Tehran University Medical Journal, April 2014, Vol. 72, No. 1: 52-58

Original Article

Prevalence of HLA-B*57:01 allele in HIV-infected patients in

Mahboobeh Haji-Abdolbaghi
M.D.'

Mehrnaz Rasoolinejad M.D."
Laden Abbasian M.D."
Aliakbar Amir Zargar Ph.D.>
Hamid Emadi Koochak M.D."
Pardis Moradnejad M.D.! :
Naseh Mohammadi M.D.?
Ali Pashae Zanjani M.D."
Saced Bayanolhagh Ph.D.*
Parisa Sadr Poor M.Sc.*

1- Iranian Research Center for
HIV/AIDS, Iranian Institute for
Reduction of High-Risk Behaviors,
Tehran University of Medical
Sciences, Tehran, Iran.

2- Molecular Immunology Research
Center, Medical School, Tehran
University of Medical Sciences,
Tehran, Iran.

3- Department of Vitreous and
Retina, Vitreoretinal Consultant,
Razi Eye Clinic, Tehran, Iran.

4- Iranian Research Center for
HIV/AIDS, Iranian Institute for
Reduction of High-Risk Behaviors,
Tehran University of Medical
Sciences, Tehran, Iran.

*
Corresponding author: Department of

Infectious Diseases, Imam Khomeini

Hospital, Keshavarz Blvd., Tehran, Iran.

Tel: +98-21-61192811

E-mail: parmorad@gmail.com

a university hospital in Tehran

Abstract Received: 30 Nov. 2013 Accepted: 01 Feb. 2014 Available online: 01 Mar. 2014

Background: Abacavir is an anti-retroviral medication used to treat HIV infected/AIDS
patients and its efficacy has been proven in randomized clinical trials. The most signifi-
cant adverse reaction associated with abacavir is the acute hypersensitivity phenomenon
which manifests in many forms and in severe cases could result in death. Hypersensitiv-
ity reaction to abacavir has been closely linked to the presence of HLA-B*57:01 allele.
Avoidance of abacavir initiation in allele-positive patients is the most effective strategy
in preventing possible severe hypersensitivity reactions. Previous epidemiologic studies
have made great strides toward delineating HLA-B*57:01 allele frequency in different
regions of the World and the available results indicate significant discrepancy between
geographical regions. Despite these efforts, no study to date has determined the allele
frequency among Iranian HIV-positive patients. The aim of the present study was to de-
termine the proportion of allele-positive patients among a group of Iranian HIV-
infected patients.

Methods: Between September 2012 and February 2013, 122 HIV-positive patients
were selected among patients referred to Imam Khomeini Hospital’s Consultation cen-
ter for high risk behaviors using the convenience sampling method. Sampling scheme
was designed in a manner to include equal number of infected patients with and without
clinical Acquired Immunodeficiency Syndrome (AIDS). Patient data was collected us-
ing available records and a blood sample for DNA analysis was also obtained. Presence
of HLA-B*57:01 allele was determined using the Polymerase Chain Reaction- Se-
quence Specific Method (PCR-SSP).

Results: Seventy three patients (59.8%) were male. Co-infection with hepatitis B and C
was observed in 1.7% and 40.7% of the patients, respectively. History of addiction and
anti-retroviral therapy was positive in 50.0% and 60.7% of the patients, respectively.
Overall, three patients were allele-positive which corresponds to a frequency of 2.46%
(95% CI: 0.005-7.30). No association between presence of allele and investigated vari-
ables were identified.

Conclusion: Frequency of HLA-B*57:01 allele among a group of Iranian HIV-infected
patients is estimated to be 2.5%. This rate is comparable to those reported in other Mid-
dle-Eastern countries, yet is relatively lower than reports generated from South-Eastern
Asia, Europe, and the United States. Future studies with larger sample sizes are needed
to corroborate these findings.

Keywords: abacavir, acquired immunodeficiency syndrome, HIV, HLA-B*57:01 anti-
gen, hypersensitivity.
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