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environmental contributors is also unclear(3). Evidence
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DNA product was verified by electrophoresis in a 2%

agarose gel containing ethidium bromide and was visualized

under UV light. Locus- and allele-specific amplification of

genomic DNA was performed for DRB1. Amplification and

Hybridization was performed using a panel of sequence-

specific oligonucleotide probes (SSOP) using HLA-DRB1

amplification and hybridization kits (SSO HLA type DRB1

plus and Mastermix for HLA type DRB1 Amp plus kits -

Innogenetics-Belgium) using automated method by AutoLipa

– 48 Innogenetics-Belgum. The results were interpreted using

LiRas version-5.0 software- Innogenetics-Belgium.
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sample using a DNA-based methodology PCR-SSOP method.

Table -1- summarizes the results of the HLA-DRB1 allele

frequencies obtained in AA patients and controls. There was

an increased frequency of HLA-DRB1*11:01:01 in patients

with AA compared with healthy controls (p P< 0.026, odd

ratio=3.285, 95% CI: 1.151 – 9.378).  The other allele

HLADRB1* 16:01:01 was also increased in AA patients and

not detected in control group. The other DRB1 allele groups

that have been tested (*03,*014) failed to achieve statistical

significance.

AA is a T cell mediated autoimmune response leads to

abnormal keratinization and hair breakage within the

follicles (16). The precise etiology of AA is unknown but its

association with HLA especially HLA-DRB1 has been

described in many studies (17). Our study showed that AA had

a significant association with HLA*11:01:01 in Iraqi Arab

Muslims patients. Our study was in agreement with Colombe

et al. (18) who reported that HLADRB1*11:04 is more

frequent with early onset and sever patchy AA. Entez et al
(19) reported that HLA-DRB1*03 was confer a protective

effect and the DRB1*04 allele group was confirmed as a risk

factor for the development of AA with the allele DRB1*0401

accounting for the greatest proportion of the effect in a

Belgian-German population. This indicates that genetic

effects of the HLA system are strongest in familial cases of

AA. Other studies demonstrated the relation with HLA-A1,

HLA-B62, HLA-DQ1, and HLADQ3 (20). Studies were done in

Polish and Turkish AA patients were also showed the

protective effect of DRB1*03 (21,22). Other studies were done

in UK, North American White and Danish reported the risk

conferring role of DRB1*04 in AA (23,24). There are several

studies have focused on the association of HLA and AA; some

of them correlating prognosis, protective effect, predisposing

effect, extent, chance of recurrence and family history with

HLA typing (25). These studies report that HLADQB1*03 allele

was presented in 80% of all patients with AA, independently

of the phenotype, and in 92% of individuals with total or

universal AA (26). As mentioned above, there are several

studies conducted  in patients with AA, which showed a

predisposition to develop AA in cases with HLA-DRB1*03,

HLA-DRB1*04, HLA-DQB1*06, HLADRB1*13, HLADRw52a,

DQ7, HLADQB1*03, HLA-DRB1*11(27).

The differences in the results of many studies done among

populations racially and ethnically distinct. The Brazilian

population is genetically very different from Caucasians,

Africans and Native Americans (28). This fact may explain the

differences found in the studies. A comparison of several

studies with our study using samples of diverse ethnic

backgrounds reveals differences in the important allele as

well as varying allele frequencies between populations. In

addition to that, this study was conducted with a small

sample. Moreover, it was difficult to collect some relatives of

the patients, especially the second degree, which refused to

participate in the study. These two factors were found

limitations in this study.

Since no specific gene variant has yet been identified as a

cause of AA despite positive associations in each study, there
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