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                                                               ABSTRACT                                                       

 

Name                       : Ragheb Hussein AL Khalaf   
 

Title of thesis           : Screening for Azoospermia Factor C  (AZFc) Partial Deletion in 
                                    Egyptian Males with Spermatogenic Impairment. 
 
Degree                       : M.Sc thesis , Faculty of science, Cairo University, 2009 
 

 
This work has been carried out to investigated the partial deletions of the AZFc region (e.g. gr/gr, 
b2/b3 and b1/b3) resulting from homologous recombination between amplicons within the AZFc 
region, removing smaller numbers of genes compared to complete AZFc deletions. The exact effects 
of these partial AZFc deletions on spermatogenesis are still controversial. Some studies reported a 
significant association between partial AZFc deletions and spermatogenic failure  but others did not. 
Aim of the work: To screen for partial AZFc deletions in Egyptian infertile population and to 
define if partial AZFc deletions are a risk factor for spermatogenic failure. Patients: 120 
azoospermic patients, 50 normozoospermic, 30 fertile males were screened for partial AZFc 
deletions. Methods: A combined method based on STS+/- for the whole AZF region (sY86, sY84, 
sY127, 134, 142, 254, 255), followed by markers for the AZFc to detect partial deletions (sY1258, 
sY1161, sY1197, sY1191, sY1291, sY1206). Results: The frequency of gr/gr deletions in 
azoospermic patients was significantly higher than in normospermic different from the 
normospermic and infertile/ fertile controls (6.6%, 2%, zero); b2/b3  (1.6%, 2%, zero); b1/b3 (1.6 
%, zero, zero); b2/b4 (1.6%, zero, zero). No deletion of any marker were detected in the fertile 
samples.Conclusion: Partial AZFc deletions are present in the selected Egyptian population. The 
b2/b3 deletion is found in Egyptians more than b1/b3. This study provides strong evidence that 
gr/gr, and b2/b3 deletions are risk factor for impaired spermatogenesis and infertility rather than 
spermatogenic failure. 
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