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Introduction 

Diabetes is a chronic global health problem; about 246 

million peoples worldwide are currently estimated to have 

diabetes, a global prevalence of 5.9% (IDF, 2006). 

The diabetes is expected to cause 3.8 million deaths among 

adults 20 years of age and older, approximately 6% of total 

world mortality. Over two third of these death occur in 

developing countries (IDF, 2006). 

 Type 2 diabetes is the most common form of diabetes and 

accounts for 85%-95% of all diabetes in developed countries 

and higher proportion in developing countries (Essue et al., 

2007). 

 Infection is an important cause of morbidity and mortality 

in diabetic patient. Infection is responsible for 6.0% of diabetic 

deaths; chronic hyperglycemia impairs host defense mechanism, 

such as polymorphonuclear leucocytes (PMNL) function 

including chemotaxis, adherence and phagocytosis 

(Bhattacharya et al., 2007). 
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Several studies work upon the intestinal microflora and 

their capacity to interact with the immune system of the host 

showing the following results. The intestinal microflora keep 

normal physiological and immunological intestinal barrier by 

secretion of antimicrobial substances, stimulation of expression 

of protective molecules including Toll Like Receptors family 

(TLRs) that signal the presence of specific microorganism to the 

host to initiate specific intracellular immune response (Corthésy 

et al., 2007).  

Lactobacillus acidophilus increase the phagocytic capacity 

of  murine peritoneal macrophages in addition ,it was 

demonstrated  that L-acidophilus La1 increase the phagocytic 

capacity of  leucocytes (mononuclear and polymorphonuclear) 

isolated from the blood of humans who had consumed 

probiotics, a further study showed that a milk product 

containing L-rhamnosus GG up-regulate the expression of 

important phagocytosis receptors (Delecenserie et al., 2008). 

Lactobacillus increases the cytotoxic activity of natural 

killer cells (Corthésy et al., 2007).  

Furthermore, it seems that the positive effects of probiotics 

on phagocytosis and NK cell function may be greater in immune 
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deficient elderly persons. Thus consumption of probiotics may 

favour innate immune defences in immune deficient individuals 

(Delecenserie et al., 2008). 

Lactobacilli keep Th1\Th2 balance via stimulation of T 

regulatory cell (Yeun et al., 2007). 


