
AL-AZHAR ASSIUT MEDICAL JOURNAL AAMJ ,VOL 13 , NO 4 , OCTOPER 2015 SUPPL-1 

 

93 | P a g e  

 

“PREVALENCE OF HELICOBACTER PYLORI INFECTION IN PATIENTS 

WITH TYPE 2 DIABETES MELLITUS” 
Mohammed Nabil Rafat  *, Haitham A. Azeem *Ahmed Antably* and Mohamed T. Al-Sayed** 
Internal Medicine * and Clinical Pathology Departments**, Faculty of Medicine ( Cairo & Assuit) - 

Al-Azhar University 

 ـــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــ

ABSTRACT 

  Background: H. pylori is a gram-negative, non-invasive, non-spore-forming, spiral-shaped 

bacterium that is responsible for one of the most prevalent chronic infections worldwide. It has 

established to be one of the main risk factors for developing peptic ulcer. It is also associated with 

chronic active gastritis, gastric adenocarcinoma, and type B low-grade mucosa-associated lymphoma. 

T2DM is demonstrated mainly by decreased ability of insulin to act effectively on peripheral target 

tissues resulting in reduced glucose utilization. Although it is a controversial subject, some recent 

studies showed the role of H. pylori in non-gastric pathologies such as coronary artery disease, insulin 

resistance, DM and some autoimmune diseases. Objective was to evaluate the prevalence of H. pylori 

infection in T2DM patients and also to find if there exists any significant correlation between H. pylori 

infection and T2DM.  Patients and methods: Fresh stool, urine and blood samples were obtained from 

25 healthy individuals (11 males, 14 females matched for age and sex (mean age 46.7 ± 5.3). and 100 

patients with diabetes mellitus type 2 (45 males and 55 females. The duration of diabetes was between 

4-20 years with a mean value ± SD of (11.5 ± 3.6), their ages ranged between 43 – 56 years with a 

mean value ± SD of (49.3 ± 4.14). for the determination of the presence of stool antigen of H.Pylori 

infection and levels of FBS, 2hr. PPBG, HbA1C, CBC, total cholesterol, LDL-C, HDL-C triglycerides, 

ALT, serum albumin and Urine examination for micro albuminuria for diagnosis of nephropathy, 

(expressed as microalbumin/creatinine as Alb/Cr ratio in untimed random sample correlate well with 

24h excretion) . Results:  Our study showed higher frequency of H. pylori infection in diabetic patients 

(P <0.001), diabetic patients with proteinuria had higher frequency of H. pylori infection.  Also, H. 

Pylori positive patients had significantly higher HbA1c, FBG and 2H PPBG (P <0.001). Also, 

significantly higher Cholesterol, triglycerides, LDL and micro albuminuria was observed in H. pylori 

positive cases than H. pylori negatives. Conclusion: higher frequency of H. pylori infection in diabetic 

patients may indicate a potential association between H. pylori infection and T2DM. So, if a causal 

link is confirmed in the future, this may have a major impact on the pathophysiology and management 

of T2DM. Recommendation: Our study recommends that eradication of H. pylori infection in patients 

with T2DM may be important for proper glycemic control or even reducing serious complications.  
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INTRODUCTION 

 Pathogenesis of T2DM is complex, with risk factors associated with lifestyle (e.g., diet, obesity, 

and physical activity), genetic background, and socioeconomic factors (1) In T2 DM, the pancreas can 

no longer produce enough insulin to overcome the cellular loss of sensitivity, resulting in the 

accumulation of sugar in the bloodstream (2).  

 Identification of treatable causes of this disease will aid in the development of strategies to delay 

or prevent its onset or slow its progression. Earlier published reports suggest a significant relationship 

between H. pylori and T2DM, indicating that, prevalence of the infection in the diabetic population is 

significantly higher (3).  

         Last evidence implicates the pathological involvement of inflammation in T2DM, which is an 

important process induced by H. pylori infection (4).  

This study was done to evaluate the prevalence of H. pylori infection in T2DM patients and also to 

find if there exists any significant correlation between H. pylori infection and T2DM.   

SUBJECTS AND METHODS 

       This study was carried out in the department of internal medicine, Faculty of Medicine, Al-Azhar 

University (Assuit) Hospitals, in the period between Jan.2015 to June.2015.  

        The study was conducted on 125(56 male and 69 female) subjects. They were divided into 2 main 

groups:  

      Group I (case group): It included 100 patients with type 2 diabetic, 45 males and 55 females. The 

duration of diabetes was between 4-20 years with a mean value ± SD of (11.5 ± 3.6), their ages ranged 

between (43 – 56 years) with a mean value ± SD of (49.3 ± 4.14).  
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      Group II (control group): It includes 25 healthy subjects, 11 males, 14 females matched for age 

and sex as diabetic group (mean age 46.7 ± 5.3).  

       Patients were randomly selected from those attending the diabetes outpatient clinic of Al-Azhar 

University Hospitals after being informed on the purpose and procedures of the study, all subjects 

signed an informed consent.  

     The study includes any patient with T2DM, according to the physician diagnosis and the following 

criteria for diagnosing diabetes in the clinical setting defined by the American Diabetes Association 

2015 (5): Fasting glucose equal to or greater than 126 mg/dL (7.0 mmol/L) or Glucose concentration 2 

h after the administration of 75 g oral glucose load equal to or greater than 200 mg/dL (11.1 mmol/L). 

Random glucose equal to or greater than 200 mg/dL or Hemoglobin A1-C equal to or greater than 

6.5%.  

  Any patients with the following criteria were excluded: Patients with diarrheal disease, patients who 

had upper GI endoscopic confirmation of peptic ulcer and long term treatment of non-steroidal anti-

inflammatory drugs,, patients who had history of long term use of chemotherapy for GI diseases 

especially H2 receptors blockers and proton pump inhibitors in the last 3 months, patients with GI 

malignancies and GI bleeding disorders,  patients with past history of H. pylori infection or on drug 

regimen for H. pylori infection, patients with type 1 DM.  

 Both groups were subjected to the following:  
    (1) Medical history stressing on: age, sex, history suggesting chronic diseases & drug intake also 

family history of DM and chronic liver, renal or cardiovascular diseases.  

   (2) Anthropometric measurements: Body weight in Kg and height in meters. 

BMI = BW in kg ÷ BH in m
2

.  

(3)Thorough general clinical examination: including different body systems. 

(4) Laboratory work-up: FBG and 2 hours PPBG, HbAlc, Fresh stool antigen test, for evidence of 

active H. pylori infection, CBC, Total cholesterol, HDL-C, LDL & triglycerides.  

Liver functions: ALT and Serum Albumin 

Kidney function test: S. Creatinine. 

Urine examination for microalbuminuria: for diagnosis of nephropathy", (expressed as 

microalbumin/creatinine as Alb/Cr ration in untimed random sample correlate well with 24h 

excretion). 

(5) The obtained results were statistically analyzed.  

Specimen collection 

Laboratory procedures: 

(1) Helicobacter pylori stool antigen detection:  
      Method: This enzyme immunoassay employs a mixture of monoclonal  anti- H. pylori antibodies 

as capture antibody and a mixture of peroxidase conjugated monoclonal anti-H. pylori antibodies as 

detection antibody Based on the intensity of color developed, results are reported as H. pylori antigen 

detected, not detected or indeterminate.   Performance characteristics have not been established for 

watery diarrheal stools or for asymptomatic individuals.  

      Interpretive Information: A positive result (antigen detected) is indicative of H. pylori presence. 

A negative result (antigen not detected) indicates absence of H. pylori or an antigenic level below the 

assay limit of detection. The test has a sensitivity and specificity of 96% for detecting H. pylori 

infection. False-negative results may be obtained on specimens from patients who have ingested 

selected medications (antimicrobials, proton pump inhibitors, bismuth preparations) within the 2 weeks 

prior to specimen collection. If clinically indicated, the test may be repeated on a new specimen 

obtained 2 weeks after stopping treatment with these medications. Positive results are not affected by 

medication. A positive result ≥ 7 days after starting therapy is indicative of ineffective treatment or 

recurrence. Testing for eradication should be performed ≥ 4 weeks post therapy; a negative result at 

this time indicates eradication of the infection. Intermediate results require retesting with a new 

specimen. 

 (2). Total cholesterol and high-density lipoprotein cholesterol: They were detected using Stan bio 

cholesterol liquicolor procedure No. 1010 for the quantitative –enzymatic-colorimetric determination 

of total and HDL cholesterol in serum or plasma.  

(3). Triglyceride: was determined using stanbio liquicolor Triglyceride procedure No. 2100 for the 

quantitative-enzymatic-colorimetric determination of Triglycerides in serum or plasma.  
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(4). Renal function tests, e.g. serum creatinine that assessed by Using Hitachi, 911 automatic analyzer. 

Specimen was serum and EDTA or lithium heparinized plasma that stable in serum for 7 days when 

stored at (2 - 25) C, the reference normal result range is (0.2 - 1.2 mg/dl).  

(5).  FBG: by a glucose oxidase method, specimen was serum and EDTA or heparinized plasma, to 

minimize loss of glucose through glycolysis serum should be removed from red cell as soon as 

possible, specimen that cannot be rapidly separated should be collected into tubes contain fluoride or 

mannose. Glucose in stabilized hemolysate and plasma is stable for (7) days when stored at 2 - 8
օ
 C 

and for (2) days when stored at (15 - 25) C the reference normal result range is (60 -110).  

  (6) Liver functions tests, e.g. ALT. specimen was serum and EDTA or heparinized plasma, stable in 

serum for 7 days when stored at 2 - 8
օ
 C and for 4 days when stored at (15-25) C, hemolysed samples 

should be avoided, the reference normal result range for ALT ≤ 50 U/L, It was evaluated by 

colorimetric method Using Hitachi, 911 automatic analyzer.  

   (7) Glucose values: were interpreted on the basis of the criteria recommended by the American 

Diabetes Association, 2015(8): FPG<100 mg/dL = normal fasting glucose; FPG 100–125 

mg/dL=impaired fasting glucose;FPG≥126 =provisional diagnosis of diabetes; 2-h post-load glucose 

<140 mg/dL =normal glucose tolerance; 2-h post-load glucose 140–199 mg/dL =IGT; 2-h post-load 

glucose ≥200 mg/dL=provisional diagnosis of diabetes. 

      All biochemistry testes are done in the morning after an overnight fast (12hours), venous blood 

was sampled.  

 Statistical analysis:                                                         

Categorical variables were described by number and percent (N, %), where continuous variables 

described by mean and standard deviation (Mean, SD). Chi-square test used to compare between 

categorical variables where compare between continuous variables by t-test. Continuous variables were 

tested for normal distribution using Kolmogorov Smirnov test and Q-Q Plots. A two-tail P < 0.05 was 

considered statistically significant. All analyses were performed with the SPSS 20.0 software.  

RESULTS 

       The present study is a case control that included 125 individuals (100 patients and 25 controls; 56 

males and 69 females with mean age (51.56±4.84 age /years). The results showed that the differences 

between cases and control groups as regard H.Pylori stool antigen (54% vs. 28% respectively (Table 1 

& Fig.1), proteinuric diabetic cases have higher frequency of H. pylori infection (92.6%) vs. 7.4% in 

those without proteinuria (Table 2 & Fig.2). 

      The comparison between stool antigen positive and negative cases as regard age (53.6±3.5 vs. 

50.1±1.4 years respectively), as regard sex (46.3 vs. 43.5 male respectively), mean value of BMI (35.5 

±1.5 vs. 30.9 ±1.5 kg/m2 respectively) and as regard disease duration (14.9 ± 3.9 vs. 7.7 ± 2.4 years 

respectively). 

      The comparison between stool antigen positive and negative cases as regard other laboratory 

studies show that positive cases had higher levels of cholesterol (303.7 ±29.8 mg/dl), higher 

triglyceride level    (181.4 ±15.2mg/dl) in addition to higher urinary albumin creatinine ratio (ACR) 

(39.5±19.7mg/g) .Table (3). 

      The H.pylori positive cases had had higher HbA1c (10.1 ±1.2 gm./dl) (Tab.4& Fig.3) , F.P.G 

(228±27.9 mg/dl) ,(Table 4& Fig,4) and 2hr.P.P.B.G, (Table 4 & Fig,5) (370.5±50 mg/dl) when 

compared with H. pylori negative cases (7.9 ±0.7gm/dl), (203.4±22 mg/dl) & (296.7±40.8mg/dl) 

respectively. 

On the other hand no statistical significant difference between the case group (either positive or 

negative for H.Pylori stool antigen) as regard HB levels (14.2±0.7gm/dl vs. 13.9±0.9 gm./dl), platelets 

counts  (241.3 ± 47.1/m
3 

vs. 249.7± 45.3/m
3)

, serum creatinine  (1.1±0.4 vs. 0.9± 0.65 mg/dl), serum 

albumin (4.1±0.5 g/dl. Vs. 4.2±0.5 g/dl.), ALT level (29.5 ±5.5 mg/dl vs. 29.3±6.4 mg/dl), HDL level 

(55.4 ± 33.2 mg/dl. vs. 46 ± 18.8 mg/dl), and lastly LDL level (146.4 ± 22.6 mg/dl. Vs. 134.2± 16.8 

mg/dl) respectively. 

Table 1: Comparison between cases and control as regards H. Pylori  stool Ag . 

H.Pylori Ag in 

stool 

Cases Control Chi-square test 

No. % No. % X2 P. value 

Positive 54 54.0 7 28.0 
5.4 0.020* 

Negative 46 46.0 18 72.0 
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* Significant difference (p<0.05) 

It shows higher frequency of H. pylori infection in diabetic patients when compared 

with controls. 

 
Fig1: Comparison between cases and control as regards H. Pylori Ag in stool 

Significant higher frequency of H. pylori infection in diabetic patients than controls. 

          p- value < 0.05.  t- value = 5.4. 

Table 2: Comparison between H. pylori positive and negative as regard laboratory investigations. 

 

Cases Student t-test 

H. pylori +ve (n=54) H. pylori -ve (n=46) t P. value 

Hb 14.2+0.7 12.6+0.8 11.07 <0.001** 

PLT 241.3+47.1 249.7+45.3 -0.90 0.370
ns

 

WBCs 6.9+1.5 6.8+1.4 0.19 0.845
ns

 

Urine ACR 39.5+19.7 20.3+14.7 5.44 <0.001** 

S. Creatinine 1.1+0.4 0.9+0.3 2.51 0.014* 

S. Albumin 4.1+0.5 4.2+0.5 -1.15 0.253
ns

 

ALT 29.5+5.5 29.3+6.4 0.11 0.908
ns

 

Cholesterol 303.7+29.8 236.1+16.5 14.31 <0.001** 

TG 181.4+15.2 158.7+13.6 7.78 <0.001** 

HDL 70.6+33.2 46+18.8 4.65 <0.001** 

LDL 146.4+22.6 134.2+16.8 3.02 0.003** 

ns: No significant difference (p>0.05) 

*   No Significant difference (p<0.05), ** Significant difference (p<0.01) 

This table shows significant difference between H. pylori positive and negative cases and as regards 

laboratory investigations including Cholesterol, triglycerides and microalbuminuria. Significantly 

higher Cholesterol, triglycerides and microalbuminuria in H. pylori positive cases than H. pylori 

negatives. 

Table 3: Comparison between complicated and uncomplicated diabetic patients regarding the 

prevalence of H. pylori infection: 

Complication 

Cases Chis-square test 

H. pylori +ve (n=54) H. pylori -ve (n=46) 
X2 P. value 

No. % No. % 

Complicated 50 92.6 36 78.3 

4.24 0.039* Non 

complicated 
4 7.4 10 21.7 

Ns: No significant difference (p<0.05) 
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This table shows that patients with complications had higher frequency of H. pylori infection when 

compared with patients without complications. 

 
Fig 2: Comparison between complicated and uncomplicated diabetic patients regarding the 

prevalence of H. pylori infection. 

Table 4: Comparison between H. pylori positive and negative as regard HbA1c, FBG and 2H 

PPBG. 

 

Cases Student t-test 

H. pylori +ve 

(n=54) 
H. pylori -ve (n=46) t P. value 

Hb A1c 10.1+1.2 7.9+0.7 10.86 <0.001** 

FBG 228+27.9 203.4+22 4.82 <0.001** 

2H PPBG 370.5+50 296.7+40.8 8.12 <0.001** 

ns: No significant difference (p>0.05) 

** Significant difference (p<0.01) 

This table shows significant difference between H. pylori positive and negative patients where those 

with H. pylori positive had significantly higher HbA1c, FBG and 2H PPBG, but No significant 

difference between H. pylori positive and negative control as regard HbA1c, FBG and 2H PPBG. 

 
Fig 3: Comparison between H. pylori positive and negative as regard HbA1c in cases group. 

 Significant higher HbA1c is detected in H. pylori positive cases than negatives. 

 p- value < 0.001.        t- value = 10.86. 
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Fig 4: Comparison between H. pylori positive and negative as regard FBG  in cases group. 

 Significant higher FBG  is detected in H. pylori positive cases than negatives  . 

 p- value < 0.001.        t- value = 4.82. 

 

Fig 5: Comparison between H. pylori positive and negative as regard 2H PPBG in cases group. 

 Significant higher 2H PPBG  is detected in H. pylori positive cases than negatives  . 

 p- value < 0.001.        t- value = 8.12. 

DISCUSSION 

       Several studies have investigated the prevalence of H Pylori in diabetic patients and a possible role 

of the infection in their metabolic control with discordant results (6) .  

     An increased prevalence of H. pylori infection among diabetic patients was first suggested by many 

reports. One of them, documented a H. pylori prevalence rate of 74.4% in T2DM patients as against 

50% in non-diabetic controls (7). 

      Some studies did not find a higher prevalence of H. pylori in diabetic patients and did not support 

any correlation between metabolic control and infection, while others have demonstrated a high 

prevalence of the infection in diabetic participants and a reduced glycemic control in infected DM 

patients when compared with uninfected diabetic patients. Similar results were obtained by (Berner et 

al., 2007) (8).  

        A large Australian study showed that there was no significant difference in prevalence of H. pylori 

infection in DM versus non-DM patients (9).  

              Sargyn et al., 2003, (10) demonstrated that the eradication rate was 50% in diabetic group 

versus 85% in non diabetic group.  

             Demir et al., 2008, (11) was found  a statistically significant correlation between H. pylori 

infection and presence of neuropathy.  

             Moreover, a link between H. pylori, insulin and fasting serum glucose levels has recently been 

demonstrated  (12).  

           There is evidence that some strains of H. pylori are considered more virulent in particular, Cag-

A-positive strains. They are presumed to have a higher pathogenic effect on gastric mucosa and are 
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related to duodenal ulcer and gastric cancer (13)&(14).  

       More specifically, Cag-A positive strains are associated with the increased production of cytokines 

such as tumor necrosis factor, interleukin-1, -6, and -8 that might alter the control of glycaemia in DM 

patients. Thus, this correlation study is an important step in assessing the risk of the T2DM patients 

with the complications of the H. pylori infection    (15).  

      The present study found that 54 patients (54.0%) had +ve H. pylori infection compared to            7 

control (28.0%) with a statistically significant difference between both groups (p = 0.020). Hence, it 

could be concluded that there is a strong association between H. pylori infection and T2DM, based on 

the chi square statistical test (p < 0.05) in the selected patients.  

       This is in agreement with findings of Bener et al., 2007, (16) and Simon’s et al., 1989, (17) who 

aimed to determine the association between Helicobacter pylori infection and T2DM. They found that 

Helicobacter pylori infection was significantly higher in diabetic patients than non-diabetic subjects . 

         In addition, Hamed etal, 2008, (18)found a higher prevalence of H. pylori infection in Egyptian 

DM patients as compared to healthy controls.  

               Also, Devrajani et al, 2010, (19) found a statistically significant higher frequency of H. 

pylori infection in diabetic patients when compared with controls and concluded that diabetic patients 

are more prone and at risk to acquire H. pylori infection.  

      In our study, comparison between diabetic patients with proteinuria as complication and without 

regarding the prevalence of H. pylori infection had shown that patients with proteinuria had higher 

frequency of H. pylori infection.  

        This is in agreement with Ohnishi et al., 2008, (20) who examined the relationship between 

seropositivity of antibodies to H. pylori and renal arterial stiffness. They found that H. pylori infection 

is associated with renal arterial stiffness in patients with T2DM.  

        This is in harmony with the study of Fernandina et al., 2008, (21) who evaluated the relationship 

between (HbAlc) levels and H. pylori infection in a cohort of patients with T2DM. In this study, in 

spite of the fact that there were no statistically significant differences between patients with +ve and –

ve H. pylori and glycemic control, HbAlc levels were significantly higher in patients with infection.  

        In the present study comparison between patients with H. pylori infection and patients without 

regarding the demographic and clinical characteristics had shown that patients with H. pylori infection 

had significantly longer disease duration and higher BMI values "especially in complicated cases".  

         There was higher prevalence of H. pylori infection in diabetic patients with higher BMI than the 

non-diabetic subjects (23.6% vs 11.8%, p <0.001).  

              Our findings are supported by the study of   Shin et al., 2012, (22) who aimed to evaluate the 

association between metabolic syndrome and H. pylori infection. This study confirmed a strong 

association between H. pylori infection and metabolic syndrome and its components including obesity, 

hypertension and dyslipidemia. Interestingly, this was also true in patients with vascular complications 

but not in patients without reflecting the influence of the association between metabolic syndrome and 

its components and vascular complications in DM patients with H. pylori infection. In the same 

direction, it was hypothesized that both high BMI and the presence of H. pylori infection would have 

synergistic effect, increasing HbAlc even more that the sum of the individual effect of either risk factor 

alone (Blaser et al., 2013) (23).  

      In harmony with our results  a study was done on Chinese population (24), and concluded that 

long-term H. pylori infection is significantly associated with high levels of HbAlc and decreased 

insulin secretion in this Chinese population. 

      So, Proper screening for H. pylori infection combined with regular monitoring of blood glucose and 

HbAlc levels might be effective for the early detection of glucose dysregulation and prevention of 

T2DM. Also, others mentioned that H. pylori may affect the levels of two stomach hormones that help 

to regulate blood glucose and they suggest that eradication of H. pylori using antibiotics could be 

beneficial in decreasing elevated HbA1c (Yu Chen and Martin J., 2012) (25).  

            Although the study outcome shows positive correlation between T2DM and H. pylori 

association but, it is limited by involves a small number of T2DM patient populations. So, for further 

affirmative confirmation of the hypothesis, population size has to be increased with more demographic 

locations.  

The study concluded that 

Higher frequency of H. pylori infection in diabetic patients may indicate a potential association 

between H. pylori infection and T2DM. So, if a causal link is confirmed in the future, this may have a 
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major impact on the pathophysiology and management of T2DM.  

Our study recommends that  

Eradication of H. pylori infection in patients with T2DM may be important for proper glycemic control 

or even reducing   serious complications.  
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الملخص الؼربي 

راسه مذي انتشار الؼذوي بالبكتيريا الحلزونيه لذي المرضي المصابين بالنوع الثاني من الذاء السكري د

** محمذ التونسي السيذ* احمذ ػنتبلي* هيثم ػبذ الؼظيم* محمذ نبيل رافت

** الصْش تاعٕٛؽٔانثاثٕنٕجٛا االكهُٛٛكّٛ تطة ا(*عٕٛؽصْش تانماْشِ  ٔأؽة األ) الغاو انثاؽُّ انعايّ
 ـــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــ

 انًضيٍ، انًعذج انرٓاب خظٕطا انًضيُح يٍ األيشاع انعذٚذ فٙ ذرغثة لذ ٔانرٙ انجشاو عانثح كرشٚاانة يٍ انحهضَٔٛح ذعرثش انثكرشٚا

 انجٓاص أيشاع خالف انًضيُح تاأليشاع انحهضَٔٛح انثكرشٚا عاللح ظٓش حذٚثا ٔلذ .انهًٛفأٚح ٔأٔساو انًعذج انٓؼًٙ انجٓاص ٔلشحح

 انخهم راخ انثاَٙ، ٔاأليشاع انُٕع يٍ انغكشٖ فٙ يشع نألَغٕنٍٛ األَغجح يحتانمهة، ٔيمأ انششٚاٌ انراجٙ أيشاع انٓؼًٙ يثم

 . خالف يحم ْزا انًُاعٙ، ٔإٌ كاٌ انجٓاص فٙ

 انعاللح ٔإٚجاد انغكشٖ، انذاء يٍ انثاَٙ انُٕع تٍٛ يشػٗ انحهضَٔٛح تانثكرشٚا اَرشاس اإلطاتح يذٖ دساعح ْٕ انثحث ْزا يٍ ٔانغشع

. عثك يا إنٗ اعرُادا انثاَٙ انُٕع يٍ انغكشٖ ٚح ٔيشعانحهضٌٔ انثكرٛشٚا تٍٛ

 :يجًٕعرٍٛ إنٗ يمغًٍٛ شخظا (١٢٥) انذساعح ٔشًهد اعٕٛؽ األصْش جايعح - انطة كهٛح يغرشفٗ فٙ أجشٚد  ْزِ انذساعح

 ،ٔٚرهمٌٕ انعالج انثاَٗ انُٕع يٍ انغكش٘ يشػٗ يٍ يشٚغ (١٠٠) شًهد (١ ) انًجًٕعح

 .أطحاء أشخاص٢٥) )شًهد (٢ ) ٔانًجًٕعح 

 :للجميغ االتي ػمل تم و

 .كايم اكهُٛٛكٙ فحض ٔعًم كايال انًشػٙ انراسٚخ يعشفح -

 .انجغى كرهح يؤشش حغاب ٔ ٔانطٕل انٕصٌ لٛاط -

 .انغكش٘ انًٕٓٛجهثٍٛ ٔلٛاط تغاعرٍٛ االكم ٔتعذ طائى تانذو انغكش لٛاط -

 .ثالثٛح ٔكٕنٛغرشٔل ٔدٌْٕ ٔكثذ كهٙ ٔظائف دو طٕسج يٍ انشٔذُٛٛح انفحٕطاخ عًم -

 .االطاتح ٔجٕد عهٗ تانثشاص كذالنح انحهضَٔٛح  انثكرشٚا اخرثاس -

 :البحث ما يلي من واستنتج
 .االطحاء يماسَح تاالشخاص أعهٗ انغكش٘ يشػٗ تٍٛ انحهضَٔٛح تانثكرٛشٚا اإلطاتح َغثح

 يماسَح أعهٗ "انغكشٖ نًشع كًؼاعفاخ" فٗ انثٕل تضالل انًظحٕب انغكش٘ يشػٗ تٍٛ انحهضَٔٛح تانثكرٛشٚا اإلطاتح َغثح

 . فٗ انثٕل انغٛش يظاحثُٛثضالل تاالشخاص

 إنٗ تاإلػافح االعهٗ انجغى كرهح يؤشش رٖٔ ٔاٚؼا انًشػٛح انطٕٚهح انفرشج رٖٔ انًشػٗ فٗ أعهٗ انحهضَٔٛح تانثكرٛشٚا االطاتح َغثح

 .عُا األلذو

 عهثٛح انحاالخ يٍ انذو فٗ انغكش ٔيغرٕٖ انًٕٓٛجهٕتٍٛ انغكشٖ نًغرٕٖ تانُغثح عهٗأ يغرٕٚاخ أظٓشخ انعذٖٔ إٚجاتٛح انحاالخ-

 .انعذٖٔ

 انحاالخ يٍ انكثافح يُخفؼح ٔانذٌْٕ انثالثٛح، انكٕنغرٛشٔل ٔانذٌْٕ نًغرٕٖ تانُغثح أعهٗ يغرٕٚاخ أظٓشخ انعذٖٔ إٚجاتٛح انحاالخ

 .انعذٖٔ ٔعهثٛح انحاالخ إٚجاتٛح تٍٛ ، ٔانكهٗ انكثذ ٔٔظائف تانجُظ، ٚرعهك فًٛا كثٛش فشق ٕٚجذ الٔ انعذٖٔ عهثٛح

 :وقذ اوصت الذراسة بالتالي
 انًشػٗ يٍ كثٛش عذد عهٗ انثاَٗ انُٕع يٍ انغكشٖ انحهضَٔٛح ٔيشع تانثكرٛشٚا اإلطاتح تٍٛ انعاللح حٕل انذساعاخ يٍ تًضٚذ

 .ياتُٛٓ عثثٛح ساتطح ُْان كاَد إرا يا انعاللح ٔذٕػٛح ْزِ نرعضٚض

 يغرٕٖ فٗ انرحكى عهٗ ُٚعكظ ٔانزٖ ٔجذخ، إٌ تانثكرٛشٚا انحهضَٔٛح االطاتح يٍ انثاَٗ انُٕع يٍ انغكشٖ يشػٗ تعالج ٕٚطٗ

  انذو فٙ انغكش

 تًشع اإلطاتح عٕايم يٍ ذعذ أَٓا ثثد نًا تانغكش٘ غٛشانًظاتٍٛ  حرٗ انحهضَٔٛح تانثكرٛشٚا انًظاتثٍ األشخاص تعالج ٕٚطٗ

 .انغكشٖ

 

 

 

 

 

 

 


