
 
AIM: In recent era diabetes became most prevalent metabolic condition worldwide. Objectives of this study was determined the impact of different other risk factors on liver 
disease and associated diabetes with physical activities, awareness, medications, various symptoms among diabetics patients. METHODS: It is a cross sectional 
observational study that was attempted to find out for the treatment of diabetes and to determine the impact of different other risk factors associated with diabetes. In this 
study, purposive sampling technique was followed and sample size was 115. Then data were entered into computer and results were calculated with the help of Microsoft 
Excel. RESULTS: In this investigation, we found that a total of 115 patients among them 71.03% were female and 60.95% were male. In the study, 78.94% university male 
and illiterate (82.35%) female were suffering from diabetics. Male patients (61.53%) and 52.3% female received irregular treatment. Among all diabetic patients 63.46% 
male and 36.53% female were stressful condition in their life time. All patients demonstrate significant several symptoms including weakness, vomiting, frequent urination, 
loss of appetite, weight loss, head spinning, nausea, headache, micturition, thirst, skin disease, non-respondents etc due to longer time use of medications. Significant 
percentage of diabetic’s patients unaware regards physical activities. Among them patient exposure to various conditions like as 11.55% blood transfusion, 8.04% injecting 
drug use, 46.23% dental treatment, 24.62% surgery, 2.51% jaundice, 31.15% none. Diabetic patients take different group of medicines like as oral: 44.66% male and 
55.335% female; insulin: 39.13% male and 60.86% female; combination: 45.45% male and 54.54% female respectively. Patients performing some exercise to reduce 
glucose level in body to control diabetic. Genetically diabetes increased globally. CONCLUSION: In this investigation, demonstrate that patients have no concern regard 
treatment management, medication and future diseases related to diabetic. Further studies are required to improve awareness, treatment management of diabetic diseases 
among all population to reduce diabetic patients and other related diseases in future. 

 
 THEORETICAL BACKGROUND 

The liver is the vital organ to maintain normal blood glucose concentra�on in postprandial as well as the fas�ng states. Glycogenolysis and hepa� c glucose produc�on 
enhances due to Loss of insulin effect on the liver. Deformity of triglyceride storage as well as lipolysis in insulin-sensi�ve �ssue such as the liver are an early manifesta�on 
of condi�ons characterized by insulin resistance and are detectable earlier than fas�ng hyperglycemia. The precise Metabolic factors, environmental, gene�c, and sequence 
of events that lead to the underlying insulin resistance, however, is not fully understood.[1] Previous animal models demonstraed, chronic hyperinsulinemia to predispose 
the liver to rela�ve resistance to insulin. This is dis�nguishing by a failure of insulin to signal an increase in insulin receptor substrate-2. Lipogenesis also enhances due to 
upregula�on of sterol regulatory element-binding protein 1c (SREBP-1c).[2] In spite of  up-regula�on of SREBP-1c and subsequent simula�on of de novo lipogenesis in the 
liver leads to increased intracellular availability of triglycerides, promo�ng fa�y liver and downregula�on of the insulin  receptor substrate-2–mediated insulin signaling 
pathway in insulin-resistant states.This also increases VLDL assembly and secre�on.[1] Accordingly, hyperinsulinemia might directly lead to hepa�c insulin resistance with 
associated fa�y changes.The excess in free fa�y acids found in the insulin -resistant state is known to be directly toxic to hepatocytes. Puta�ve mechanisms include toxin 
forma�on, cell membrane disrup�on at high concentra�on, Mitochondrial dysfunc�on, ac�va�on and inhibi�on of key steps in the regula�on of metabolism.[3] A ddi�onal 
poten�al explana�ons for elevated transaminases in Insulin-resistant states include peroxisomal beta-oxida�on, recruited inflammatory cells and oxidant stress from 
reac�ve lipid peroxida�on. An increase in proinflammatory cytokines such as tumor necrosis factor- α (TNF- α), which may also contribute to hepatocellular injury by insulin-
resistant state. In preliminary inves�ga�ons, an increased frequency of specific TNF-α–promoter polymorphism was found in nonalcoholic steatohepa��s (NASH) pa�ents, 
sugges�ng a possible gene�c link or predisposi�on to fa�y liver found in insulin -resistant states.[4] The above theories all a�ribute elevated transamini�s to direct 
hepatocyte injury. It is also hypothesized that eleva�on in ALT, a gluconeogenic enzyme whose gene transcrip�on is suppressed by insulin, could indicate an impairment in 
insulin signaling rather than purely hepatocyte injury.[5] CLD is very prevalent in the general U.S. popula�on and includes 2% of adult Americans (5.3 million) infected with 
hepa��s B or C1and an es�mated 31% or more with non-alcoholic fa�y liver disease (NAFLD)[6,7].The popula�on of Americans with CLD con�nues to expand because of the 
epidemics of obesity and diabetes. In some subpopula�ons such as the morbidly obese, the prevalence of NAFLD is as high as 88% [8]. The associa�on of NAFLD with 
concurrent diabetes increases general mortality [9]. Liver cirrhosis from alcohol abuse is another important cause of CLD [10,11]. Gene�c condi�ons such as 
hemochromatosis (HC), cys�c fibrosis, and sclerosing cholangi�s are less frequent causes of CLD. Their prevalence is popula�on based; for HC, the homozygous state 
prevalence is 0.6–1% in whites [12]. Individuals with HC have an odds ra�o for diabetes as high as 5.4 compared to control subjects [13] Assessing glucose control using A1C 
or fructosamine (FA) tes�ng in CLD has significant limita�ons. These limita�ons must be clearly understood to avoid misinterpreta�on of the results. Ordering these tests 
should some�mes be avoided altogether in pa�ents with a high likelihood of falsely low results. Rela�onship between CLD an d DiabetesThe presence of CLD is associated 
with significant impairment in glucose homeostasis. Glucose intolerance is seen in up to 80% of pa�ents with CLD, and frank diabetes is present in 30–60% [14,15]. 
Depending on its e�ology, CLD has a significant impact on hepa�c glucose metabolism. One of the common causes of CLD is chronic hepa��s C. Chronic hepa��s C is 
accompanied by insulin resistance, which causes impaired glucose tolerance. Mul�ple mechanisms have been implicated, including fat accumula�on in hepatocytes, 
increased insulin resistance secondary to increased tumor necrosis factor (TNF)-α, and direct or autoimmune damage to β-cells by the virus [16].In a previous study of 229 
Japanese pa�ents with hepa��s C (27.6% of whom had cirrhosis and 8.9% had chronic ac�ve hepa��s), 17.5% had diabetes co mpared to 5.3% in the control popula�on. 
Their average BMI was normal at 22.4 kg/m2, and only 10% of the pa�ents had a family history of diabetes compared to 40% of control pa�ents with diabetes [17]. 
Different hepa��s C virus (HCV) genotypes seem to have different poten�al for interfering with glucose metabolism. In vitr o studies reveal that genotype 1 and 3 HCV 
interfere with insulin signaling [18]. Clinically, in nonobese, nondiabe�c adults infected with genotype 1 or 2 HCV, insulin resistance correlated significantly with the viral 
load and was independent of pa�ents’ visceral adipose �ssue area as measured by abdominal computed tomography scan [19]. 
In pa�ents with genotype 1 HCV, sustained responders to interferon-ribavirin therapy showed  
a significant decrease in insulin resistance compared to the baseline insulin resistance index. Also, the incidence of overt diabetes was reported to be lower in cured pa�ents 
than in nonresponders to an�viral therapy [20,21]. 
However, other studies did not find similar beneficial effects of long-term viral clearance [22].  
The presence of diabetes is accompanied by poor response to an�viral medica�ons; in a recent study, only 23% of pa�ents with both of hepa��s C and diabetes achieved 
sustained viral response to pegylated interferon and ribavirin combina�on therapy compared to 46% of pa�ents with hepa��s  C but no diabetes. Pa�ents with concurrent 
diabetes also reported more side effects to therapy. In contrast, no clear rela�onship between insulin resistance or diabetes and infec�on was seen with hepa��s B virus 
infec�on [23,24,25,26] 
 

  Distribu�on of diabetes according to Sex   Distribu�on of diabetes according to level of educa�on   Distribu�on of diabetes according to regularity of treatment 

  Distribu�on of diabetes according to types of lifestyle   Distribu�on of diabetes according to pa�ent symptoms   Distribu�on of diabetes according to physical ac�vi�es 

  Distribu�on of diabetes according to pa�ent exposure to various condi�ons   Distribu�on of diabetes according to pa�ent exposure to medica�on prescribed   Distribu�on of diabetes according to number of pa�ents with rela�ves with 
diabetes 

  Distribu�on of diabetes according to number of pa�ents doing exercise 

 DISCUSSIONS 
 In this inves�ga�on demonstrated that several parameters can fully and 

party influences condi�ons of diabetes.  
 Pa�ents could not concentrated their health condi�ons, exercise , 

treatment, symptoms related with other diseases etc.  
 Due to lack of sufficient knowledge diabetes increasing significantly 

associated with other diseases.  

 Conclusion 
 In this investigation, we concluded that diabetic patients suffer several complications during whole 

life.  
 Most of the patients in Bangladesh are not regard diabetic treatment managements, related other 

diseases like as liver function abnormalities, kidney diseases, neurological diseases, eye diseases 
etc.  

 We need to enhance publicities related diabetic treatment management, awareness and other 
related diseases associated with diabetics like as kidney diseases, liver diseases, neuro-pathetic 
disorder etc. 

 REFERENCES  

1. Lewis GF, Carpen�er A, Khosrow A, Giacca A. 2002. Disordered fat storage and mobiliza�on in the pathogenesis of insulin resistance and type 2 diabetes. Endocr Rev 23:201–229. 
2. Shimomura I, Matsuda M, Hammer RE, Bashmakov Y, Brown MS, Goldstein JL. 2000. Decreased IRS-2 and increased SREBP-1c lead to mixed insulin resistance and sensi�vity in livers of 

lipodystrophic and ab/ab mice. Mol Cell 6:77–86. 
3. Neuschwander-Tetri BA, Caldwell S2003. Nonalcoholic steatohepa��s summary of AASLD single topic conference. Hepatology 37:1202–1219. 
4. Grove J, Daly AK, Bassendine MF, Day CP 1997. Associa�on of a tumor necrosis factor promoter polymorphism with suscep�bility to alcoholic steatohepa��s. Hepatology 26:143–146. 
5. O’Brien RM, Granner DK 1991. Regula�on of gene expression by insulin. Biochem J278:609–619. 
6. Ins�tute of Medcine: Hepa��s and liver cancer: a na�onal strategy for preven�on and control of hepa��s B and C [consen sus report]. Available online from 

www.iom.edu/Reports/2010/Hepa��s-and-Liver-Cancer-A-Na�onal-Strategy-for-Preven�on-and-Control-of-Hepa��s-B-and-C.aspx. Accessed 3 May 2010 
7. Browning JD, Szczepaniak LS, Dobbins R, Nuremberg P, Horton JD, Cohen JC, Grundy SM, Hobbs HH 2004. Prevalence of hepa�c steatosis in an urban popula�on in the United States: 

impact of ethnicity. Hepatology40:1387–1395. 
8. Angulo P 2007 GI epidemiology: nonalco-holic fa�y liver disease. Aliment Pharmacol Ther25:883–889. 
9. Adams LA, Harmsen S, St Sauver JL, Charatcharoenwi�haya P, Enders FB, Therneau T,  
10. Angulo P 2010. Nonalcoholic fa�y liver disease increases risk of death among pa�ents with diabetes: a community-based cohort study. Am J Gastroenterol 105:1567–1573 . 
11. Hasin DS, S�nson FS, Ogburn E, Grant BF: Prevalence, correlates, disability, and comorbidity of DSM-IV alcohol abuse and dependence in the United States 2007 results from the Na�onal 

Epidemiologic Survey on Alcohol and Related Condi�ons. Arch Gen Psychiatry64:830–842. 
12. Na�onal Ins�tute of Alcohol Abuse and Alcoholism: Age-specific and age-adjusted death rates for cirrhosis with and without men�on of alcohol, United States, 1970–2005. Available 

online from h�p://www.niaaa.nih.gov/Resources/DatabaseResources/QuickFacts/Liver/cirmrt3b.htm. Accessed 12 May 2010 
13. Edwards CQ, Griffen LM, Goldgar D, Drummond C, Skolnick MH, Kushner JP 1988. Prevalence of hemochromatosis among 11,065 presumably healthy blood donors. N Engl J 

Med318:1355–1362. 
14. Crooks CJ, West J, Solaymani-Dodaran M, Card TR 2009. The epidemiology of haemo-chromatosis: a popula�on-based study. Aliment Pharmacol Ther29:183–192. 
15. Petrides AS1994. Liver disease and diabetes mellitus. Diabetes Rev2:1–18. 
16. García-Compean D, Jaquez-Quintana JO, Maldonado-Garza H 2009. Hepatogenous dia-betes: current views of an ancient problem. Ann Hepatol8:13–20. 
17. Antonelli A, Ferri C, Ferrari SM, Colaci M, Sansonno D, Fallahi P 2009. Endocrine manifesta�ons of hepa��s C virus infec�on. Nat Clin Pract Endocrinol Metab 5:26–34. 
18. Kuriyama S, MiwaY, Fukushima H, Nakamura H, Toda K, Shiraki M, Nagaki M, Yamamoto M, Tomita E, Moriwaki H 2007. Prevalence of diabetes and incidence of angiopathy in pa�ents 

with chronic viral liver disease. J Clin Biochem Nutr 40:116–122. 
19. Banerjee S, Saito K, Ait-Goughoulte M, Meyer K, Ray RB, Ray R 2008. Hepa��s C virus core protein upregulates serine phosphoryla�on of insulin receptor substrate-1 and impairs the 

downstream akt/protein kinase B signaling pathway for insulin resistance. J Virol 82:2606–2612. 
20. Yoneda M, Saito S, Ikeda T, Fujita K, Mawatari H, Kirikoshi H, Inamori M, Nozaki Y, Akiyama T, Takahashi H, Abe Y, Kubota K, Iwasaki T, Terauchi Y, Togo S, Nakajima A 2007. Hepa��s C 

virus directly associates with insulin resistance independent of the visceral fat area in nonobese and nondiabe�c pa�ents. J Viral Hepat14:600–607. 
21. Romero-Gómez M, Del Mar Viloria M, Andrade RJ, Salmerón J, Diago M, Fernández-Rodríguez CM, Corpas R, Cruz M, Grande L, Vázquez L, Muñoz-De-Rueda P, López-Serrano P, Gila A, 

Gu�érrez ML, Pérez C, Ruiz-Extremera A, Suárez E, Cas�llo J. 2005. Insulin resistance impairs sustained response rate to peginterferon plus ribavirin in chronic hepa��s C pa�ents. 
Gastroenterology 128:636–641. 

22. Simó R, Lecube A, Genescà J, Esteban JI, Hernández C. 2006. Sustained virological response correlates with reduc�on in the incidence of glucose abnormali�es in pa�ents with chronic 
hepa��s C virus infec�on. Diabetes Care 29:2462–2466. 

23. Giordanino C, Bugianesi E, Smedile A, Ciancio A, Abate ML, Olivero A, Pellicano R, Cassader M, Gambino R, Bo S, Ciccone G, Rizze�o M, Saracco G. 2008. Incidence of type 2 diabetes 
mellitus and glucose abnormali�es in pa�ents with chronic hepa��s C infec�on by response to treatment: results of a coho rt study. Am J Gastroenterol 103:2481–2487. 

24. Elgouhari HM, Zein CO, Hanouneh I, Feldstein AE, Zein NN. 2009. Diabetes mellitus is associated with impaired response to antiviral therapy in chronic hepa��s C infec�on. Dig Dis Sci 
54:2699–2705. 

25. Kumar M, Choudhury A, Manglik N, Hissar S, Rastogi A, Sakhuja P, Sarin SK. 2009. Insulin resistance in chronic hepa��s B virus infec�on. Am J Gastroenterol104:76–82. 
26. Wang CC, Hsu CS, Liu CJ, Kao JH, Chen DS. 2008. Associa�on of chronic hepa��s B virus infec�on with insulin resistance and hepa�c steatosis. J Gastroenterol Hepatol23:779–782. 

  
 

Biography 

Md Reyad-ul-Ferdous is currently pursuing higher educa�on from Northwest A&F University at Department of Microbiology, College of Life Science, China. He has 
completed his M. Pharm from North South University at Department of Pharmaceu�cal Sciences, Bangladesh and B. Pharm from State University of Bangladesh at 

Department of Pharmacy. He was enrolled as a Lecturer at the Department of Pharmacy, Proga� Medical Ins�tute, Bangladesh. He has wri�en a book en�tled: “Basic 
Knowledge of Pharmacy” with own patents. He has published more than 65 papers in reputed journals and has been serving as an Editorial Board Member of repute. 

 

 Md. Reyad-ul-Ferdous1,2,3,4*, Mohsina Muk�2, A. H. M. Mahmudur Rahman2, Lu�ul Haque Saran2, Md. Mamun- ur Rashid2, Siddiq ur Rahman4   

1Proga� Medical Ins�tute, Bangladesh, 2North South University, Bangladesh, 3State University of Bangladesh, Bangladesh, 4Northwest A&F University, China. 

 

 RESULTS AND DISCUSSIONS 

 

VARIOUS POTENTIAL DISEASE CONDITIONS ASSOCIATED WITH MEDICATION AND 

VARIOUS SYMPTOMS RELATED WITH DIABETIC  PATIENTS IN BANGLADESH.                        
 

 3rd Euro-Global Experts Meeting on Medical Case Reports, June 30-July 02, 2016 Valencia, Spain. 
 


