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ABSTRACT 

Oxidative stress may play a crucial role in the pathogenesis of Type 2 Diabetes Mellitus (T2DM) and its complications, 
due to increased production of free radicals and impaired antioxidant defenses. Increased level of blood cholesterol may 
be attributed to the insulin resistance in T2DM. This is a case control study conducted in Riyadh region of Saudi Arabia 
among T2DM patients to investigate the biochemical parameters of oxidative stress, glycemic and lipid profile. This study 
was conducted among 107 T2DM patients having significant symptoms of hyperglycemia and were compared with 78 
control subjects. Glycemic parameters of Fasting Plasma Glucose (FPG) and Glycohemoglobin (HbA1C) were found to be 
significantly higher (p<0.05) in patients. Significantly higher activity (p<0.05) of Catalase (CAT), Glutathione Peroxidase 
(GPx) and significantly higher level (p<0.05) of Malondialdehyde (MDA) representing higher lipid peroxidation were 
found in patients. Significantly decreased level of Reduced Glutathione (GSH) was found in patients (p<0.05). Significant 
positive correlation (p<0.05) of FPG with CAT, GPx and MDA; significant negative correlation (p<0.05) between FPG and 
GSH; significant positive correlation (p<0.05) of HbA1C with CAT, GPx and MDA; significant negative correlation 
(p<0.05) between HbA1C and GSH were found among patients. In conclusion, this study reports the alterations in 
activities of antioxidant enzymes leading to oxidative stress condition associated with hyperlipidemia and hyperglycemia 
among T2DM patients. 
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INTRODUCTION 
Type 2 Diabetes Mellitus (T2DM) is a progressive metabolic disorder that begins with peripheral insulin 
resistance and ends with failure of pancreatic beta-cells resulting in high level of blood sugar. In most 
cases, peripheral insulin resistance, defined as the attenuated response to insulin infat tissue, liver, and 
skeletal muscle, appears long before the development of hyperglycemia [1]. Imbalance between oxidants 
and reductants within the body due to the excess production of peroxides and free radicals is defined as 
oxidative stress. This imbalance will cause decrease in total antioxidant capacity, damage to cellular 
components and tissues in the body [2]. Many earlier studies depicted that the oxidative stress plays a 
key mediatory role in the development and progression of T2DM and its complications, due to increased 
production of free radicals and impaired antioxidant defenses [3]. Oxidative stress plays a pivotal role in 
cellular injury from hyperglycemia. High glucose level can stimulate free radical production [4]. 
Free radicals which are formed during the glucose autoxidation process cause oxidative damage of lipids, 
proteins, and nucleic acids and other types of biological damage [5,6]. Lipid peroxidation of low density 
lipoprotein (LDL) by a superoxide-dependent pathway resulting in the generation of free radicals is found 
to be associated with Hyperglycaemia [7,8]. Beta-cell failure in the developing stage of type 2 diabetes are 
considered to be attributed with glucotoxicity and lipotoxicity [9].  
Beta-cells express low levels of anti-oxidative enzyme including CAT and GPx, which make them 
particularly susceptible to oxidativestress [10].It has been reported that diabetic patients have significant 
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defects of antioxidant protections and generation of reactive oxygen species which may play an important 
role in the etiology of diabetic complications [11]. Decrease of Superoxide Dismutase (SOD), CAT, 
peroxidase, ceruloplasmin (Cp) and GPx activities as well as a decrease inthe Reduced Glutathione (GSH) 
level and an increase in the concentration of glutathione disulfide (GSSG) were observed in erythrocytes 
of diabetic patients and in tissues from diabetic animals [12]. 
In Diabetes Mellitus, the disorders of carbohydrates, lipids and proteins metabolism play predominant 
role in diabetic complications. Hypercholesterolemia and hypertriglyceridemia are mostly observed and 
related largely to the degree of diabetic control [13]. Serum HDL reported to be low in diabetic patients of 
both types of Diabetes Mellitus [14]. Hyperglycemia may alter lipoproteins to a form that promotes 
atherogenesis. Serum LDL levels are frequently altered in diabetic patients [15]. 
There are very few studies reported from Saudi Arabia to explore oxidative stress among T2DM patients. 
The aim of the present study is to investigate the activities of certain antioxidant enzymes and antioxidant 
to explore the oxidative stress condition among adult patients of T2DM in Riyadh, Saudi Arabia. This 
study also investigates the glycemic and lipid profile and its association with oxidative stress parameters.  
 
MATERIALS AND METHODS 
Study design and subjects:  
This is a case control study conducted in Riyadh region of Saudi Arabia in year 2016 to 2018 among both 
males and females T2DM patients to investigate the biochemical parameters of oxidative stress, glycemic 
and lipid profile among them. This study was conducted among 107 T2DM patients who were compared 
with 78 control subjects who were medically fit, never suffered from T2DMand of same socio economic 
status. Study subjects voluntarily participated in this study and their informed written consent was 
obtained. The survey was conducted by asking the questions to volunteers directly face to face through a 
well-designed structured questionnaire. This study was approved by ethical committee, Institutional 
Review Board (IRB) of College of Medicine, Al Imam Mohammad Ibn Saud Islamic University.  
Questionnaire: 
A well-designed structured questionnaire was used for getting information from both patients and 
control subjects related to general information of age, socio demographic characteristics, education, 
smoking habits, height, weight, BMI etc. and clinical symptoms of T2DM. 
Blood sample collection: 
Approximately 5.0 ml venous blood was collected in the heparinised glass vials as coded samples from 
both the control and T2DM patients. 2.0 ml. of blood samples were used for the glycemic and lipid 
investigation in Medical Centre laboratory of Al Imam Mohammad Ibn Saud Islamic University. Remaining 
3.0 ml. of blood samples for the assay of oxidative stress parameters were transported in ice-cold 
condition immediately after the collection to the laboratory of Human and Biomedical Research Centre, 
College of Medicine, Al Imam Mohammad Ibn Saud Islamic University. The assay of the biochemical 
parameters for oxidative stress were carried out within 24 hours of blood collection. 
Biochemical kits: 
Biochemicals assay kits for CAT, GPx, GSH and lipid peroxidation were purchased from Biovision, USA.GSH, 
5,5′-dithio-bis- (2-nitro benzoic acid) (DTNB), ThiobarbituricAcid (TBA), Tris [tris(hydroxy methyl) 
aminomethane], Hydrogen Peroxide (H2O2) (30%), Tris-HCl, Ethanol were  purchased from Sigma 
Chemical Co., St. Louis, MO, USA.All these assay kits and chemicals used were of the highest purity received 
from commercial sources. 
Estimation of oxidative stress parameters: 
Some of blood samples for oxidative parameters of CAT, GPx, GSH and lipid peroxidation were assayed by 
the protocols as mentioned in biochemical kits of Biovision, USA. Whereas some of the blood samples for 
oxidative parameters were estimated manually by the standard protocols as mentioned. Hemoglobin 
(Hb) content in the hemolysate was measured by the method of Drabkin and Austin, 1932 [16]. CAT 
activity in the hemolysate was determined by the method of Sinha, 1972 [17] using H2O2 as substrate and 
expressed as μmol H2O2 decomposed/min/g Hb. The activity of GPx in the hemolysate was assayed using 
H2O2 as substrate in the presence of GSH by the method of Rotruck et al., 1973 [18] and expressed as mol 
GSH oxidized/min/gHb. The extent of lipid peroxidation in whole blood was assayed by measuring the 
formation of Malondialdehyde (MDA) by the method of Stocks and Dormandy, 1971 [19] and expressed 
as nmol MDA formed per ml of blood. Reduced GSH was estimated in whole blood by Kuo et al., 1983 and 
expressed as μmol/ml blood [20].  
Estimation of glycemic and lipid profile: 
Glycemic parameters in blood samples for Fasting Plasma Glucose (FPG) [mmol/L] and Glycohemoglobin 
(HbA1C) [%]; lipid parameters in blood samples for triglyceride [mmol/L], Low Density Lipid 
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(LDL)[mmol/L], High Density Lipid (HDL) [mmol/L], total cholesterol [mmol/L]were estimated through 
fully automated biochemical analyzer machine as per standard protocols.   
Statistical Analysis: 
Descriptive statistics have been generated to compare the parameters obtained T2DM patients and 
control subjects. Frequencies and percentages have been shown for all the categorical parameters. 
Students’ t test was applied for comparison of the means and standard deviations of the continuous data 
outcomes (age, height, weight, BMI, oxidative stress parameters, glycemic and lipid profile). Chi-square 
test has been incorporated for the comparison of the categorical data outcomes (T2DM symptoms). The 
calculations of odds ratio (OR) with 95% confidence interval (CI) were done for T2DM symptoms. The 
criterion for significance was set at p<0.05. All the statistical analysis has been performed using an online 
MedCalc Software, 2018, Belgium. 
 
RESULTS 
1. Personal and demographic characteristics of study subjects: 
Table 1 represents the personal and demographic characteristics of T2DM patients and control subjects. 
Among 107 patients, 47.66% were males and 52.34% were females whereas all 78controls subjects were 
males(100%). Among patients, 81.31% were Saudi nationals and 18.69% were non Saudi, whereas 
69.23% control subjects were Saudi nationals and 30.77% were non Saudi. 19.63% of patients were 
smokers and 80.37% were non-smokers, whereas 37.18% of control subjects were smokers and 62.82% 
were non-smokers. Only 4.67% patients developed type 1 diabetes mellitus and rest of the patients 
95.33% were suffering from T2DM, whereas all control subjects were not having any type of diabetes 
(0%). 
2. Physical characteristics of study subjects: 
Table 2 exhibits the physical characteristics of T2DM patients and control subjects. Mean age of patients 
was significantly more than control subjects (p<0.01). Mean height of patients was significantly less than 
control subjects (p<0.05). Mean weight of patients was significantly more than control subjects (p<0.01). 
Mean BMI of patients was significantly more than control subjects (p<0.01). 
3. Self-reported symptoms of T2DM among study subjects: 
Table 3representsself-reported symptoms of T2DM among patients and control subjects. Control subjects 
have not reported for any symptom of T2DM (0%). Among patients with T2DM symptoms, 54.21% 
reported thirst (OR- 185.54), 68.22% reported dryness (OR- 334.47), 43.93% reported loss of appetite 
(OR-123.26), 12.15% reported nausea and vomiting (OR- 22.42), 15.89% reported abdominal pain (OR-
30.35), 73.83% reported polyurea (OR- 437.94), 57.94% reported nocturia (OR-215.65), 17.76% 
reported morning headache (OR-34.59). 
4. Glycemic and lipid profile among study subjects: 
Table 4 exhibits the investigated values of glycemic and lipid profile in blood ofpatients of T2DM and 
control subjects. Glycemic parameters of FPG and HbA1C were found to be significantly higher (p<0.05) 
in patients as compared to control subjects. Lipid parameters of triglyceride, LDL, HDL and total blood 
cholesterol were found to be significantly higher (p<0.05) in patients as compared to control subjects. 
5. Oxidative stress parameters among study subjects: 
Table 5 shows the estimated values of oxidative stress parameters viz. CAT, GPx, GSH and MDA for extent 
of lipid peroxidation among patients of T2DM and control subjects.  
Activity of Catalase: Activity of blood CAT enzyme (x104μmol H2O2 decomposed/min/g Hb) was found to 
be significantly higher (p<0.05) in patients as compared to control subjects. 
Activity of Glutathione Peroxidase: Activity of blood GPx enzyme (mol GSH oxidized/min/g Hb) was 
found to be significantly higher (p<0.05) in patients as compared to control subjects. 
Reduced Glutathione level: Blood GSH level (mol/ml blood) was found to be significantly decreased 
(p<0.05) in patients as compared to control subjects. 
Malondialdehyde level: Blood MDA (nmol/ml blood) level as an end product of lipid peroxidation was 
found to be significantly more (p<0.05) in patients as compared to control subjects. 
6. Correlation of oxidative stress parameters with glycemic parameters among T2DM patients: 
Table 6 represents correlation between different oxidative stress parameters and glycemic parameters 
for both FPG and HbA1C among T2DM patients. There was significant positive correlation of FPG with 
CAT, GPx and MDA (p<0.01) and there was significant negative correlation between FPG and GSH 
(p<0.01). There was also significant positive correlation of HbA1C with CAT, GPx and MDA (p<0.01) and 
there was significant negative correlation between HbA1C and GSH (p<0.01). 
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Table 1. Personal and demographic characteristics of study subjects: 

Variables Control 
n(%) 

(N = 78) 

Diabetic patients 
n (%) 

(N = 107) 
Gender                       Male 78 (100) 51 (47.66) 

 Female 0 (0) 56 (52.34) 
Nationality 

Saudi 
Non Saudi 

 
54 (69.23) 
24 (30.77) 

 
87 (81.31) 
20 (18.69) 

Smoking 
Smokers 
Non smokers 

 
29 (37.18) 
49 (62.82) 

 
21 (19.63) 
86 (80.37) 

Diabetic Mellitus 
Type 1 
Type 2 

 
0 (0) 
0 (0)  

 
5 (4.67) 

102 (95.33) 

 
Table 2. Physical characteristics of study subjects: 

 
 
 
 
 
 
 
 

Table 3. Self-reported symptoms of T2DM among study subjects: 
Symptoms Control 

n (%) 
(N = 78) 

No. of patients 
n (%) 

(N = 107) 

Odds Ratio 
(95% CI) 

p value 

Thirst 0 (0) 58 (54.21) 185.54 
(11.21 - 3070.56) 

p<0.01 

Dryness 0 (0) 73 (68.22) 334.47 
(20.13 - 5555.31) 

p<0.01 

Loss of appetite 0 (0) 47 (43.93) 123.26 
(7.44 - 2040.28) 

p<0.01 

Nausea 
vomiting 

0 (0) 13 (12.15) 22.42 
(1.31 - 383.32) 

p<0.01 

Abdominal pain 0 (0) 17 (15.89) 30.35 
(1.79 - 513.10) 

p<0.01 

Polyurea 0 (0) 79 (73.83) 437.94 
(26.27 to 7299.08) 

p<0.01 

Nocturia 0 (0) 62 (57.94) 215.65 
(13.02 - 3570.58) 

p<0.01 

Morning 
headache 

0 (0) 19 (17.76) 34.59 
(2.05 - 582.44) 

p<0.01 

 
Table 4. Clinical investigation of glycemic and lipid profile among study subjects: 

Parameters Control 
Mean ± SD 

(N = 43) 

Diabetic patients 
Mean ± SD 

(N = 87) 

p value 

Fasting Plasma Glucose (FPG) 
[mmol/L] 

5.94 ± 1.35 8.24 ± 5.77  
 

p<0.05 

Glycohemoglobin (HbA1C) [%] 4.82± 1.21 7.57± 4.43 p<0.01 
Triglycerides [mmol/L] 1.28 ± 0.28 2.45± 1.47 p<0.01 

Low Density Lipid 
(LDL)[mmol/L] 

1.31 ± 0.47 3.57± 1.85 
 

p<0.01 

High Density Lipid (HDL) 
[mmol/L] 

1.80± 0.77 1.02 ± 0.94 
 

p<0.01 

Total blood cholesterol 
[mmol/L] 

4.20± 1.95 5.54 ± 2.82 
 

p<0.05 

Variables Control 
Mean ± SD 

(N = 78) 

Diabetic patients 
Mean ± SD 
(N = 107) 

p value 

Age (years) 49.23 ± 7.37 58.72 ± 8.93 p<0.01 
Height (cm.) 167.53 ± 3.72 159.33 ± 9.77 p<0.01 
Weight (Kg.) 62.31 ± 7.52 84.28 ± 12.38 p<0.01 
BMI (Kg/m2) 23.76 ± 4.29 34.84 ± 5.42 p<0.01 
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Table 5. Parameters for oxidative stress among study subjects: 

Parameters Control 
Mean ± SD 

(N = 43) 

Diabetic patients 
Mean ± SD 

(N = 87) 

p value 

Reduced Glutathione (GSH) 
[ mol/ml blood] 

22.73 ± 3.48 
 

19.87 ± 1.27 
 

p<0.01 

Malondialdehyde(MDA) 
[nmol/ml blood] 

11.58 ± 2.73 15.47± 2.21 p<0.01 

Catalase (CAT)[x104μmol 
H2O2 decomposed/min/g Hb] 

35.87 ± 4.52 41.77 ± 2.37 
 

p<0.01 

Glutathione peroxidase (GPx) 
[mol GSH oxidized/min/g 

Hb] 

122.88 ± 2.43 142.82 ± 3.81 p<0.01 

 
Table 6: Correlation of parameters for oxidative stress with glycemic  parameters among T2DM 

patients 
Parameters Correlation coefficients 

 FPG HbA1C 

 
CAT 

r value 0.89 0.78 
p value p < 0.01 p < 0.01 

GPx r value 0.92 0.75 

p value p < 0.01 p < 0.01 

 
GSH 

 

r value -0.91 -0.87 
p value p < 0.01 p < 0.01 

 
MDA 

r value 0.88 0.82 
p value p < 0.01 p < 0.01 

 
DISCUSSION 
Oxidative stress acts as mediator of insulin resistance and its progression to glucose intolerance and 
installation of diabetes mellitus [21]. Oxidative stress in diabetes mellitus causes several adverse effects 
on the cellular physiology. This is particularly relevant and dangerous for the Islet of Langerhans 
containing beta cells, which is among those tissues that have the lowest levels of intrinsic antioxidant 
defenses [22]. Multiple biochemical pathways and mechanisms of action have been implicated in the 
deleterious effects of chronic hyperglycemia and oxidative stress on the function of vascular, retinal and 
renal tissues [23]. 
It has been reported that insulin sensitivity in humans is directly related with the fatty acid composition 
of the phospholipids in the skeletal muscle cell membranes [24]. Insulin action through several potential 
mechanisms, including altering insulin receptor binding or affinity and influencing ion permeability and 
cell signaling could be influenced by specific fatty acid profile in cell membranes [25]. It is important to 
consider  follow  up  studies  on dietary fatty  acids  and insulin resistance due to the change of fatty acid 
profile in cell membranes requires at least several months [26]. 
In present study, we investigated the parameters of oxidative stress, glycemic and lipid profile among 
adult patients of Diabetes Mellitus Type 2 in Riyadh, Saudi Arabia. Most of the patients were females and 
non-smokers. Mean BMI was found to be significantly more as compared to control subjects which is 
considered as an important risk factor in the development of T2DM. 
Regarding oxidative stress parameters, we found significantly higher activity of CAT, GPx, significantly 
increased level of MDA representing higher lipid peroxidation and significantly decreased level of GSH 
antioxidant molecule among patients. These results of investigation of these parameters show the 
imbalance in the oxidant and antioxidant environment, suggested the oxidative stress condition among 
patients. For glycemic parameters, we found FPG and HbA1C to be significantly higher among patients. 
Regarding lipid parameters, triglycerides, LDL, HDL and total blood cholesterol were found to be 
significantly higher among patients. The results of these investigation show the hyperlipidemia and 
hyperglycemia among patients. 
We also explored the association of oxidative stress parameters with glycemic and lipid profile, significant 
positive correlation of FPG with CAT, GPx and MDA; significant negative correlation between FPG and 
GSH; significant positive correlation of HbA1C with CAT, GPx and MDA; significant negative correlation 
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between HbA1C and GSH were found among patients which suggested a significant association of 
oxidative stress with hyperlipidemia and hyperglycemia. 
CAT enzymatically processes hydrogen peroxide into oxygen and water and thus neutralizes it. Catalase 
protects pancreatic beta-cells from damage by hydrogen peroxide [27]. GPx metabolizes hydrogen 
peroxide to water by using GSH as a hydrogen donor [28]. Low levels of anti-oxidative enzyme including 
catalase and GPx is expressed in beta-cells, which make them particularly susceptible to oxidative stress 
[29]. 
GSH is an efficient antioxidant present in almost all living cells and is also considered as a biomarker of 
redox imbalance at cellular level [30].GSH participates in the cellular defense system against oxidative 
stress by scavenging free radicals and reactive oxygen intermediates. Thus, thedecrease in GSH level 
might reflect a direct reaction between GSH and free radicals generated by hyperglycemia in T2DM. 
[31].MDA has been documented as a primary biomarker of free radical mediated lipid damage and 
oxidative stress [32]. Significant changes in lipid metabolism and structure have been reported in 
diabetes, particularly in patients with vascular complications [33]. Increased level of MDA in diabetics 
suggests that peroxidative injury may be involved in the development of diabetic complications[34]. 
Some similar kind of earlier epidemiological studies reported the oxidative stress and hyperlipidemia 
among diabetic patients which show agreement with the findings of our study. A study conducted by 
Korkmaz et al. (2013) to investigate the status of markers of oxidative stressreported a significant 
reduced level of antioxidant power among diabetic patients, on the basis of result obtainedfrom their 
study they concluded that the increase in glucoseconcentrations can lead to tissue damage by increasing 
oxidative stress [35]. There are several reports that claim reduced level of GSH in diabetes [36,37]. 
Decreased GSH level may be oneof the factors in the oxidative DNA damage in type 2 diabetics [38]. In our 
study we found decreased level of GSH was found which might had resulted the increased activity of CAT 
and GPx and increased lipid peroxidation. Increased lipid peroxidation presents a close relationship with 
the high glycemic levels and oxidative stress in diabetes mellitus [39,40]. A clinical study was done for 
characterizing blood oxidative stress in diabetic patients reported a significant higher lipid peroxidation 
which showed a close relationship with high glucose levels as observed by the fasting glucose and HbA1c 
levels [41]. 
We found increased level of triglycerides, LDL, HDL and total blood cholesterol among patients associated 
with hyperglycemia. Similar kind of few epidemiologic studies have examined biomarkers of fatty acids as 
predictors of T2DM. In a 10 year follow-up study [42], men who developed T2DM had a higher proportion 
of saturated fatty acids and a lower proportion of linoleic acid in their serum cholesterol esters than did 
men who did not develop diabetes at baseline.  
 
CONCLUSION 
In conclusion, this study reports the oxidative stress condition, hyperlipidemia and hyperglycemia among 
T2DM patients. Activities of antioxidant enzymes CAT and GPx were found to be increased, lipid 
peroxidation was found to be increased and level of antioxidant molecule GSH was found to be decreased 
among patients. Increased level of triglycerides, LDL, HDL and total blood cholesterol were found among 
patients. Most of the patients were found to be hyperglycemic since increased level of FPG and HbA1C 
were found in the blood of patients. We also found a significant correlation between oxidative stress 
parameters and glycemic parameters suggested the role of hyperglycemia in oxidative stress as a disease 
complication or might be the role of oxidative stress in insulin resistance for the pathogenesis of 
T2DMresulting in hyperglycemia. Less sample size of T2DM patients is the limitation of this study, so 
there is more such kind of case control and cohort studies are required in a large population of Saudi 
Arabia to establish more precise association of oxidative stress and insulin resistance in T2DM. 
 
ACKNOWLEDGEMENT 
The authors acknowledge all the volunteers and participants who provided their valuable contribution in 
the collection of the data and arrangement of blood samples for this study. The authors also acknowledge 
Deanship of Scientific Research at Al-Imam Mohammad Ibn Saud Islamic University for providing the 
fund for this study under Grant Number: 351302. 
 
CONFLICT OF INTEREST 
The authors declare no potential conflicts of interest with respect to the research, authorship, and/or 
publication of this article. 
 
 
 

Fareed  et al 



BEPLS Vol  8 [8] July 2019                     108 | P a g e            ©2019 AELS, INDIA 

REFERENCES 
1. Saltiel, A.R. (2001). New perspectives into the molecular pathogenesis and treatment of type 2 diabetes. Cell, 

104:517-29. 
2. Pavlova, L.E., Savov, V.M., Petkov, H.G., and Charova, I.P. (2007). Oxidative stress in patients with Beta 

Thalassemia major. Prilozi, 28(1):145- 154.  
3. Hunjoo, H., and Bahl, H.L.(2000). Reactive oxygen species as glucose signaling molecules in mesangial cells 

cultured under high glucose. Kidney international,58:19-25. 
4. Bonnefont-Rousselot, D. (2002). Glucose and reactive oxygen species. Current Opinion in Clinical Nutrition & 

Metabolic Care,5(5): 561-568. 
5. Huebschmann, A.G., Regensteiner J.G., Vlassara H.andReusch J.E.(2006). Diabetes and advanced glycoxidation 

end products.Diabetes care, 29(6): 1420-1432. 
6. Goodarzi, M.T. Navidi, A.A., Rezaei, M. and Babahmadi-Rezaei, H. (2010). Oxidative damage to DNA and lipids: 

Correlation with protein glycation in patients with type 1 diabetes.Journal of clinical laboratory 
analysis,24(2):72-76. 

7. Saltiel, A.R. and Kahn, C.R. (2001). Insulin signalling and the regulation of glucose and lipid metabolism. Nature, 
414:799-806. 

8. Gurgul, E., Lortz, S., Tiedge, M., Jorns, A. and Lenzen, S. (2004). Mitochondrial catalase overexpression protects 
insulin-producing cells against toxicity of reactive oxygen species and proinflammatory cytokines. Diabetes, 
53:2271-80. 

9. Saltiel, A.R. and Kahn, C.R. (2001). Insulin signalling and the regulation of glucose and lipid metabolism. Nature, 
414:799-806. 

10. Tiedge, M., Lortz, S., Drinkgern, J., Lenzen, S. (1997). Relation between antioxidant enzyme gene expression and 
antioxidative defense status of insulin producing cells. Diabetes, 46:1733-42. 

11. Opara, E.C. (2002). Oxidative stress, micronutrients, diabetes mellitus and its complications. J R Soc Health, 
122(1):28-34. 

12. Abou-Seif M.A.M. and Youssef H. (2001). Oxidative stress and male IGF-1, gonadotropin and related hormones in 
diabetic patients. ClinChem Lab Med, 39(7):618– 23. 

13. Paterson, J., Pettegrew, A., Dominiczak, M.H. and Small M. (1991). Screening for hyperlipidaemia in diabetes 
mellitus. Relation to glycemic control. Ann ClinBiochem, 28:254-8. 

14. Lopes-Virella, M.F. and Virella, G. (1992). Lipoproteins and immune response in the vascular wall and their 
contribution to atherosclerosis in diabetes. Metabolism, 4(5):11-15. 

15. Mosaad, A., Abou-Seif, Abd-Allah and Youssef. (2004). Evaluation of some biochemical changes in diabetic 
patients. Clinica Chimica Acta, 346:161–170. 

16. Drabkin, D.L. and Austin, J.H. (1932). Spectrophotometric studies: spectrophotometric constant for common 
hemoglobin derivatives in human, dog and rabbit blood. Journal of Biological Chemistry, 98:719. 

17. Sinha, K. and Asru. (1972). Colorimetric assay of Catalase. Analytical Biochemistry, 47(2):389-394. 
18. Rotruck, J.T., Pope, A.L., Ganther, H.E., Swanson, A.B, Hofeman, D.G. and Hoekstra, W.C.(1973). Selenium: 

biochemical role as a component of glutathione peroxidase. Science, 179(4073):588–590. 
19. Stocks, J. and Dormandy, T.L. (1971). Auto oxidation of red lipids induced by hydrogen peroxide. British Journal 

of Hematology, 20:95-111. 
20. Kuo, C.H., Maita, K., Sleight, S.D.and Hook, J.B. (1983). Lipid peroxidation: A possible mechanism of cephaloridine- 

induced nephrotoxicity. Toxicology and Applied Pharmacology,67:78-88. 
21. Negre-Salvayre, R. Salvayre, N. Auge, R. Pamplona, and Portero-OtınM. (2009). Hyperglycemia and glycation in 

diabetic complications. Antioxidants and Redox Signaling, 11(12): 3071–3109. 
22. Robertson,P. (2004). Chronic oxidative stress as a central mechanism for glucose toxicity in pancreatic islet beta 

cells in diabetes. Journal of Biological Chemistry, 279(41):42351–42354. 
23. FolliF., CorradiD., FantiP., Davalli A., Paez A., Giaccari A., PeregoC.and Muscogiuri G. (2011). The role of oxidative 

stress in the pathogenesis of type 2 diabetes mellitus micro-and macrovascular complications: avenues for a 
mechanistic-based therapeutic approach.Current Diabetes Reviews, 7(5):313–324. 

24. FiorentinoV., PriolettaA., ZuoP. and FolliF. (2013). Hyperglycemia-induced oxidative stress and its role in 
diabetes mellitus related cardiovascular diseases.Current Pharmaceutical Design, 19(32):5695–5703. 

25. Borkman, M., Storlien, L.H., Pan, D.A., Jenkins, A.B., Chisholm, D.J. and Campbell, L.V.(1993).The relation 
between insulin sensitivity and the fatty-acid composition of skeletal- muscle phospholipids. N Engl J Med, 
328:238–244. 

26. Vessby, B. (2000). Dietary fat and insulin action in humans. Br J Nutr, 83(1):91–96. 
27. Tiedge, M., Lortz, S., Monday, R. and Lenzen, S. (1998). Complementary action of antioxidant enzymes in the 

protection of bioengineered insulin-producing RINm5F cells against the toxicity of reactive oxygen 
species.Diabetes, 47(10):1578–1585. 

28. Santini, S.A., Marra, G., Giardina, B., Cotroneo, P., Mordente, A., Martorana, G.E., Manto A. and Ghirlanda G. (1997). 
Defective plasma antioxidant defenses and enhanced susceptibility to lipid peroxidation in uncomplicated IDDM. 
Diabetes, 46:1853–1858. 

29. Bindoli, A., Fukuto, J.M., and Forman, H.J. (2008). Thiol chemistry in peroxidase catalysis and redox signaling. 
Antioxid Redox Signal, 10:1549-64. 

30. Tiedge, M., Lortz, S., Drinkgern, J., Lenzen, S.(1997). Relation between antioxidant enzyme gene expression and 
antioxidative defense status of insulin producing cells. Diabetes, 46:1733-42. 

Fareed  et al 



BEPLS Vol  8 [8] July 2019                     109 | P a g e            ©2019 AELS, INDIA 

31. Rizvi S.I.and Chakravarty, S. (2011). Day and night GSH and MDA levels in healthy adults and effects of different 
doses of melatonin on these parameters.International Journal of Cell Biology,doi: 10.1155/2011/404591. 

32. Shodehinde,S.A.andOboh, G. (2013). Antioxidant properties of aqueous extracts of unripe Musa paradisiaca on 
sodium nitroprusside induced lipid peroxidation in rat pancreas in vitro.Asian Pacific Journal of Tropical 
Biomedicine, 3(6):449–457. 

33. Saddala, R.R., Thopireddy, L.,Ganapathi, N., and Kesireddy, S.R. (2013). Regulation of cardiac oxidative stress and 
lipid peroxidation in streptozotocin-induced diabetic rats treated with aqueous extract of 
Pimpinellatirupatiensis tuberous root.Experimental and Toxicologic Pathology, 65(1-2):15–19. 

34. Kornhauser, C., Garcia-Ramirez, J.R., Wrobel, K., Perez-Luque, E.L., Garay-Sevilla, M.E. andWrobel, K. (2008). 
Serum selenium and glutathione peroxidase concentrations in type 2 diabetes mellitus patients. Primary Care 
Diabetes, 2(2):81–85.  

35. Korkmaz, G.G., Konukoglu, D.,Kurtulus, E.M., Irmak, H., Bolayirli, M. and Uzun H. (2013). Total antioxidant status 
and markers of oxidative stress in subjects with normal or impaired glucose regulation (IFG, IGT) in diabetic 
patients.Scandinavian Journal of Clinical & Laboratory Investigation, 73(8):641–649. 

36. Rahigude, P. Bhutada, S. Kaulaskar, M. Aswar, and K. Otari.(2012). Participation of antioxidant and cholinergic 
system in protective effect of naringenin against type-2 diabetes-induced memory dysfunction in 
rats.Neuroscience, 226:62–72. 

37. Calabrese, V., Cornelius, C., Leso,V., Trovato-Salinaro, A., Ventimiglia, B., Cavallaro, M., Scuto, M., Rizza, S., Zanoli, 
L., Neri, S.and Castellino, P. (2012). Oxidative stress, glutathione status, sirtuin and cellular stress response in 
type 2 diabetes.BiochimicaetBiophysicaActa, 1822(5):729–736. 

38. Bandeira, S.M.,Guedes, G.S., Fonseca, L.J.S., Pires, A.S., Gelain, D.P. and Moreira, J.C. (2012). Characterization of 
blood oxidative stress in type 2 diabetesmellitus patients: increase in lipid peroxidation and SOD 
activity.OxidativeMedicineandCellular Longevity, article ID 819310, 13 pages: doi: 10.1155/2012/819310.  

39. Salgueiro, A.C.F., Leal, C.Q., Bianchini,M.C., Prado, I.O., Mendez, A.S., Puntel, R.L., Folmer, V., Soares, F.A., Avila, 
D.S.and Puntel, G.O. (2013).The influence of Bauhinia forficata Link sub sp. pruinosa tea on lipid peroxidation 
and non-protein SH groups in human erythrocytes exposed to high glucose concentrations.Journal of 
Ethnopharmacology, 148(1):81–87. 

40. Vessby, B.,Aro, A., Skarfors, E, Berglund, L., Salminen, I. andLit-hell, H. (1994). The risk to develop NIDDM is 
related to the fatty acid composition of the serumcholesterolesters. Diabetes, 43:1353–1357. 

41. Vessby, B., Tengblad, S. andLithell, H. (1994). Insulin sensitivity is related to the fatty acid composition of serum 
lipids and skeletal muscle phospholipids in 70-year-old men. Diabetologia, 37:1044–1050. 

42. Folsom, A.R., Ma, J., McGovern, P.G. and Eckfeldt, H. (1996). Relation between plasma phospholipid saturated 
fatty acids and hyperinsulinemia. Metabolism, 45:223–228. 

 
 

 
 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

 
 
 
 
 
 
 

CITATION OF THIS ARTICLE 
M Fareed, M A Mahmoud, K AlAbdulKareem, M R. Al Khudair, K M. Alwusaidi, S S. Almutairi, S H. Alshareef, A Azzi, I N 
Eldin, E.A. Gadir, M Ahamed. Oxidative stress with glycemic and lipid investigation among adult patients of Diabetes 
Mellitus Type 2 in Riyadh, Saudi Arabia. Bull. Env. Pharmacol. Life Sci., Vol 8 [8] July 2019: 102-109 

Fareed  et al 


