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ABSTRACT: 

Background:Type 2 diabetes mellitus (T2DM) is a complex metabolic disorder 

characterized by persistent hyperglycaemia due to relative insulin deficiency, insulin 

resistance. This study assessed efficacy of Saroglitazar in patients with diabetic 

dyslipidemia 
Materials & Methods:120 patients with type 2 diabetes mellitus of both genders were 

assessed for serum fasting plasma glucose, post prandial glucose, glycated hemoglobin 

(HbA1c), blood urea, serum creatinine, S.G.O.T, S.G.P.T and lipid profile. Patients were 

treated with Saroglitazar 4 mg once daily and the follow-up data were available for 12 

months. 

Results: Out of 120 patients, males were 80 and females were 40. The mean triglyceride 

level was 610.4, 208.4 and 224.4, total cholesterol was 312.2, 244.7 and 172.1, non- HDL- 

C was 274.8, 199.6 and 126.3, LDL- C was 165.6, 116.8 and 104.17, HDL- C was 41.4, 42.1 

and 42.5, HbA1C was 8.02, 7.8 and 7.1, FPG was 156.2, 130.5 and 120.4, PPG was 

234.6, 172.1 and 160.5, SGOT was 46.6, 42.3 and 40.3, SGPT was 34.2, 38.4 and 37.4, S. 

Creatinine was 0.7 and CPK was 74.3, 71.6 and 68.3 at baseline, 12 wees and 52 weeks 

respectively. The difference was significant (P<0.05). 
Conclusion: Saroglitazar is a very effective therapeutic option in diabetic dyslipidemia with 

very high triglycerides level. 
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Introduction 

Type 2 diabetes mellitus (T2DM) is a complex metabolic disorder characterized by persistent 

hyperglycaemia due to relative insulin deficiency, insulin resistance, dyslipidemia and 

vascular inflammation that are associated with an increase in the risk for cardiovascular 

diseases (CVDs).
1
 An estimated 463.0 million adults aged 20–79 years have diabetes across 

the world.
2 
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Cardiovascular disease (CVD) is the major cause of morbidity and mortality in individuals 

with type 2 diabetes mellitus and responsible for 75% of deaths among type 2 diabetes 

patients.
3
 There is also 2- to 4-fold increase in cardiovascular events (coronary heart disease, 

stroke and peripheral vascular disease) when compared with nondiabetic patients.4 

Saroglitazar is the novel molecule approved in India for the management of DD. It is the first 

dual peroxisome proliferator activated receptor (PPAR)-a/g agonist to have successfully 

completed its clinical research and to be approved for clinical use anywhere in the world.
5
 In 

previous studies, saroglitazar has shown significant benefit in terms of improvement in lipid 

and glycemic parameters with good safety profile. There has been a 46.7% decrease in TG, 

32.5% decrease in non-HDL-C, 0.3% absolute reduction in glycosylated hemoglobin 

(HbA1c) with saroglitazar 4 mg in Indian DD patient.
6
 This study assessed efficacy of 

Saroglitazar in patients with diabetic dyslipidemia .  

 

Materials & Methods 

The present study comprised of 120 patients with type 2 diabetes mellitus of both genders. 

All patients were informed regarding the study and their written consent was obtained. 

Demographic data such as name, age, gender etc. was recorded. In all patients, parameters 

such as serum fasting plasma glucose, post prandial glucose, glycated hemoglobin (HbA1c), 

blood urea, serum creatinine, S.G.O.T, S.G.P.T and lipid profile were assessed. Patients were 

treated with Saroglitazar 4 mg once daily and the follow-up data were available for 12 

months. Results were studied statistically. P value less than 0.05 was considered significant. 

 

Results 

 

Table I Distribution of patients 

Total- 120 

Gender Males Females 

Number 80 40 

 

Table I, graph I shows that out of 120 patients, males were 80 and females were 40. 

 

Graph IDistribution of patients 
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Table II Assessment of parameters 

Parameters Baseline  12 weeks 52 weeks P value 

Triglyceride 610.4 208.4 224.4 0.01 

Total cholesterol 312.2 244.7 172.1 0.03 

Non- HDL- C 274.8 199.6 126.3 0.05 

LDL- C 165.6 116.8 104.17 0.04 

HDL- C 41.4 42.1 42.5 0.02 

HbA1C 8.02 7.8 7.1 0.01 

FPG 156.2 130.5 120.4 0.02 

PPG 234.6 172.1 160.5 0.04 

SGOT 46.6 42.3 40.3 0.46 

SGPT 34.2 38.4 37.4 0.31 

S. Creatinine 0.7 0.7 0.7 0.54 

CPK 74.3 71.6 68.3 0.17 

 

Table II, graph II shows that mean triglyceride level was 610.4, 208.4 and 224.4, total 

cholesterol was 312.2, 244.7 and 172.1, non- HDL- C was 274.8, 199.6 and 126.3, LDL- C 

was 165.6, 116.8 and 104.17, HDL- C was 41.4, 42.1 and 42.5, HbA1C was 8.02, 7.8 and 

7.1, FPG was 156.2, 130.5 and 120.4, PPG was 234.6, 172.1 and 160.5, SGOT was 46.6, 

42.3 and 40.3, SGPT was 34.2, 38.4 and 37.4, S. Creatinine was 0.7 and CPK was 74.3, 71.6 

and 68.3 at baseline, 12 wees and 52 weeks respectively. The difference was significant 

(P<0.05). 

 

Graph IIAssessment of parameters 

 
 

Discussion 

Diabetes and diabetic dyslipidemia with high triglycerides (TGs) are commonly associated. 

Diabetic dyslipidemia (DD) is an important factor contributing to the increased risk of 

CVDs.
7
 Studies have shown that three out of four diabetes patients globally have associated 

dyslipidemia.
8
 DD, also known as atherogenic dyslipidemia, is the triad of high triglycerides 

(TG), higher proportion of small dense low density lipoprotein cholesterol (sd-LDL-C) and 
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low high density lipoprotein cholesterol (HDL-C).
9,10

 This study assessed efficacy of 

Saroglitazar in patients with diabetic dyslipidemia.  

In present study, out of 120 patients, males were 80 and females were 40. Krishnappa et al
11

 

assessed the efficacy and safety of saroglitazar (2 mg and 4 mg) as compared to pioglitazone 

30 mg on glycemic control in patients with type 2 diabetes mellitus. Patients received once-

daily doses of either saroglitazar or pioglitazone (1:1:1 allocation ratio) for a total of 24 

weeks. Patients were continued in a double- blind extension period for an additional 32 

weeks. Efficacy evaluations of glycemic parameters and other lipid parameters were 

conducted at week 12, 24 and 56 and compared to the baseline levels. A total of 1155 patients 

were enrolled in this study. The baseline characteristics were similar between the three 

treatment groups. The within group mean (±SD) change in HbA1c (%) from baseline of the 

saroglitazar (2 mg and 4 mg) and pioglitazone treatment groups at week 24 were: −1.38±1.99 

for saroglitazar 2 mg; −1.47±1.92 for saroglitazar 4 mg and −1.41±1.86 for pioglitazone, 

respectively. Statistically significant reduction from baseline in HbA1c was observed in each 

treatment group at week 24 with p-value 

We found that mean triglyceride level was 610.4, 208.4 and 224.4, total cholesterol was 

312.2, 244.7 and 172.1, non- HDL- C was 274.8, 199.6 and 126.3, LDL- C was 165.6, 116.8 

and 104.17, HDL- C was 41.4, 42.1 and 42.5, HbA1C was 8.02, 7.8 and 7.1, FPG was 156.2, 

130.5 and 120.4, PPG was 234.6, 172.1 and 160.5, SGOT was 46.6, 42.3 and 40.3, SGPT 

was 34.2, 38.4 and 37.4, S. Creatinine was 0.7 and CPK was 74.3, 71.6 and 68.3 at baseline, 

12 weeks and 52 weeks respectively. PPAR agonists have been reported to inhibit vascular 

smooth muscle cell proliferation, decrease the risk of thrombosis and suppression of 

atherosclerosis or restenosis. So, PPAR agonists have a potential to improve restoration of the 

cardiovascular system and its associated cardiovascular risk. Mori et al
12

 observed the 

improvement of the cardiovascular system and its associated cardiovascular risk in a pre-

clinical study. In this pre-clinical study, the effect of PPAR γ agonist (pioglitazone) was 

studied to evaluate the improvement of cardiac function. The authors investigated the 

combined administration of pioglitazone and adipose tissue-derived regenerative cells in a rat 

ischemic cardiomyopathy model. They observed stronger improvement of cardiac function 

and enhancement of adiponectin paracrine effects.  
Shetty et al

13
 evaluated the safety and efficacy of saroglitazar 4 mg once daily in clinical 

practice. Patients with type 2 diabetes (with on-going antidiabetic medication), age above 18 

years, and triglycerides ≥200 mg/dL were included. A total 2804 patients with a mean 

duration of diabetes 6.29 years were included in this analysis. The baseline demographic 

profile was: mean age of 53 years, mean body weight 72.3 kg and mean BMI of 27 kg/m2. 

62.5% patients were male and 57.8% were reported to be on statin therapy at baseline. All 

2804 patients were on antidiabetic medications with 15.4% patients on monotherapy and rest 

were on two or more than two antidiabetic medications at baseline. The baseline triglycerides 

and HbA1C values were 312.3 mg/dL and 8.3% respectively. At 3 months follow-up, use of 

saroglitazar 4 mg led to significant reduction in TG (35.8%), LDL-C (16.4%), total 

cholesterol (19%) and non-HDL-C (23.4%). Addition of saroglitazar to baseline antidiabetic 

medications showed a significant 0.9% absolute reduction in HbA1c with significant 

improvement in fasting and post prandial plasma glucose. No serious adverse events, 

alteration in liver or renal enzymes and edema or weight gain were reported. 

 

Conclusion 

Authors found that Saroglitazar is a very effective therapeutic option in diabetic dyslipidemia 

with very high triglycerides level. 
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