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STUDY REPORT SUMMARY (ABSTRACT) 

Prospective Diabetes Registry of Patients with Type 2 Diabetes Mellitus on SGLT2 Inhibitor 

Therapy in Singapore 

 

Background/Rationale: 
 

T2DM is associated with overweight/obesity and high fasting plasma glucose (FPG) in White patients, 

whereas Asian patients are more predisposed to high abdominal fat distribution and high postprandial 

glucose (PPG) levels. In response to identical meals, Asian subjects exhibit greater glycemic response 

than White subjects.According to the Diabetic Society of Singapore, one out of nine people aged 18 to 

69 has diabetes which corresponds to about 11.3% of the population or more than 400,000 people, and 

this is expected to rise with the increasing prevalence of a sedentary lifestyle and high-calorie dietary 

intake.  
 

SGLT2 inhibitors offer a novel insulin-independent approach to lower hyperglycaemia and improve 

metabolic control of T2DM. They reduce renal glucose reabsorption by inhibition of SGLT2 

transporters in the proximal tubule of the kidney, resulting in urinary glucose excretion. Since SGLT2 

inhibition is independent of β-cell function or insulin sensitivity, this treatment approach could have 

applications throughout the natural history of diabetes. 
 

The reductions in FPG concentration and bodyweight during the treatment with the SGLT2i are 

sustained. Early weight loss is partly due to a mild osmotic diuresis caused by SGLT2i; however, the 

gradual progressive reduction in bodyweight thereafter, with decreased waist circumference, is 

consistent with a reduction of fat mass. This reduction is potentially attributable to the loss of excess 

energy through glucose excretion in the urine, an effect supported by the increased urinary 

glucose/creatinine ratio in patients assigned to SGLT2i. 
 

Many trials have shown that SGLT2i can improve glycaemic control in patients who have inadequate 

control with metformin. The drug acts independently of insulin, lowers weight, and is not associated 

with risk of hypoglycaemia. Safety and tolerability of the drugs were also confirmed. Therefore, addition 

of SGLT2i to metformin provides a new therapeutic option for treatment of type 2 diabetes. 

Objectives and Hypotheses: 

To assess the change in HbA1c during the 1year follow-up [Time Frame: day 0, 52 weeks]  

• Change of HbA1c from baseline to the end-point. [Time Frame: day 0, 52 weeks]  

• Percentage of patients reaching the target of HbA1c <7.0% at end of 52 weeks 

Secondary Objectives: 

All assessments were done at 52 weeks  

• To estimate the change in fasting plasma glucose (FPG) [Time Frame: day 0, 52 

weeks]  

• To estimate the change in weight (in kilograms) [Time Frame: day 0, 52 weeks]  
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• To estimate the change in BMI in kg/m2 [Time Frame: day 0, 52 weeks]  

• To estimate the change in blood pressure (systolic/diastolic, in mmHg) [Time Frame: 

day 0, 52 weeks]  

• To estimate the change in lipids (Total Cholesterol, HDL, LDL and triglycerides, in 

mmol/L) [Time Frame: day 0, 52 weeks]  

• To estimate the change in serum creatinine [Time Frame: day 0, 52 weeks]  

• To estimate the changes in waist circumference (in centimetre) [Time Frame: day 0, 

52 weeks]  

• To assess the hypoglycaemic events (including minor and major events) [Time 

Frame: day 0, 52 weeks] 

Methods: This was a non- interventional, observational, multicenter, retrospective (existing 

patients on SGLT2i), and prospective study from day 1 (for new patients initiated with SGLT2i 

therapy), to evaluate real life clinical effectiveness and safety of SGLT2 inhibitors in Singaporean 

Type 2 diabetes mellitus patients treated on an outpatient basis in clinical practice setting.  

Patients who satisfied the following eligibility criteria were enrolled in the study: 

Inclusion Criteria: 

Outpatient ≥18 years of age  

a) Diagnosed as T2DM and treated with antidiabetic medicines for at least 3 months 

and suitable for SGLT2 inhibitor as current treatment judged by PI with HbA1c >7.0 

%  

b) Will provide completed and signed written informed consents  

c) Each participating investigator was asked to recruit a fixed number of patients 

ranging from 10 to 40 depending on site specificities.  

Exclusion Criteria: 

a) Hypersensitivity to any SGLT2 inhibitor or any of the components in the formulation  

b) Patients with Type 1 diabetes  

c) Female patients with gestational diabetes during pregnancy  

d) Female patients who are pregnant, intending to become pregnant or breastfeeding  

e) Severe medical condition(s) that in the view of the investigator prohibits 

participation in the study e.g. cancer, end stage liver disease, end stage renal failure 

(non-diabetes related)  

f) Use of other investigational drugs at the time of enrolment  

g) Renal Function: <30ml/min/1.73m²  
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Results:  

A total of 210 patients visiting general and private practitioners in Singapore were enrolled for this 

study. 

 

The mean age of the study population was 54.82 ±11.34 years, and majority (65.24%) of participants 

were males. Majority of the participants were non-smokers (71.43%) and never consumed alcohol 

(68.57%). Hypertension and dyslipidaemia were the commonest underlying disorders. Duration of 

diabetes was over 10 years in majority of the study participants (47.14). The mean total cholesterol, 

HDL and LDL levels were within normal limits while the mean triglyceride level was on the higher 

side. The mean FPG and the HbA1c levels were also high. 

 

A significant decrease in the mean HbA1c level was noted at the end of 52 weeks (p <.0001). A 

significant difference in SBP, DBP, weight, BMI and waist circumference were noted at the end of 

week 52 (Table 6-8). Although non-significant, a reduction in other parameters including serum 

creatinine, FPG and cholesterol levels was noted. A total of 99 adverse events (AEs) including 6 

serious adverse events (SAEs) were reported in 60 patients (28.6%). Among these, a definite 

relation to the study drug was reported in 2 cases (2.02%). There were no major 

hypo/hyperglycaemic events reported. 

 

Conclusion:  

The outcomes of the current study suggest that SGLT2i are relatively effective in T2DM patients 

and brings about a significant decrease in HbA1c levels. Considerable reduction in weight, BMI, 

waist circumference, cholesterol and blood pressure levels were also noted. Although associated 

with a few of commonly known adverse effects, based on the widely available safety data, SGLT2i 

can be considered an effective option in T2DM.  
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AMENDMENT HISTORY 

 

Amendment 1 Revision of time points from months/years to 

weeks. i.e. 6 months changed to 24 weeks, 1 

year changed to 52 weeks and 2 years to 104 

weeks. 

And, the visit window period was changed from 

1 week before the visit to + 2 months 

Amendment 2 Duration of study was reduced from 2 years to 

1 year and sample size was reduced from 600 

to 200. 
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MILESTONES 

Milestone Date 

First patient enrolled Oct 2015 

Last patient completed May 2019 
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1. BACKGROUND AND RATIONALE 

1.1 Background and Rationale 

Type 2 diabetes mellitus (T2DM) is associated with overweight/obesity and high fasting plasma glucose 

(FPG) in White patients, whereas Asian patients are more predisposed to high abdominal fat distribution 

and high postprandial glucose (PPG) levels (1-4). In response to identical meals, Asian subjects exhibit 

greater glycemic response than do White subjects (4,5).According to the Diabetic Society of Singapore, 

one out of nine people aged 18 to 69 has diabetes which amounts to about 11.3% of the population or 

more than 400,000 people. This is expected to rise with the increasing prevalence of a sedentary lifestyle 

and high-calorie dietary intake.  
 

Sodium-glucose transport protein 2 inhibitors (SGLT2i) offer a novel insulin-independent approach for 

lowering hyperglycaemia and improving metabolic control of T2DM. They reduce renal glucose 

reabsorption by inhibition of SGLT2 transporters in the proximal tubule of the kidney, resulting in 

urinary glucose excretion. Since SGLT2 inhibition is independent of β-cell function or insulin 

sensitivity, this treatment approach could have applications throughout the natural history of diabetes 

(6). 
 

The reductions in fasting plasma glucose concentration and bodyweight during the treatment with the 

SGLT2i are sustained. Early weight loss is partly due to a mild osmotic diuresis caused by SGLT2i. 

However, the gradual progressive reduction in bodyweight thereafter, with decreased waist 

circumference, is consistent with a reduction of fat mass. This reduction is potentially attributable to the 

loss of excess energy through glucose excretion in the urine, an effect supported by the increased urinary 

glucose/creatinine ratio in patients assigned to SGLT2i (6). 
 

Many trials have shown that SGLT2i can improve glycaemic control in patients who have inadequate 

control with metformin. The drug acts independently of insulin, lowers weight, and is not associated 

with risk of hypoglycaemia. Safety and tolerability of the drugs were also confirmed. Therefore, addition 

of SGLT2i to metformin provides a new therapeutic option for treatment of type 2 diabetes (6). 

2. OBJECTIVES AND HYPOTHESES 

2.1 Primary Objective 

To assess the change in HbA1c during a period of 1year [Time Frame: day 0, 52 weeks]  

• Change of HbA1c from baseline to the end-point. [Time Frame: day 0, 52 weeks]  

• Percentage of patients reaching the target of HbA1c <7.0% at end of 52 weeks 

2.2 Secondary Objectives 

All assessments were done at 52 weeks  

• To estimate the change in fasting plasma glucose (FPG) [Time Frame: day 0, 52 

weeks]  

• To estimate the change in weight (in kilograms) [Time Frame: day 0, 52 weeks]  
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• To estimate the change in BMI in kg/m2 [Time Frame: day 0, 52 weeks]  

• To estimate the change in blood pressure (systolic/diastolic, in mmHg) [Time Frame: 

day 0, 52 weeks]  

• To estimate the change in lipids (Total Cholesterol, HDL, LDL and triglycerides, in 

mmol/L) [Time Frame: day 0, 52 weeks]  

• To estimate the change in serum creatinine [Time Frame: day 0, 52 weeks]  

• To estimate the changes in waist circumference (in centimetre) [Time Frame: day 0, 

52 weeks]  

• To assess the hypoglycaemic events (including minor and major events) [Time 

Frame: day 0, 52 weeks] 

2.3 Exploratory Objective 

None. 

3. METHODOLOGY 

3.1 Study Design – General Aspects 

This was a non- interventional, observational, multicenter, retrospective (existing patients on SGLT2i), 

and prospective study from day 1 (for new patients initiated with SGLT2i therapy), to evaluate real life 

clinical effectiveness and safety of SGLT2 inhibitors in Singaporean Type 2 diabetes mellitus patients 

treated on an outpatient basis in clinical practice setting. The study also assessed treatment patterns with 

SGLT2 inhibitor patient relevant outcomes in whole population as well as pre identified patient 

subgroups.  
 

The patients who in the judgment of the physician would benefit from SGLT2 inhibitor in either 

monotherapy or combination with other antidiabetic therapy were eligible to enter this study. All 

relevant information were collected from the patients after they signed the informed consent.  

The details are provided in Figure 1 and Table 3-1. 

Figure 1  Study Flow Chart 

 

 

 

Table 3-1 Schedule of Events 

Patient Consent

Eligibility evaluation

Patient enrolment

Pataient data collection at each visit
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Period Baseline Follow up visits 

Visit 1 2 3 4 

Weeks 0 24 weeks 52 weeks 104 weeks 

Day1 1 168 3642 7283 

Sign Informed Consent X    

Inclusion/Exclusion Criteria X    

Demographic X    

Medical History X    

Physical Examination (weight, 

blood pressure, BMI, waist 

circumference) 

X X X2 X2 

HbA1c* & FPG* X X X2 X2 

Lipids (Total Cholesterol, HDL, 

LDL and triglycerides) & 

Creatinine* 

X X X2 X2 

Hypoglycaemic Events X X X X 

Anti-hypertension Medication X X X2 X2 

Anti-Diabetic Medication X X X2 X2 

Anti-Lipid Medication X X X2 X2 

Concomitant Medication X X X2 X2 

Adverse events  X X X 

End of Study Information X X X2 X2 

1. All patients were screened during all visits on the designated day or as close to it as 

possible. 

2. Assessment were carried out even after the patient discontinued observational drug.  

*The visit window period is + 2 months 

 

Rationale for Study Design 

There are about 14 general practitioners (GPs) and specialist medical centres in Singapore. 

Considering the feasibility and reliability, this study was conducted in these 14 centres and 210 

adult outpatients with T2DM were enrolled. The patients were being managed with either 

monotherapy or combinational therapies, and in the judgment of the physician would benefit from 

SGLT2 inhibitor in either monotherapy or combination with another antidiabetic treatment were 

enrolled. This was a multicenter, non-interventional study with non-probability sampling. 

Therefore, results are summarised using appropriate descriptive statistics. 

3.1.1 Data Source 

As this was a non- interventional, observational, multicentre, retrospective (existing patients on 

SGLT2i), and prospective study, data were collected from each visit according to study protocol 

for each patient. Raw data was collected on CRF. Data pertaining to the laboratory results were 

entered in the respective section of the CRF. 
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3.1.2 Study Procedures 

Following procedures were performed after the patient provided informed consent and upon 

confirmation of eligibility criteria. 

• Following data was collected from all consented patients as available after consenting at 

baseline.  

o Demographic data such as age, gender, weight, height, waist circumference, and 

ethnic background were captured.  

o Medical history and clinical presentation  

o Duration of Diabetes 

o Laboratory data as available 

o Glycemic events encountered by patients 

o Current treatment given by the doctor 

Patients were followed up as per the scheduled visits in protocol, i.e. 24 weeks, 54 weeks and 104 

weeks. Following data was collected during visits 

• Physical examination 

• Lab tests data as available 

• Glycemic events from last visit to this visit 

• Treatment status 

• Adverse events, if any reported by patients 

3.2 Ethics 

The study did not pose any risk to the patients as it is a non-interventional study. The study was 

performed in accordance with ethical principles that are consistent with International Conference 

on Harmonisation (ICH)/Good Clinical Practice (GCP), applicable regulatory requirements in the 

country. 

The final study protocol, final version of the Informed Consent Form (ICF) and its translation, and 

CRF for the study were approved in writing by an Ethics Committee as appropriate. The study was 

performed in accordance with ethical principles that have their origin in the Declaration of Helsinki 

and are consistent with ICH/GCP, applicable regulatory requirements and the AstraZeneca policy 

on Bioethics. The principal investigator(s) at each centre ensured that the patient was given full and 

adequate oral and written information about the nature, purpose, possible risk and benefit of the 

study. Patients were notified that they were free to discontinue from the survey at any time. The 

patients were given the opportunity to ask questions and allowed time to consider the information 

provided. The patients’s signed and dated informed consent was obtained before conducting any 

procedure specifically for the study. 

3.3 Study Population 

Considering the feasibility and reliability, this study was conducted in these 14 centres and 

approximately 210 adult outpatients with T2DM were enrolled. Patients who gave written informed 
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consent and met all inclusion/exclusion criteria were enrolled in the study. The inclusion and 

exclusion criteria presented below are as in the study protocol. 

3.4 Inclusion Criteria 

• Outpatient ≥18 years of age  

• Diagnosed as T2DM and treated with antidiabetic medicines for at least 3 months and 

suitable for SGLT2 inhibitor as current treatment judged by PI with HbA1c >7.0 %  

• Will provide completed and signed written informed consents  

 

3.5 Exclusion Criteria 

• Hypersensitivity to any SGLT2 inhibitor or any of the components in the formulation  

• Patients with Type 1 diabetes  

• Female patients with gestational diabetes during pregnancy  

• Female patients who are pregnant, intending to become pregnant or breastfeeding  

• Severe medical condition(s) that in the view of the investigator prohibits participation in the 

study e.g. cancer, end stage liver disease, end stage renal failure (non-diabetes related)  

• Use of other investigational drugs at the time of enrolment  

• Renal Function: <30ml/min/1.73m²  

3.6 Criteria for Discontinuation 

Patients could be discontinued from study assessments at any time. Specific reasons allowed for 

discontinuing a patient from this study were: 

    • Voluntary discontinuation by the patient who was at any time free to discontinue his/her 

participation in the study, without prejudice to further treatment. 

    • Safety reasons as judged by the investigator and/or AstraZeneca. 

4. VARIABLES AND EPIDEMIOLOGICAL MEASUREMENTS 

4.1 Exposure 

This was a non-interventional, observational study, the prescribed drugs were bought by patients. 

AstraZeneca did not supply any drugs/medication for this study. The medications prescribed were 

at the sole discretion of the physician. Information regarding current use of other mediation other 

than SGLT2i during the study was captured in the CRF. 

4.2 Outcomes 

4.2.1 Primary Outcomes 

• Change in HbA1c during the 52 weeks follow-up  
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4.2.2 Secondary Outcomes 

• Change in fasting plasma glucose (FPG),  

• Percentage of patients reaching the target of HbA1c <7.0% at the end-point  

• Change in weight (in kilograms)  

• Change in blood pressure (systolic/diastolic, in mmHg)  

• Change in lipids (Total Cholesterol, HDL, LDL and triglycerides, in 

mmol/L)  

• Change in serum creatinine  

• Change in BMI (in kg/m2)  

• Change in waist circumference (in centimetres)  

• Frequency of Hypoglycaemic events (major and minor) 

✓ Major - An event requiring external assistance for recovery 

(hospitalization)  

✓ Minor – An event which can be self-treated  

 

Description of Outcome Variables in Relation to Objectives 

The primary objective of this study was to study the HbA1c outcomes among the study population.  

The secondary objectives were: 

• To estimate the change in fasting plasma glucose (FPG) [Time Frame: day 0, 52 weeks]  

• To estimate the change in weight (in kilograms) [Time Frame: day 0, 52 weeks]  

• To estimate the change in BMI in kg/m 2 [Time Frame: day 0, 52 weeks] 

• To estimate the change in blood pressure (systolic/diastolic, in mmHg) [Time Frame: day 0, 

52 weeks]  

• To estimate the change in lipids (Total Cholesterol, HDL, LDL and triglycerides, in 

mmol/L) [Time Frame: day 0, 52 weeks]  

• To estimate the change in serum creatinine [Time Frame: day 0, 52 weeks]  

• To estimate the changes in waist circumference (in centimetre) [Time Frame: day 0, 52 

weeks]  

• To assess the hypoglycaemic events (including minor and major events) [Time Frame: day 

0, 52 weeks] 

4.3 Other Variables and Covariates 

Not Applicable 
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5. STATISTICAL ANALYSIS 

5.1 Statistical Methods – General Aspects 

The approach to the statistical analysis in this study was descriptive in nature. Continuous data were 

described by mean, standard deviation, median, minimum and maximum. Categorical data were 

described by the number and percentage of patients in each category.  

Description of Analysis Sets 

All of the enrolled population constituted study population. Full analysis set (FAS) was used for the 

analyses of the primary and secondary outcomes, demographics, and other variables of the study. 

5.1.1 Analysis of Primary Endpoint Variables 

• Change in HbA1c during the 52 weeks follow-up  

5.1.2 Analysis of Secondary Variables 

• Change in fasting plasma glucose (FPG) 

• Percentage of patients reaching the target of HbA1c <7.0% at the end-point 

• Change in weight (in kilograms) 

• Change in blood pressure (systolic/diastolic, in mmHg) 

• Change in lipids (Total Cholesterol, HDL, LDL and triglycerides, in 

mmol/L) 

• Change in serum creatinine 

• Change in BMI (in kg/m2) 

• Change in waist circumference (in centimetres) 

• Frequency of Hypoglycaemic events (major and minor) 

✓ Major - An event requiring external assistance for recovery 

(hospitalization) 

✓ Minor – An event which can be self-treated 

5.1.3 Exploratory Objective 

None. 

5.2 Bias 

5.2.1 Methods to Minimize Bias 

All the patients treated as per the standard of care. No study drug was provided by sponsor of the 

study to patients. 
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5.2.2 Adjustment for Multiple Comparisons 

Not Applicable 

5.3 Sample Size and Power Calculations 

Given that there were approximate 20 general practitioners (GPs) and specialist 

medical centres in Singapore, and considering the feasibility and reliability, this study 

was planned to be conducted in these 20 centres and approximately 600 adult 

outpatients with T2DM were planned to be enrolled. Changes in the conduct of the 

Study and Planned analyses 

Initial sample size of the study was estimated to be 600. However due to slow recruitment and 

availability of alternative evidence like CV REAL studies, it was decided to do a protocol 

amendment and close the study with the number patients already recruited (210). 

No interim analysis was performed as planned 

Not all the patients were followed for 104 weeks as planned in the protocol. 

5.4 Data Quality 

Patients not meeting the inclusion/exclusion criteria for a study were not enrolled into the study and 

there were no exceptions to this rule. As the current study is a non-interventional study, hence there 

were no requirement of performing a safety follow-up.  

Raw data were collected on paper CRF by the Investigator/designated investigator staff from the 

source documents. The CRF had pre-defined parameters for facilitation of data entry. In order to 

ensure Patient’s confidentiality, each patient was identified by a unique patient ID in all data and 

documents submitted to AstraZeneca or its representative. Data pertaining to the laboratory results 

was entered in the corresponding section of the CRF.  
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6. RESULTS 

6.1 Study Participation 

6.1.1 Disposition of Patients 

Table 6-2 

A total of 210 patients visiting general and private practitioners in Singapore were enrolled for this 

study. Details of patient disposition are given in Table 6-2 

Table 6-2 Disposition of patients  

  All Enrolled (N=210) 

Total no. of patients completed the study, n (%)  

      Yes 116 (55.24) 

      No 

      Unknown 

77 (36.67) 

17 (8.1) 

Total no. of patients discontinued the study, n (%) 77 (36.67) 

Reason for discontinuation, n (%)  

Adverse-events related (Please state related AE) 

Lost to follow up 

Others (sponsor decision) 

Participant’s decision 

Patient Deceased 

5 (2.3) 

7(3.3) 

43 (20.5) 

3 (1.42) 

1 (0.5) 

All enrolled = Total number of patients consented; 

Percentage is calculated using number of enrolled patients as the denominator
 

6.1.2 Protocol Deviation 

 

6.2 Main Results 

6.2.1 Demographic Characteristics 

Demographic information of the study population has been given in Table 6-3 below in detail.  The 

mean age of the study population was 54.82 ±11.34 years, and majority (65.24%) of participants were 

males.  
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Table 6-3 Demographic Information (Full Analysis Set) 

 

Parameters Recorded FAS (N=210) 

Age (Year), n 208 

Mean (SD) 54.82 (±11.34) 

Median (Min, Max) 56 (27,90) 

Gender, n (%) 209 

Female 72 (34.29) 

Male 137 (65.24) 

Height (cm), n  206 

Mean (SD) 165.16 (±33.01) 

Median (Min, Max) 165.5 (145, 193) 

Weight (kg), n  210 

Mean (SD) 82.35 (±39.10) 

Median (Min, Max) 79.9 (47.7, 132.5) 

Waist Circumference (cm), n 68 

Mean (SD) 102.62 (±48.75) 

Median (Min, Max) 103.45 (62, 137) 

BMI (kg/m2), n  151 

Mean (SD) 30.23 (±14.46) 

Median (Min, Max) 29.25 (19.35, 49.80) 

Max = Maximum, Min = Minimum, n = Number of patients, S.D = Standard Deviation, cm = centimeter 

 

6.2.2 Baseline Characteristics 

 6.2.2.1 Vital Information of Study Patients 

Vital information details of the enrolled patients are listed in Table 6-4 below.  Data revealed that 

blood pressure of patients of FAS were within normal range. 
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Table 6-4 Vital Information (Full Analysis Set) 

Vital Parameters FAS (N=210) 

Resting Blood pressure (mmHg)  

    Systolic  

N 179 

Mean (SD) 133 (±49.59) 

Median (Min, Max) 130 (94,195) 

Missing 31 

    Diastolic  

N 176 

Mean (SD) 79 (±30.48) 

Median (Min, Max) 80 (59,111) 

Missing 34 

Max = Maximum, Min = Minimum, n = Number of patients, S.D = Standard Deviation 
 

6.2.2.2 Summary of Personal and Medical History of Study Patients 

Personal and medical history of the study participants along with diabetes duration has been 

provided in detail in Table 6-5. Majority of the participants were non-smokers (71.43%) and never 

consumed alcohol (68.57%). Hypertension and dyslipidaemia were the commonest underlying 

disorders. Duration of diabetes was over 10 years in majority of the study participants (47.14%).  

Table 6-5 Personal and Medical History (Full Analysis Set) 

Parameters FAS (N=210) 

Smoking n (%)  

Current 20 (9.52) 

Former 25 (11.90) 

Never 150 (71.43) 

Unknown 15 (7.14) 

Alcohol Consumption n (%)  

Current 36 (17.14) 

Former 10 (4.76) 

Never 144 (68.57) 
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Parameters FAS (N=210) 

Unknown 20 (9.52) 

Medical History n (%)  

Dyslipidemia 182 (86.67) 

Hypertension 162 (77.14) 

Coronary Artery Disease 74 (35.24) 

Cerebrovascular disease 8 (3.81) 

Nephropathy 32 (52.24) 

Diabetes Duration n (%)  

< 1year 8 (3.81) 

1-5 years 47 (22.38) 

5-10 years 53 (25.24) 

>10 years 99 (47.14) 

Unknown 3 (1.34) 

 

 

 

6.2.2.3 Laboratory Investigation Results of Study Patients 

The baseline levels of different parameters recorded at the onset of the study have been given in 

Table 6-6 below. The mean total cholesterol, HDL and LDL levels were within normal limits while 

the mean triglyceride level was on the higher side. The mean FPG, HbA1c and serum creatinine 

levels were also high.  

 

Table 6-6 Laboratory Investigation (Full Analysis Set) 

Parameters FAS (N=210) 
LIPID PROFILE  

    Total Cholesterol (mmol/L)  

         N 153 
         Mean (SD) 5.15 (±3.14) 

         Median (Min, Max) 4.43 (1.75, 15.04) 
         Missing 57 
    HDL Cholesterol (mmol/L)  

         N 154  
         Mean (SD) 1.36 (±0.87) 
         Median (Min, Max) 1.14 (0.55, 5.38) 
         Missing 56 
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Parameters FAS (N=210) 
    LDL Cholesterol (mmol/L)  

         N 153 
         Mean (SD) 3.02 (±2.44) 
         Median (Min, Max) 2.46 (0.74, 24.35) 
         Missing 57 
    Triglycerides (mmol/L)  

         N 154 
         Mean (SD) 2.96 (±3.17) 
         Median (Min, Max) 1.72 (0.47, 21.53) 
         Missing 56 
BLOOD GLUCOSE  

    FPG (mmol/L)  

         N 159 
         Mean (SD) 10.25 (±5.38) 
         Median (Min, Max) 9.8 (3.3, 23.2) 
         Missing 51 
    HBA1C (%)  

         N 209 
         Mean (SD) 9.06 (±1.54) 
         Median (Min, Max) 8.8 (5.7, 17) 
         Missing 2 

KIDNEY FUNCTION  

Serum Creatinine (mmol/L)  
         N 159 

         Mean (SD) 0.26 (±0.37) 
         Median (Min, Max) 0.09 (0.04, 2.01) 
         Missing 51 

FPG= Fasting Plasma Glucose, HbA1C= Glycated hemoglobin, HDL= High Density Lipid, LDL= Low Density Lipid, 

Max= Maximum, Min= Minimum, n = Number of patients, SD=Standard Deviation  
 

6.2.3 Medication Summary 

Dapagliflozin was the most commonly used SGLT2 inhibitor, while other anti-hyperglycemic 

medications used commonly included metformin, sitagliptin, glicazide, metformin XR and 

glipizide. The details of all the medications used by the study participants have been provided in 

the appendix 1. 

6.2.4 Primary Objective: 

Change in HbA1c during the 52 weeks follow-up 

A significant decrease in the mean HbA1c level was noted at the 52 weeks follow up (mean 

difference: 1.13±0.11; p <.0001; Table 6-7). 
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Table 6-7. Difference in HbA1c levels between Baseline and Week 52  

HBA1c (%) Baseline 24 weeks 52 weeks 104 weeks Mean difference P value* 

N 209 180 167 101 

1.13 <.0001 

Mean 9.06 7.97 7.97 7.95 

SD 1.54 2.89 2.01 2.07 

Median 8.8 7.6 7.7 7.7 

Min 5.7 5 5.2 5.5 

Max 17 12.8 12.7 13.3 

*P-value (baseline vs 52 weeks) is estimated based on t test 

6.2.5 Secondary Objective: 

Change in other parameters at 52 weeks 

The secondary objectives included analyses of changes in terms of FPG, weight, blood pressure, 

lipids, serum creatinine, BMI, and waist circumference at the end of 52 weeks. Percentage of 

patients reaching the target of HbA1c <7.0% at the end-point and the frequency of hypoglycaemic 

events (major and minor) were also assessed. Table 6-8 enumerates the changes noted at the end of 

52 weeks and the significance values. 

Table 6-8. Difference between Baseline and Week 52 in terms of secondary variables 

 

 

 Baseline 24 weeks 52 weeks 104 weeks Mean difference P value 

FPG (mmol/L) 

N 159 139 132 79 

0.58 0.5305 

Mean 10.25 8.78 8.86 8.88 

SD 5.38 5.00 5.05 5.07 

Median 9.8 8 7.75 7.9 

Min 3.3 4.2 3.2 4.1 

Max 23.2 24.8 29.8 24.2 

LDL (mmol/L) 

N 153 141 140 87 

-0.15 0.7338 

Mean 3.02 2.64 2.62 2.49 

SD 2.44 1.52 1.34 1.32 

Median 2.46 2.45 2.54 2.37 

Min 0.74 0.67 0.33 0.61 

Max 24.35 5.77 5.43 6.49 

HDL (mmol/L) 

N 154 144 142 88 
-0.18 0.4813 

Mean 1.36 1.26 1.26 1.33 
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SD 0.87 0.70 0.62 0.87 

Median 1.14 1.14 1.18 1.14 

Min 0.55 0.61 0.53 0.61 

Max 5.38 3.44 3.16 5.9 

Triglycerides (mmol/L) 

N 154 144 142 88 

-0.05 0.9499 

Mean 2.96 2.10 2.18 2.11 

SD 3.17 1.61 2.01 1.89 

Median 1.72 1.67 1.70 1.61 

Min 0.47 0.61 0.21 0.52 

Max 21.53 10.32 15.95 12.26 

Total cholesterol (mmol/L) 

N 153 144 140 88 

-0.4 0.6355 

Mean 5.15 4.59 4.59 4.20 

SD 3.14 2.43 2.27 1.98 

Median 4.43 4.32 4.34 3.95 

Min 1.75 2.12 2.28 1.58 

Max 15.04 10.21 13.45 10.65 

Serum creatinine (mmol/L) 

N 159 149 141 92 

0.09 0.0137 

Mean 0.26 0.08 0.13 0.12 

SD 0.37 0.07 0.19 0.15 

Median 0.09 0.08 0.08 0.08 

Min 0.04 0.01 0.03 0.03 

Max 2.01 0.92 1.24 0.95 

BMI (kg/m2) 

N 151 133 126 87 

0.78 <.0001* 

Mean 30.23 29.72 29.85 29.03 

SD 14.46 15.11 15.35 14.79 

Median 29.25 28.49 29.34 28.24 

Min 19.35 20.27 20.50 19.33 

Max 49.80 53.44 52.58 43.67 

*Significant P-value; FPG= Fasting Plasma Glucose, SBP = Systolic Blood Pressure, DBP = Diastolic Blood 

Pressure, HDL= High Density Lipid, LDL= Low Density Lipid. Mean difference was calculated using formula, 52 

weeks – baseline for each individual patient and mean has been taken 

A significant difference in SBP, DBP, weight, BMI and waist circumference were noted at 

the end of week 52 (Table 6-8). Although non-significant, a reduction in other parameters 

including serum creatinine (0.09 mmol/L; p=0.0137) FPG (0.58 mmol/L; p =0.5305) and 

cholesterol levels (Table 6-8) was noted. 
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6.2.5.1 Glycemic events 

There were no major hypo glycemic events (requiring hospitalization) noted during the entire study 

period (Figure 2). Four minor events (self-treated) were reported at week 52. 

Figure 2.  Graph depicting minor hypoglycaemic events  

 

A total of 39 (18.6%) patients reached the target of HbA1c <7.0% at 52 weeks (Figure 3).  

Figure 3. HbA1c level at week 52 
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7. SAFETY EVALUATION 

7.1 Adverse Events 

A total of 99 adverse events (Figure 4, Table 7-9) including 6 serious adverse events (SAEs) were 

reported in 60 patients (28.6%). Among these, a definite relation to the study drug was reported in 

2 cases (2.02%; Figure 5-a). The medication had to be withdrawn in 5 cases (5.05%; Figure 5-c). 

Medication to resolve the AE were provided in 77% of the cases and majority (88%) of the events 

resolved without any sequelae (Figure 5-d).  

Figure 4. Adverse events 

 

 

Table 7-9. Details about Adverse Events 

Total number of events 99  

Adverse events 93 93.9 

Serious adverse events 6 6.1 

 

The most commonly reported adverse events included chest pain (4.8%), gasteroenteritis (2.4%), 

urinary tract infection (2.4%), epigastric pain (1.9%), right shoulder pain (1.9%) and shortness of 

breath (1.9%). Table 7-10 enumerates all the adverse events. 

 

 

Yes, 28.6%

No, 71.4%

Adverse events
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Table 7-10. List of Events 

Name of adverse event Count Percentage 

Chest pain 10 4.8 

Gastroenteritis 5 2.4 

Urinary Tract Infection 5 2.4 

Epigastric pain 4 1.9 

Right shoulder pain 4 1.9 

Shortness of breath 4 1.9 

Fluid overload 3 1.4 

Abdominal pain 2 1.0 

Cough 2 1.0 

Muscle pain 2 1.0 

Abscess of right armpit 1 0.5 

Acute pulmonary edema 1 0.5 

AKI 1 0.5 

ARU 1 0.5 

Back and shoulder pain 1 0.5 

Back pain 1 0.5 

Balanitis 1 0.5 

Bilateral lower legs cellulitis 1 0.5 

Blurred vision hazy 1 0.5 

Burning sensation in mouth dry mouth 1 0.5 

Ca rectum 1 0.5 

Cellulitis below L+ eye 1 0.5 

Chest pain and headache 1 0.5 

Claudication R+ calf cramp and pain 1 0.5 

Constipation 1 0.5 

Cough and Shortness of breath 1 0.5 

Cut on L+ index finger 1 0.5 

Dog bitten 1 0.5 

Fall 1 0.5 

Fall: Cause left foot pain 1 0.5 

Fall-Left arm injury 1 0.5 

Fatty Liver (newly diagnosed) 1 0.5 

Feels hungry 1 0.5 

Fever and Vomiting (due to foot cellulitis) 1 0.5 

Fracture of L+ little toe kicked on the wall 1 0.5 

Giddiness (Acute vertigo) 1 0.5 

Giddiness and tiredness 1 0.5 

Headache 1 0.5 
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Heartburn 1 0.5 

Hypoglycaemia 1 0.5 

Increase Creatinine level 1 0.5 

Itch but no rashes 1 0.5 

L+ Ear pain 1 0.5 

L+ side neck pain 1 0.5 

L+ upper back abscess 1 0.5 

L+ upper back wound infection 1 0.5 

Left Ankle Sprain 1 0.5 

Left breast lump 1 0.5 

Left loin to lumbar region pain 1 0.5 

Lower respiratory tract infection 1 0.5 

Lymphedema 1 0.5 

Migraine 1 0.5 

Neck pain (Due to cervical spondylosis) 1 0.5 

Osteoarthritis 1 0.5 

R+ shoulder and R+ leg pain due to RTA 1 0.5 

Right armpit swelling 1 0.5 

Right Elbow pain after fall 1 0.5 

Shoulder pain (mainly right side) 1 0.5 

Shortness of breath (Worsening of Asthma) 1 0.5 

Skin Fungal Infection 1 0.5 

Skin Itchiness 1 0.5 

Sleep Disturbance, fleeing tired, unable to concentrate, unable to walk 1 0.5 

Terminal Ileitis 1 0.5 

URTI and Body pain 1 0.5 

UTI regimen antibiotic by GP 1 0.5 

Vaginal Candidiasis 1 0.5 

Weakness of both arms 1 0.5 

Worsen of left DM Foot Complications 1 0.5 
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Figure 5. Details of the AE. a) Relationship of the AE to the drug; b) Intensity of the AE; c) 

Actions taken; d) Outcomes noted 
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8. CONCLUSION & DISCUSSION 

8.1 Discussion 

The current non- interventional, observational, multicentre, retrospective (existing patients on 

SGLT2i), and prospective study revealed several positive outcomes following management of 

T2DM with SGLT2 inhibitors. Earlier studies have enumerated the benefits of SGLT2i in terms of 

improved blood glucose levels, and reduction in blood pressure and weight (7).  

 

A significant decrease in the HbA1c levels was noted in the current study at 52 weeks following 

the introduction of SGLT2i. A significant improvement in glycemic control with SGLT2i among 

patients with T2DM has been reported in several meta-analyses (8). It was noted that the maximum 

reduction in HbA1c levels occurred within a span of 6 months and was maintained until 1 year (9). 

This class of drug has a favourable effect in the reduction of HbA1c levels according to data 

available from 58 clinical trials (10). Apart from improving blood glucose levels, SGLT2 inhibitors 

are also known to exert numerous other benefits (7). Accordingly, significant difference in terms of 

SBP, DBP, weight, BMI and waist circumference were noted at the end of week 52 in the current 

study. Further, although non-significant, a considerable reduction in other parameters including 

FPG, cholesterol and serum creatinine levels was also noted. Weight reduction of up to 3 kg has 

been reported with the use of SGLT2 inhibitors (11). This reduction in body weight was attributed 

to a reduction in the body fat mass (12). Significant decrease in waist circumference as well as 

visceral fat has been noted in obese patients over a period of 6 months (13).  

 

The influence of SGLT2i on blood pressure and cholesterol levels has also been well proven. 

Hypertension is commonly noted in individuals diagnosed with T2DM and is considered as a major 

risk factor for cardiovascular diseases. Reduction in blood pressure levels decreases the risk of 

T2DM associated macro- and microvascular complications (14). The reduction in SBP and DBP 

levels has been attributed to the influence of SGLT2i on osmotic diuresis and mild natriuresis (15).   

 

Adverse events following the therapy with SGLT2i were noted in 28% of the patients with a direct 

relation to the drug reported in only about 2% of the cases. The most commonly reported adverse 

events in the current study included urinary tract infection, chest pain, shortness of breath, 

gastroenteritis, and epigastric pain. Majority of the adverse events resolved without any sequelae. 

However, there were no major hypo/hyperglycaemic events reported at week 52. Overall, the 

SGLT2 inhibitors are reported to be well tolerated (14). They are also considered safe when 

administered as monotherapy or in combination with other oral anti-diabetes agents and insulin (8)  

There were a few limitations in this study. The initial sample size of the study was estimated to be 

600. However due to slow recruitment and availability of alternative evidence such as CV REAL 

studies, it was decided to do a protocol amendment and close the study with the number patients 

already recruited. Further, the follow up duration was limited to 52 weeks instead of 104 weeks. 

Therefore, the results obtained are of exploratory nature. Nevertheless, the outcomes of the study 

with a limited number of study participants show promising results and are helpful in planning 

further research.  
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8.2 Conclusion 

The outcomes of the current study suggest that SGLT2i are relatively effective in T2DM patients 

and brings about a significant decrease in HbA1c levels. Considerable reduction in weight, waist 

circumference, BMI, cholesterol and blood pressure levels were also noted. Although associated 

with a few of commonly known adverse effects, based on the widely available safety data, SGLT2i 

can be considered an effective option in T2DM. 
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10. APPENDICES 

Appendix 1 – Details of medications used during the study. 

 

Class of drugs Baseline 24 Wks 52 Wks 104 Wks 

Count Percentage Count Percentage Count Percentage Count Percentage 

Anti-hyperglycemic medications 131 62.4 124 67.8 111 63.8 78 72.2 

Anti-hypertensive 255 121.4 226 123.5 211 121.3 134 124.1 

Any other 344 163.8 350 191.3 353 202.9 216 200.0 

DPP4i 93 44.3 86 47.0 81 46.6 50 46.3 

Insulin, basal 35 16.7 34 18.6 38 21.8 33 30.6 

Insulin, pre-mix 28 13.3 37 20.2 31 17.8 17 15.7 

Metformin 175 83.3 147 80.3 144 82.8 82 75.9 

SGLT2i 195 92.9 165 90.2 144 82.8 91 84.3 

Statins 156 74.3 143 78.1 140 80.5 90 83.3 

 

Medication 

prescribed 

Baseline 24 Wks 52 Wks 104 Wks 

Coun

t 

Percentag

e 

Coun

t 

Percentag

e 

Coun

t 

Percentag

e 

Coun

t 

Percentag

e 

Dapagliflozin 174 82.9 141 77.0 112 64.4 70 64.8 

Metformin 102 48.6 5 2.7 4 2.3 4 3.7 

Sitagliptin 56 26.7 45 24.6 47 27.0 30 27.8 

Atorvastatin 55 26.2 53 29.0 50 28.7 33 30.6 

Simvastatin 51 24.3 42 23.0 42 24.1 25 23.1 

Gliclazide 50 23.8 42 23.0 40 23.0 42 38.9 

Metformin XR 49 23.3             

Aspirin 42 20.0 41 22.4 43 24.7 28 25.9 

Amlodipine 40 19.0 36 19.7 31 17.8 23 21.3 

Rosuvastatin 38 18.1 39 21.3 38 21.8 16 14.8 

Bisoprolol 36 17.1 4 2.2 40 23.0 26 24.1 

Omeprazole 34 16.2 38 20.8 37 21.3 26 24.1 

Fenofibrate 33 15.7 35 19.1 35 20.1 16 14.8 

Losartan 32 15.2 30 16.4 27 15.5 20 18.5 
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Glipizide 28 13.3 24 13.1 24 13.8 17 15.7 

Gliclazide MR 26 12.4 21 11.5 17 9.8     

Insulin glargine 25 11.9 31 16.9 30 17.2 23 21.3 

Saxagliptin + 

Metformin 

25 11.9             

Clopidogrel 19 9.0 18 9.8 18 10.3 12 11.1 

Valsartan 19 9.0 16 8.7 14 8.0 9 8.3 

Acarbose 18 8.6 19 10.4 17 9.8 12 11.1 

Vitamin B 18 8.6 17 9.3 20 11.5 17 15.7 

Enalapril 17 8.1 15 8.2 15 8.6 5 4.6 

Glyceryl Trinitrate 17 8.1 17 9.3     12 11.1 

Atenolol 16 7.6 15 8.2 13 7.5 10 9.3 

Insulin aspart 16 7.6 21 11.5 24 13.8 13 12.0 

Empagliflozin 15 7.1 15 8.2 22 12.6 19 17.6 

Irbesartan 15 7.1 14 7.7 13 7.5 7 6.5 

Insulin human 14 6.7 14 7.7 10 5.7 7 6.5 

Amlodipine + 

Valsartan 

13 6.2 12 6.6 10 5.7     

Isosorbide 

mononitrate CR 

13 6.2 13 7.1         

Hydrochlorothiazide 11 5.2 6 3.3 8 4.6 5 4.6 

Levothyroxine 11 5.2 13 7.1 12 6.9 6 5.6 

Linagliptin 11 5.2 18 9.8 18 10.3 5 4.6 

Saxagliptin 10 4.8 5 2.7 2 1.1 1 0.9 

Omega 3 fish oil 9 4.3 12 6.6 14 8.0 7 6.5 

Perindopril 9 4.3 10 5.5 9 5.2 5 4.6 

Furosemide 8 3.8 9 4.9 9 5.2 6 5.6 

Liraglutide 8 3.8 8 4.4 6 3.4 4 3.7 

Nifedipine 8 3.8 11 6.0 1 0.6     

Telmisartan 8 3.8 7 3.8 6 3.4 4 3.7 

Canagliflozin 7 3.3 6 3.3 2 1.1     

Famotidine 7 3.3 8 4.4 6 3.4 1 0.9 

Vildagliptin 7 3.3 6 3.3 4 2.3     

Crestor 6 2.9         6 5.6 

Ezetimibe 6 2.9 7 3.8 6 3.4 4 3.7 

Orlistat 6 2.9 3 1.6 2 1.1     

Sitagliptin + 

Metformin 

6 2.9 10 5.5 24 13.8 24 22.2 

Bisoprolol fumarate 5 2.4 42 23.0         

Lisinopril 5 2.4 8 4.4 8 4.6 4 3.7 

Spironolactone 5 2.4 5 2.7 4 2.3 2 1.9 

Allopurinol 4 1.9 4 2.2 4 2.3 1 0.9 

Lovastatin 4 1.9 4 2.2 3 1.7 3 2.8 
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Nebivolol 4 1.9 5 2.7 4 2.3 2 1.9 

Vildagliptin + 

Metformin 

hydrochloride 

4 1.9             

Candesartan 3 1.4 1 0.5         

Glucosamine 3 1.4 6 3.3 4 2.3 2 1.9 

Imidapril 3 1.4 1 0.5 1 0.6 1 0.9 

Insulin glulisine 3 1.4 4 2.2 6 3.4 5 4.6 

Ivabradine 3 1.4 4 2.2 3 1.7 1 0.9 

Januvia 3 1.4 3 1.6 1 0.6 3 2.8 

Paracetamol 3 1.4 1 0.5 5 2.9 1 0.9 

Potassium SR 3 1.4 4 2.2 2 1.1     

Amoxicillin + 

Clavulanic acid 

2 1.0 2 1.1 1 0.6     

Apixaban 2 1.0 3 1.6 2 1.1 1 0.9 

Aqueous cream 2 1.0 3 1.6 4 2.3 4 3.7 

Calcium carbonate 

(Vitamin D) 

2 1.0             

Carvedilol 2 1.0         1 0.9 

Clotrimazole gel 2 1.0             

Dapagliflozin + 

Metformin 

2 1.0     3 1.7     

Etoricoxib 2 1.0 1 0.5 4 2.3 1 0.9 

Ferrous fumarate 2 1.0 1 0.5         

Gabapentin 2 1.0 4 2.2 2 1.1 2 1.9 

Glibenclamide 2 1.0 1 0.5 1 0.6     

Glimepiride 2 1.0             

Glyburide + 

Metformin HCl 

2 1.0             

Insulin detemir 2 1.0             

Ispaghula Husk oral 

powder 

2 1.0 1 0.5 2 1.1 2 1.9 

Ketoprofen  2 1.0             

Mecobalamin 

(Vitamin B12) 

2 1.0 2 1.1 1 0.6     

Methyldopa 2 1.0 1 0.5 1 0.6     

Mometasone furoate 

nasal spray 

2 1.0             

Olmesartan 2 1.0 1 0.5 2 1.1     

Perindopril arginine + 

amlodipine 

2 1.0             

Pioglitazone 2 1.0 3 1.6 3 1.7 3 2.8 

Pregabalin 2 1.0 2 1.1 1 0.6 1 0.9 

Sulponyl urea 2 1.0             
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Thyroxine 2 1.0         1 0.9 

Tramadol 2 1.0 1 0.5 2 1.1     

Trimetazidine 2 1.0 4 2.2 4 2.3 1 0.9 

Aceclofenac + 

Paracetamol 

1 0.5             

Amitriptyline 1 0.5 1 0.5 1 0.6 1 0.9 

Amlodipine + 

Atenolol 

1 0.5             

Amlodipine + 

Losartan 

1 0.5     2 1.1     

Anarex 1 0.5 1 0.5     1 0.9 

Azathioprine 1 0.5             

Betahistine 1 0.5 1 0.5 1 0.6     

Bilastine 1 0.5             

Cardiprin 1 0.5     2 1.1     

Celecoxib 1 0.5             

Charcoal 1 0.5             

Chlorphenamine 1 0.5     1 0.6 1 0.9 

Cholecalciferol 

(Vitamin D3) 

1 0.5             

Cloxacillin 1 0.5             

Colchicine 1 0.5 1 0.5 1 0.6     

Concor 1 0.5         4 3.7 

Dabigatran 1 0.5 1 0.5 1 0.6     

Digoxin 1 0.5 1 0.5 2 1.1 1 0.9 

Domperidone 1 0.5 2 1.1 1 0.6 1 0.9 

Donepezil 1 0.5 1 0.5         

Dutasteride 1 0.5 1 0.5 1 0.6 1 0.9 

Esomeprazole 1 0.5     2 1.1 2 1.9 

Ethambutol 1 0.5             

Exetemixe 1 0.5             

Ezetimibe + 

Simvastatin 

1 0.5 1 0.5 2 1.1 2 1.9 

Gliclazide XR 1 0.5 2 1.1         

Hydralazine 1 0.5 1 0.5 2 1.1 1 0.9 

Hydroxyzine 1 0.5 2 1.1 1 0.6     

Hypromellose Eye 

drop 

1 0.5 1 0.5 1 0.6     

Insulin lispro 1 0.5 1 0.5 1 0.6     

Isoniazid 1 0.5             

Lactulose 1 0.5         3 2.8 

Lipanthyl Supra 1 0.5             

Loratadine 1 0.5 2 1.1 1 0.6     
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Losartan potassium + 

Hydrochlorothiazide 

1 0.5             

Magnesium 1 0.5             

Metformin + 

Vildagliptin 

1 0.5             

Metoclopramide 1 0.5 1 0.5 2 1.1     

Metoprolol 1 0.5             

Novare 1 0.5 1 0.5         

Pantoprazole 1 0.5             

Penicillin 1 0.5             

Phenoxymethyle 1 0.5             

Probiotics 112.5 

billion 

1 0.5 2 1.1         

Prucalopride 1 0.5 1 0.5 1 0.6 1 0.9 

Ranolazine 1 0.5             

Rifampicin 1 0.5             

Salbutamol inhaler 1 0.5             

Salmeterol + 

Fluticasone 

propionate 

1 0.5 1 0.5         

Tanatil 1 0.5             

Tenofibrate 1 0.5             

Theophylline SR 1 0.5 1 0.5 1 0.6     

Tiotropium bromide 1 0.5             

Tocotrienols 1 0.5             

Trimetazidine 

dihydrochloride 

1 0.5             

Ubiquinol 1 0.5             

Urea cream 1 0.5         1 0.9 

Valsartan + 

Hydrochlorothiazide 

1 0.5 1 0.5 1 0.6 1 0.9 

Venlafaxine 1 0.5     1 0.6     

Acetylcysteine         1 0.6     

Ascorbic acid 

(Vitamin C) 

    1 0.5 1 0.6 1 0.9 

Atenolol + Nifedipine     1 0.5         

Beclometasone 

inhaler 

    1 0.5         

Betametlasone cream     2 1.1 1 0.6     

Bimatoprost Eye drop             1 0.9 

Brimonidine Eye drop             1 0.9 

Calcium             1 0.9 

Calcium Carbonate 

(Vitamin D3) 

    2 1.1 2 1.1 4 3.7 
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Cardipril             1 0.9 

Cholecalciferol             1 0.9 

Cinnavizin             1 0.9 

Citirizine             1 0.9 

Clotrimazole     1 0.5     1 0.9 

Clotrimazole cream         2 1.1     

Co-amoxiclav             1 0.9 

Corstor             2 1.9 

Cortar     1 0.5         

Cozaar             1 0.9 

Crotor         1 0.6     

Dapagliflozin + 

metformin 

hydrochloride 

    2 1.1         

Dequalinium LO2             1 0.9 

Dextran + 

Hypromellose 

    2 1.1         

Dextromethorphan         2 1.1 1 0.9 

Diamician MR         2 1.1     

Diamicron Mr             2 1.9 

Doxycycline         1 0.6     

Duloxetine             1 0.9 

Duodart cap         1 0.6     

Ealmimet         1 0.6 1 0.9 

Erythromycin     1 0.5         

Exforge             8 7.4 

Ezetere         1 0.6     

Ezetrol             1 0.9 

Ferrous gluconate             1 0.9 

Galvus             1 0.9 

Galvus Met         1 0.6     

Gapapentin         1 0.6     

Influenza accine         1 0.6     

Invokana         1 0.6     

Inxija     1 0.5         

Isosorbide             2 1.9 

Isosorbide CR             2 1.9 

Isosorbide 

mononitrate 

        13 7.5 2 1.9 

Janpril         1 0.6     

Ketoprofen     3 1.6         

Lactulose syrup         2 1.1     

Lanatril             1 0.9 
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Lanoxin PG     1 0.5         

Latanoprost eye drop     2 1.1         

Linagliptin+Metformi

n 

    1 0.5         

Lipanghe             1 0.9 

Losartan + 

Hydrochlorothiazide 

        3 1.7 1 0.9 

Losartan potassium 

+hydrochlorothiazide 

    2 1.1         

Macobalamin             1 0.9 

Magnesium trisilicate 

mixture 

        2 1.1     

Mecobalalmin         1 0.6     

Metformin Extended 

release 

    129 70.5         

Metformin XR 

Extended release 

        122 70.1 64 59.3 

Miconazole + 

hydrocortisone 

        2 1.1     

Miconazole cream     2 1.1 1 0.6     

Miconazole nitrate + 

hydrocortisone cream 

    1 0.5         

Mirtazapine sol tab             1 0.9 

Niacin ER             1 0.9 

Nifedipine LA         9 5.2     

Nifetex             1 0.9 

Nitroglycerin         17 9.8     

Ocean brand miltivita             1 0.9 

Octenisan wash lotion             1 0.9 

Olive oil         1 0.6     

Optifast meal- replace 

menu 

            1 0.9 

Orphenadrine Citrate 

and Paracetamol 

        3 1.7     

Penicillin V     1 0.5 1 0.6 1 0.9 

Pentaprazole         1 0.6     

Pentoxifylline     1 0.5         

Phentermine     1 0.5 2 1.1 1 0.9 

Piracetam     1 0.5         

Planix             1 0.9 

Procodin syrup             1 0.9 

Ranexa             1 0.9 

Ranrexa         1 0.6     

Rivaroxaban     1 0.5 2 1.1 1 0.9 
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Sacubitril + valsartan          1 0.6     

Salbutamol     1 0.5         

Salmeterol + 

fluticasone propionat 

        2 1.1     

Sangobion     1 0.5     3 2.8 

Saxagliptin + 

Metformin hcl 

        4 2.3     

Saxagliptin + 

Metformin XR 

    17 9.3         

Senna glycoside     1 0.5         

Tamsulosin     1 0.5         

Tamsulosin HCL         2 1.1     

Tanquita     1 0.5 1 0.6 1 0.9 

Tapentadol     1 0.5         

Tardiana     1 0.5         

Tardiance         1 0.6     

Tecagnelor             1 0.9 

Terbinafin         1 0.6     

Ticagrelor         1 0.6     

Tiotropium     1 0.5 1 0.6     

Triamcinolone     1 0.5 1 0.6     

Urea 10%cream         1 0.6     

Vastaner air             1 0.9 

Vastarl Mr             1 0.9 

Vitamin D     1 0.5 3 1.7     

Vytoxin     1 0.5         

Warfarin sodium     2 1.1         

Xigduo             2 1.9 

 


