
Obesity Pillars 4 (2022) 100045
Contents lists available at ScienceDirect

Obesity Pillars

journal homepage: www.journals.elsevier.com/obesity-pillars
Weight-centric treatment of type 2 diabetes mellitus

Wissam Ghusn a, Maria Daniela Hurtado b, Andres Acosta a,*

a Precision Medicine for Obesity Program, Division of Gastroenterology and Hepatology, Department of Medicine, Mayo Clinic, Rochester, MNMayo Clinic, Rochester, MN,
USA
b Division of Endocrinology, Diabetes, Metabolism, and Nutrition, Department of Medicine, Mayo Clinic, Jacksonville, FL, USA
A R T I C L E I N F O

Keywords:
Medications
Type 2 diabetes mellitus
T2DM
Weight gain
Weight loss
* Corresponding author. Mayo Clinic Charlton 8-
E-mail addresses: Wissamghosn777@gmail.com
URL: https://www.mayo.edu/research/labs/pre

https://doi.org/10.1016/j.obpill.2022.100045
Received 1 November 2022; Received in revised fo
2667-3681/© 2022 The Authors. Published by Else
(http://creativecommons.org/licenses/by-nc-nd/4.0
A B S T R A C T

Background: Chronic non-communicable diseases (CNCD) represent a major cause of morbidity and mortality.
Type 2 diabetes mellitus (T2DM) is one of the most prevalent CNCD that is associated with a significant medical
and economic burden. One of the main modifiable risk factors of T2DM is obesity. Many medications used for
T2DM can lead to weight gain, worsening one of the root causes of this disease.
Methods: In this clinical review, we study the effect of medications for T2DM on body weight. We used MEDLINE,
Google scholar, PubMed, Scopus, and Embase databases to search for relevant studies between 1 January 1950 to
20 September 2022 in English language. Here, we review the most prescribed medications for T2DM and sum-
marize their effect on patients’ body weight. We will also present an expert opinion on a recommended weight-
centric approach to treat T2DM.
Results: Multiple T2DM medications have been associated with weight gain. Insulin, sulfonylureas, thiazolidine-
diones and meglitinides may increase body weight. However, biguanides (e.g., metformin), glucagon-like peptide-
1 agonists (e.g., semaglutide, liraglutide, tirzepatide), sodium-glucose cotransporter 2 inhibitors, and amylin
analogs (e.g., pramlintide) are associated with significant weight loss. Dipeptidyl peptidase-4 inhibitors are
considered weight neutral medications. Experts in the fields of endocrinology and obesity recommend utilizing a
weight-centric approach when treating T2DM.
Conclusion: Considering the high prevalence and debilitating complication of T2DM, it is of utmost importance to
shift from a weight gain approach (i.e., insulin, sulfonylureas) into a weight loss/neutral one (i.e., GLP-1 agonists,
SGLT-2 inhibitors, metformin).
1. Introduction

Chronic non-communicable diseases (CNCD) accounted for an esti-
mate of 40.5 million (71%) of worldwide deaths in 2016. Out of these
deaths, 32.2 million (80%) can be attributed to cancers, chronic car-
diovascular and respiratory diseases, and type-2 diabetes mellitus
(T2DM) [1]. Considering the high morbidity and mortality rate of such
diseases, significant efforts have been put to establish its modifiable risk
factors. One of the most treatable contributory diseases to CNCD is
obesity [2–4]. Several studies showed a higher prevalence of CNCD (e.g.,
T2DM, hypertension, chronic heart disease) in patients with obesity [5].
Consequently, treating obesity can aid in preventing and limiting the
progression of CNCD [6].

T2DM represents one of the most significant comorbidities associated
with obesity [7]. Similarly, obesity is considered a major risk factor for
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developing T2DM [8,9]. Their close and bidirectional relationship
created the connotation “diabesity” to reflect this solid linkage [10].
Around 20% of patients with obesity have T2DM [11] and 89% of pa-
tients with diabetes have overweight or obesity [12]. These percentages
are expected to increase if we fail to manage both diseases simulta-
neously [13,14]. In fact, patients with obesity have an odds ratio of 3.19
of developing T2DM [15]. Hence, it is of immense importance to treat
each disease without aggravating the other. For example, some treat-
ments for T2DM (i.e., medications) can lead to weight gain, worsening
the pathophysiological cause behind T2DM.

Several medications carry the side effect of weight gain [16] or loss
[17]. Choosing the suitable medications becomes a critical process in
certain groups of patients [18]. For example, patients with overweight or
obesity are more prone to stop medications causing more weight gain
[19,20]. Similarly, patients whose weight is below the average might
prefer medications that do not cause further weight loss. This becomes
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Abbreviations

ADA American Diabetes Association
CNCD Chronic non-communicable diseases
DPP Diabetes Prevention Program
DPP-4 dipeptidyl peptidase-4
EASD European Association for the Study of Diabetes
GIP gastric-inhibitory polypeptide;
GLP-1 glucagon-like peptide-1
HbA1c hemoglobin A1c
RCT Randomized Clinical Trial
SGLT-2 sodium-glucose cotransporter 2
SU sulfonylureas
TZD thiazolidinediones
T1DM Diabetes Mellitus type 1
T2DM Type 2 diabetes mellitus
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more important when treating certain diseases (e.g., T2DM) as stopping
the medication might pose serious long-term complications (e.g., reti-
nopathy, nephropathy, neuropathy, and cardiovascular disease). Thus,
following a weight-centric approach to manage T2DM is of extreme
importance to prevent critical disease complications and reduce the
burden of obesity.

In this review series, we have already discussed the effect of medi-
cations for depression and chronic pain on body weight [21]. We also
presented a personalized approach for prescribing medication for these
two prevalent diseases. In this paper, we continue to apply this approach,
focusing on a weight centric management of CNCD and here we will
address the treatment of T2DM.

2. Methods

In this clinical review, we used MEDLINE, Google scholar, PubMed,
Scopus, and Embase databases to search for studies between 1 January
1950 to 20 September 2022 in English language. We present publications
(e.g., systematic reviews and meta-analysis, randomized clinical trials
[RCTs], and prospective and retrospective observational studies) that
focus on the effect of T2DMmedications on body weight. In addition, we
present expert opinions in the fields of obesity and endocrinology on the
weight-centric treatment of T2DM.

3. Results

3.1. Diabetes mellitus

Diabetes Mellitus is a chronic and heterogenous metabolic disease
[22] with a rising medical and economic burden [23]. Its diagnosis can
be done by measuring plasma glucose level or hemoglobin A1c (HbA1c)
level. A fasting plasma glucose of 126 mg per dl or greater or
HbA1c � 6.5% confirm the diagnosis of diabetes [24]. The pathophysi-
ology of this disease is complex and can be divided into two main cate-
gories: Diabetes Mellitus type 1 (T1DM) and T2DM. T1DM is an
autoimmune disease that usually develops early in life, linked to genetic
and environmental factors [25]. Autoreactive CD4þ and CD8þ T cells
target the β cells in the pancreas that are responsible for insulin pro-
duction [26]. The resulting chronic damage of the β cells results in insulin
deficiency [27], causing hyperglycemia. T2DM is a chronic metabolic
disorder that is mainly a result of peripheral resistance to the action of
insulin [28].

T2DM can cause various debilitating complications if left untreated,
leading to microvascular and macrovascular complications [29]. Micro-
vascular complications include diabetic nephropathy, peripheral neu-
ropathy, retinopathy, and sexual dysfunction [30]. Macrovascular
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complications entail myocardial infarction, stroke, and peripheral artery
disease [31]. In addition to medical complications, T2DM poses a sig-
nificant economic burden. A study on the rising global burden (i.e., direct
and indirect costs) of T2DM concluded that there is an expected rise from
1.3 trillion dollars in 2015 to more than 2 trillion dollars in 2030 [23].
Hence, there is a demanding need to manage T2DM in addition to its risk
factors (e.g., obesity). The treatment of T1DM constitutes mainly of in-
sulin therapy [32]. In this review, we will mainly focus on the weight
centric approach of T2DM.

T2DM management includes lifestyle, pharmacological and bariatric
interventions. Non-pharmacological treatment focuses on weight loss
achieved via caloric restriction, low carbohydrate diet, and physical ex-
ercise. Several studies confirm the positive effect of weight loss on the
HbA1c levels [33,34]. In the Diabetes Prevention Program (DPP) which
aimed for a minimum of 7% total body weight loss, a 58% decrease of
T2DM incidence was reported compared to 31% in the
metformin-treated group [35].

Pharmacological treatments include several classes of anti-
hyperglycemic drugs with different mechanisms of action. These medi-
cations include metformin, insulin, sulfonylureas (SU),
thiazolidinediones (TZDs), meglitinides (glinides), glucagon-like pep-
tide-1 (GLP-1) agonists, dipeptidyl peptidase-4 (DPP-4) inhibitors,
sodium-glucose cotransporter 2 (SGLT-2) inhibitors, and pramlintide. A
detailed discussion about the effect of these medications is the focus of
this review.

Worth noting that bariatric procedures that result in weight loss
demonstrated significant outcomes in terms of T2DM resolution. For
instance, intestinal diversion with duodenal-jejunal exclusion demon-
strated reduction in insulin resistance which improves the glucose ho-
meostasis [36]. A systematic review and meta-analysis including 7883
patients, bariatric surgeries showed an improvement in T2DM status in
89.2% of patients and achieved remission in 64.7% of patients. Fasting
blood glucose decreased by 59.7 mg/dl (95% CI, �74.6 to �44.9), and
glycated hemoglobin by 1.8% (95% CI, �2.4 to �1.3) [37].

3.1.1. Antihyperglycemic drugs: effect on body weight

3.1.1.1. Metformin. Metformin is a biguanide drug and the first-line
treatment for patients with T2DM [38]. It decreases blood glucose by
decreasing liver gluconeogenesis, decreasing intestinal glucose absorp-
tion, and increasing insulin sensitivity [39]. Metformin can inhibit
ghrelin signaling, reducing food intake [40]. It can also improve leptin
sensitivity reflected by decreased circulating leptin levels and elevated
leptin receptors levels, resulting in suppressed appetite [41]. Another
mechanism involves increasing GLP-1 levels through inhibiting dipep-
tidyl peptidase-IV degradation of GLP-1 [42] which leads to delayed
gastric emptying and reduced carbohydrates absorption [43]. The use of
metformin can reduce the HbA1c by around 1.3% in 26 weeks [44]. A
meta-analysis including 21 randomized controlled and high-quality
case-control trials revealed a significant reduction of BMI by
1.31 kg/m2 which was most significant in patients with obesity (95% CI
-2.07 to �0.54) [45]. In a systematic review studying the effect of met-
formin on bodyweight in studies�6months, most showed an association
with weight loss while few others didn't demonstrate any significant
weight change [46]. Other meta-analyses and randomized controlled
trials also show the association between metformin use and weight loss
[47–52].

3.1.1.2. Insulin. Insulin is a common medication that enhances the
glucose influx from the blood into cells [53]. It results in the greatest
reduction in HbA1c of up to 3.5% compared to other diabetes medica-
tions; however, it results in significant weight gain [54]. Several mech-
anisms have been proposed to explain the weight gain associated with
insulin. First, the conservation of ingested calories due to a better regu-
lated glycemic level below the renal threshold of excretion plays a main
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role in weight gain [55,56]. Such conservation of energy intake causes an
imbalance in energy metabolism resulting in weight gain. Second, being
an anabolic hormone, insulin inhibits lipolysis and protein catabolism in
addition to promoting lipogenesis [57]. A slight overreplacement of in-
sulin can promote weight gain [55]. Third, an impairment in the
anorectic signals of insulin to the arcuate nucleus causes an unopposed
anabolic effect [55,58,59]. Another proposed mechanism is that patients
increase their carbohydrate consumption to avoid insulin's most feared
side effect, hypoglycemia [55].

In a systematic review and meta-analysis, Pontiroli et al. concluded
that insulin use is associated with a mean body weight gain of
4.3 � 2.74 kg (95% CI 4.32–4.38) in 14,250 patients with a mean follow
up of 27.7 weeks. Increased weight was correlated with treatment in-
tensity and type of insulin regimen used. A basal regimen resulted in
lower weight gain compared to twice daily and prandial regimens.
Detemir use was associated with lower weight gain than NPH and glar-
gine [60]. In a multicenter randomized trial involving 708 patients,
prandial and biphasic insulin groups were associated with a greater risk
of weight gain compared to that of basal insulin after 1 year of follow up
(5.7 kg, 4.7 kg, and 1.9 kg, respectively) [61]. These results were also
consistent with several other randomized trials [62–65].

3.1.1.3. Sulfonylureas (SU). SU lower blood sugar by stimulating the
release of insulin from the pancreas [66]. The weight gain associated
with SU use is described to be most likely a result of increased caloric
intake associated with effort to avoid hypoglycemia, in addition to the
effect of increased insulin levels in the body [34,67]. SU has demon-
strated to decrease HbA1c by 1–2% [54]. Different systematic reviews
and meta-analyses demonstrated a significant body weight gain ranging
between 1.99 and 2.31 kg vs. placebo or metformin [38,68–70].

3.1.1.4. Thiazolidinediones (TZDs). TZDs are a group of medications that
act intracellularly to enhance insulin action and increase tissue sensi-
tivity to insulin [71,72]. They have been shown to reduce HbA1c by
0.5–1.4% in patients with T2DM [54].Several proposed mechanisms
explaining the weight gain associated with TZD use include increased
appetite accompanying decreased leptin levels [73], increased subcu-
taneous adipose tissue with decreased visceral fat content [74–76], and
fluid retention [77,78]. In a meta-analysis including 11 randomized
controlled trials, weight gain was reported to be 2.7 kg within 6 months
of initiating therapy (95% CI 1.8–3.7 kg) [79]. Similarly, another sys-
tematic review and meta-analysis showed an increased body weight of
2.08 kg with TZDs when compared to placebo (95% CI 0.98–3.17 kg)
[68]. These results were also similar to those of other systematic reviews,
meta-analyses, and randomized controlled trials [80,81].

3.1.1.5. Meglitinides (glinides). Glinides are insulin secretagogues that
stimulate its release, lowering the blood glucose levels [82]. A decrease
of 0.5–1.5% in HbA1c has been demonstrated in patients with T2DM
[54]. Although the weight gain mechanism behind glinides is not fully
understood [83], two possible explanations include decreased glycosuria
and defensive snacking to avoid hypoglycemia [83]. In several systematic
reviews and meta-analysis, the body weight gain associated with glinide
use ranged between 1.77 kg and 2.67 kg [68,69,84]. However, a large
degree of uncertainty with a large confidence interval for weight gain has
been reported in one meta-analysis [84].

3.1.1.6. Glucagon-like Peptide-1 (GLP-1) agonists. GLP-1 agonists in-
crease glucose-dependent insulin secretion, delay gastric emptying, and
increase satiety [85]. GLP-1 agonists provide an improvement of 0.8–1.5%
in terms of HbA1c. The delayed gastric emptying is considered a main
predictor of weight loss response in patients who use GLP-1 agonists for
weight loss [86,87]. Patients with faster gastric emptying respond better
to GLP-1 agonists [87]. In patients with and without T2DM, several sys-
tematic reviews and meta-analyses associated the use of GLP-1 agonists
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with significant weight loss in a dose-dependent manner [88–92].
Importantly, GLP-1 agonists (i.e., liraglutide and semaglutide) are the only
anti-diabetic medications to be FDA approved for weight loss as well [93].
Several studies demonstrated a wide variety in weight loss range between
different GLP-1 agonists. For example, in a study with a GLP-1 analog,
exenatide, a dose dose-dependent weight loss (�2.8þ/-0.5 kg [10 mg],
and �1.6þ/-0.4 kg [5 mg]) was reported [94]. Weekly subcutaneous of
2.4 mg semaglutide injections resulted in 15.8% of total body weight loss
percentage (TBWL%) compared to 6.4% with daily injections of liraglu-
tide 3.0 mg in a 68-week randomized clinical trial (difference, �9.4%
points [95% CI, �12.0 to �6.8]; P < 0.001) [95]. In addition, real-wold
data of weight loss associated with semaglutide (doses up to 2.4 mg)
show that patients lose a TBWL% of 5.9 at 3 months and 10.9 at 6 months.
In patients with T2DM, semaglutide was associated with a weight loss of
3.9% (3.1%) (vs 6.3% in patients without diabetes) at 3 months and 7.2%
(6.3%) (vs 11.8% [5.3%] in patients without diabetes) [96].

3.1.1.7. GLP-1/GIP agonists. Tirzepatide, a dual GIP and GLP-1 agonist,
has been recently approved by the FDA for treatment of T2DM with a
similar mechanism of action as GLP-1 agonists. In addition to the stim-
ulation of glucose-dependent insulin secretion shared with GLP-1 ago-
nists, GIP has glucagonotropic properties which may enhance weight loss
through the anti-lipogenic and anorexic effect of glucagon [97,98]. The
combination of GIP and GLP-1 has demonstrated a synergistic effect on
increasing insulin response [98]. Tirzepatide has been shown to decrease
HbA1c by 2.01, 2.24, and 2.3% with 5 mg, 10 mg, and 15 mg weekly
doses, respectively [99]. In an RCT evaluating this medication, the TBWL
% associated with tirzepatide 5 mg was 15.0%, tirzepatide 10 mg was
15.9%, and tirzepatide 15 mg was 20.9% (p < 0.001 for all comparisons
with placebo) [100].

3.1.1.8. Dipeptidyl Peptidase-4 (DPP-4) inhibitors. DPP-4 inhibitors are a
group of anti-diabetic medications that maintain glucose homeostasis by
acting on incretin hormones (i.e. GLP-1 and GIP), increasing insulin, and
decreasing glucagon secretions [101]. DPP-4 inhibitors are associated
with a HbA1c decrease of 0.5–0.8% in patients with T2DM [54]. DPP-4
inhibitors are weight neutral drugs [102–105]. However, in a system-
atic review and meta-analysis comparing DDP-4 inhibitors and SU,
Mishriky et al. demonstrated weight loss associated with DDP-4 in-
hibitors: 1.57 kg at 12 weeks, 2.11 kg at 52 weeks, and 2.13 kg at 104
weeks [106]. Hence, DDP-4 may have favorable weight loss effects, but
more randomized control trials are needed to confirm this.

3.1.1.9. Sodium-glucose cotransporter 2 (SGLT-2) inhibitors. SGLT-2 in-
hibitors are a class of hypoglycemic agents that suppress glucose reab-
sorption at the proximal tubule level to increase glucose excretion [107].
They are associated with a decrease of 0.5–0.8% in HbA1c in patients
with T2DM. These drugs have been associated with weight loss due to
their ability to cause calorie deficit through urine excretion of 60–100 g
of glucose per day [108]. Several systematic reviews and meta-analyses
associate weight lose with a dose-dependent manner [109–112]. How-
ever, the use of SGLT-2 inhibitors induces adaptive increase in energy
intake (e.g., increased appetite) to counteract the loss of calories [108,
113]. Hence, this sparked the idea of using a combination of drugs with
different mechanisms of action to minimize the effects of the regulatory
weight maintenance pathways [114,115]. In a 26-week randomized
placebo-controlled trial, the combination of canagliflozin and phenter-
mine achieved greater weight loss than the expected additive effect of
both these medications alone [116].

3.1.1.10. Pramlintide. Pramlintide is an amylin analog that reduces
postprandial hyperglycemia by suppressing glucagon secretion, slowing
gastric emptying, and reducing food intake [117]. Hence, it is expected to
be associated with weight loss [118]. In a systematic review and
meta-analysis, in patients with obesity, the mean reduction in weight was



Table 1
The effect of different medications for type-2 Diabetes Mellitus on body weight.

Disease Medication Group Medication Weight Gain Weight Neutral Weight Loss Reference

Diabetes Biguanides Metformin X X [45]
Insulin All X [61]
Sulfonylureas All X [121]
Thiazolidinediones All X [122]
Meglitinides All X [123]
GLP-1 Agonists* Semaglutide XX [95]

Tirzepatide XX [124]
Others X [95]

DPP-4 Inhibitors All X [109,125]
SGLT-2 Inhibitors All X [109]
Amylin Analogs Pramlintide X [119]

GLP-1: Glucagon-like Peptide-1; DPP-4: Dipeptidyl Peptidase-4; SGLT-2: Sodium-Glucose Cotransporter 2.
X: <5% of total body weight change; XX: �5% of total body weight change.

* FDA-approved medications for weight loss (Liraglutide and Semaglutide).
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reported to be 2.88 kg compared to placebo (95% CI -2.88 to �1.66;
p < 0.001). In two randomized controlled trials following 1155 patients
for 26 weeks, the placebo-corrected weight loss reported was 1.8 kg
(p< 0.001). Nine percent of patients achieved a reduction in bodyweight
of 5% compared to only 3% of patients in the control group [119]. In
addition to weight loss, pramlintide has demonstrated a decrease in
Hba1c of 0.5–1% [54].

3.1.2. Expert opinion: weight-centric approach
The management of T2DM in patients with obesity, should be weight

centric. In fact, the first line non-pharmacological treatment of T2DM in-
cludes weight loss, proving the importance of treating excess adiposity in
managing T2DM [120]. The recent European Association for the Study of
Diabetes (EASD) and the American Diabetes Association (ADA) consensus
recommended weight loss and engagement in an intensive lifestyle man-
agement in patients with T2DM. Hence, the treatment of T2DM should be
tailored to decrease body weight which can enhance the decrease in
plasma glucose levels and improve overall diabetes outcomes and com-
plications. For this reason, there should be a shift from using weight gain
promoting medications (e.g., insulin, SU) into weight loss/neutral medi-
cations (GLP-1 agonists, SGLT-2 inhibitors, metformin, DPP-4 inhibitors).

4. Weight-centric management

Overweight and obesity are major risk factors for the development of
T2DM, hence the term “diabesity”. The relation between excess weight
and T2DM is evidenced by the increased prevalence of overweight and
obesity among patients with T2DM compared to the patients without. In
clinical practice, it is important to emphasize that the cornerstone of
T2DM treatment is weight loss. A moderate amount of weight loss,
through lifestyle style, pharmacologic, and/or surgical interventions, can
potentially lead to T2DM remission. Factors that predict T2DM remission
include amount of total body weight loss (greater than 10%), duration of
T2DM, and pancreatic function reserve. Even if T2DM does not remit,
weight loss can lead to decreased number and/or decreased doses of
medications used for hyperglycemia control.

Paradoxically, many medications historically used to treat hypergly-
cemia in patients with T2DM, have been known to promote weight gain
(e.g., sulfonylureas, insulin, and thiazolidinediones). With the advent of
newer therapies, we are now in an era in which most T2DM medications
are either weight neutral (e.g., metformin and DPP-4 inhibitors) or pro-
mote weight loss (e.g., GLP-1 agonists with or without gastric-inhibitory
polypeptide [GIP] receptor agonists, SGLT-2 inhibitors). As a matter of
fact, GLP-1 receptor agonists liraglutide and semaglutide are now
approved for T2DM and obesity treatment, with the later showing
impressive results. Medications that promote concomitant hyperglyce-
mia control and weight loss not only decrease cardiovascular disease and
mortality risk but may be associated with an improvement in microvas-
cular diabetic complications as well.
4

In patients with difficult to control T2DM while on multiple diabetes
medications, including insulin, and those who fail lifestyle and/or
pharmacologic interventions, bariatric surgery should be highly consid-
ered. Bariatric surgery is the most effective and efficient intervention for
sustained weight loss and is an alternative therapeutic modality for pa-
tients with diabesity as it is associated with high rates of T2DM remission
of 30–95%. The mechanisms behind T2DM remission after bariatric
surgery are not fully understood but include post-operative aggressive
caloric restriction, massive weight loss, and changes in gastrointestinal
peptides, bile acids, and microbiome, among others.

Although the pathophysiologic relationship between obesity and
T1DM remains to be fully characterized, obesity has been identified as a
risk factor for T1DM as well. Furthermore, therapeutic options for pa-
tients with T1DM are limited to insulin, which is a weight-promoting
medication. Patients with T1DM and obesity require sometimes large
doses of insulin given the added component of insulin resistance to that
one of insulin deficiency. Treating patients with T1DM and obesity poses
a challenge that requires a multidisciplinary approach to avoid life-
threatening complications like hypoglycemia. Despite this, weight man-
agement can be effectively and safely achieved in patients with T1DM
through lifestyle, pharmacological, and/or surgical interventions.

In summary, given the epidemiologic trends and relationship between
diabetes and obesity, providers caring for patients with diabetes, should
aim at developing a comprehensive weight loss program that includes
lifestyle modification, pharmacotherapy, and/or bariatric surgery.
Health care providers must understand the mechanism of action, side
effect profile in the case of medications, complications in the case of
surgical approaches, and contraindications for current antiobesity in-
terventions to safely implement them (Table 1).

5. Conclusion

In conclusion, weight loss is crucial in treating T2DM. Taking this into
consideration, some medications used to treat T2DM can contribute to
weight gain, worsening the pathophysiological cause of T2DM. Hence,
physicians must follow a weight-centric approach while treating T2DM
and shift towards a weight-conscious approach. By using weight loss/
neutral antihyperglycemic medications, the goal of controlling T2DM
and reducing excess adiposity becomes more achievable.
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