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Introduction
A therapeutic combination could result in an unexpected change 

in the patient’s form, which would be exemplified as an interaction 
with potential clinical implications. An interaction is said to arise 
when the effects of one drug are altered by the presence of additional 
drugs, food/drink, and/or environmental essentials at the same time.1,2 
Drug interactions were cited as a significant yet mostly unrecognized 
source of medication errors. The final result of any combination may 
be the antagonistic or adverse effects of one or more medications, the 
synergism or additive effects of one and/or more drugs, the changing 
of one or more drugs’ effects, and/or the generation of idiosyncratic 
effects. Drug interaction (DI) is the alteration of a drug’s (object 
drug’s) effects by the administration of a different drug (precipitant 
drug) beforehand and/or concurrently. The intended impact of one 
or both medications may be increased or decreased as a result of 
drug interactions. Any drug’s diagnostic, preventative, or therapeutic 
activity may change as a result.2 Finding out the prevalence and 
frequency of drug interactions in polypharmacy is crucial since they 
might have major consequences for hospitalized patients. Additionally, 
it is more important to watch for and identify substances that tend to 
interact in unfavorable ways.3

According to the poll, patients on a few drugs experience drug 
interactions 3 to 5% of the time, whereas patients taking multiple drugs 
experience them 20% of the time.4,5 DIs can occur in a variety of ways, 
such as pharmacodynamic interactions, in which the receptor effects 
of various compounds interact to create either a drug’s beneficial 
or harmful effects. A major contributing factor to the frequency 
and occurrence of adverse drug reactions (ADRs) and adverse drug 
occurrences might be Dis.5 Patients receiving drug combinations or 
polypharmacy or suffering from co-morbid diseases like diabetes, 
hypertension, peptic ulcer, fungal infections, and neurodegenerative 
disorders have a much higher incidence and rate of drug interactions. 

As these patients receive prolonged and multiple treatments, their risk 
of drug interactions rises.6

Diabetes patients frequently also have dyslipidemia, hypertension, 
and other co-occurring medical conditions. To manage coexisting 
conditions, they might also need insulin or other oral anti-diabetic 
drugs, statins to lower cholesterol, fibrates to lower triglycerides, 
ACEIs or ARBs to treat kidney failure or heart disease, diuretics 
to lower blood pressure, and aspirin or clopidogrel to prevent heart 
attacks.5 Since they typically get various medications for diabetes 
problems, diabetic patients have been found to be more susceptible to 
have drug interactions. Drug interactions are becoming more common 
as a result.

The primary chronic condition known as diabetes mellitus (DM) 
is defined by insulin’s (the pancreatic hormone) faulty regulation of 
the balance of lipid and carbohydrate metabolism, which raises blood 
sugar levels. DM is currently one of the biggest hazards to people’s 
health.7 DM is a major metabolic condition that adversely affects 
patients’ quality of life, health, and life expectancy as well as the 
health care system.8,9

Diabetes mellitus (DM) is a chronic illness defined by a deficiency 
in insulin secretion (beta cell dysfunction) and/or insulin action 
(insulin resistance), which impairs the metabolism of glucose and 
lipids.9 Due to its widespread prevalence and the resulting rise in 
morbidity and mortality, diabetes has come to be seen as a significant 
public health issue on a global scale. As the hyperglycemia condition 
worsens, increased tissue or vascular damage may cause obesity, 
hypertension, aging, and the buildup of toxic substances in the vascular 
endothelium, which can result in the emergence of microvascular 
problems.10 According to the International Diabetes Federation, 382 
million people worldwide have diabetes, and by 2035, it’s predicted 
that figure will increase to 592 million.11
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Abstract

Drug interaction is the change of a drug’s effects by the preceding and/or concurrent 
administration of a different substance (precipitant drug). Drug interactions may either 
intensify or weaken the effects that one or both medications are supposed to have. Any 
drug’s therapeutic, preventative, or diagnostic capabilities may change as a result. A major 
contributing factor to the prevalence and occurrence of adverse medication responses and 
adverse drug events might be drug interactions. Patients receiving drug combinations or 
polypharmacy or suffering from co-morbid diseases like diabetes, hypertension, peptic 
ulcer, fungal infections, and neurodegenerative disorders have a much higher rate of 
occurrence and incidence of drug interactions. As these patients receive prolonged and 
multiple treatments, the risk of drug interactions rises. 

Conclusion: Drug interactions are more likely to occur in diabetes patients who are also 
getting a mix of medications for diabetic complications. As a result, the frequency of drug 
interactions is fast increasing. Because of its increasing incidence and the corresponding 
rise in morbidity and mortality, diabetes mellitus has been regarded as a major public 
health concern globally. The major goal of this review study is to highlight the different 
medication interactions that may occur between drugs and foods, as well as to record any 
unfavorable side effects of other treatments used in conjunction with antidiabetic drugs in 
diabetic patients.
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The major cause of numerous serious consequences, including 
cardiovascular, renal, and other serious comorbidities, is now 
diabetes mellitus (DM).12 Chronic hyperglycemia, microvascular 
pathologies (such as retinopathy, nephropathy, and neuropathy), and 
macrovascular pathologies (such as coronary artery disease (CAD), 
hypertension (HT), atherosclerosis, and stroke) are the distinctive 
characteristics of DM. Over 17.5 million deaths worldwide are also 

attributable to cardiovascular complications.13 Unquestionably, one 
of the most difficult medical issues of the twenty-first century is 
diabetes.14 Although there are many interactions that potentially cause 
hypoglycemia, only a small number have significant effects (Table 1). 
Almost all other drugs can be safely combined with these agents when 
used sparingly, with a few significant exceptions.

Table 1 Adverse effects of different medications when used with antidiabetic medicines

Drug or substance class Drugs containing antidiabetic compounds that have unwanted side effects in diabetic patients References

Amitriptyline Increase body weight and blood sugar levels. 21

SSRI (Citalopram, sertraline) lower blood sugar levels. Boost physical weight. 19

MAOI (moclobemide) Reduce glycemia. Do not increase body weight. 21

SNRI (Venalafaxine, duloxetine) Duloxetine increases fasting glycemia, do not increase body weight. 21

NaSSA (mitrazapine) Increase body weight and glycosylated hemoglobin. 21

St. John’s wort (hypericin) Boost blood sugar levels and gain weight. 21

Itraconazole (antifungal) when combined with thiazolidinediones, has a hypoglycemic impact. 4

Propranolol (Beta blocker) Produces hypoglycemic effect with glipizide. 5

Phenylbutazone Severe hypoglycemia with oral sulfonylureas. 22

Alcohol
Potentiate pre-existing hypoglycemia, acute and chronic alcohol consumption contributing to loss of Glycemic 
control.

16,22

Fibrates (antihyperlipidemics)
Cause hypoglycemia; also potentiate hypoglycemia by displacing sulfonylureas and rapaglinide from plasma protein 
binding.

22

Gemifibrozil When administered with rapaglinide, enhances the activity of rapaglinide which may cause hypoglycemia. 28

Indomethacin
Increase insulin secretion from pancreas, decrease gluconeogenesis, insulin clearance and increase in glucose 
uptake in periphery

27

Rifampicin, Phenobarbital
They decrease the hypoglycemic activity when admisinstered with sulfonylureas, meglitinides and 
thiozolidinediones.

28,34

Co-trimoxazole Coadministration of co-trimoxazole with sulfonylureas increases the risk of hypoglycemia. 46

Cimetidine
Cimetidine may compete with Metformin for renal elimination, which enhances the Metformin level; it may result 
in hypoglycemia and Metformin associated lactic acidosis.

47,48

Interaction of antifungal agents with antidiabetic 
agents

Numerous diabetic people are reported to be susceptible 
to fungus infections, according to epidemiological studies.4,15 
Antifungal medications like fluconazole, itraconazole, miconazole, 
ketoconazole, etc. are used concurrently with thiazolidinedione 
(anti-diabetic medications) like pioglitazone or rosiglitazone. 
Itraconazole is known to impair the Cytochrome P-450 enzyme 
system, therefore there is a chance that it will interact with other drugs 
being taken concurrently in a pharmacokinetic way. Strong CYP3A4 
inhibitors like azole and derivatives of erythromycin, which include 
erythromycin, are also known to increase the hypoglycemic effect of 
repaglinide.16,17 According to Janadri et al.’s analysis, itraconazole and 
thiazolidinediones interact when treating diabetes mellitus and fungus 
infections at the same time.4,15 Therefore, therapeutic drug monitoring 
(TDM) is required to optimize the dosage and frequency of these 
medications, which are used concurrently to protect patients from 
severe hypoglycemia.

Interaction of antihypertensive agents with 
antidiabetic agents

One of the most significant and prevalent health issues in diabetes 
individuals, hypertension is frequently difficult to control and causes 
significant morbidity and mortality.5 People with diabetes had 
increased rates of hypertension, which are likely 1.5–2 times greater 
than in the overall population. Propranolol and other beta blockers are 
routinely prescribed as initial treatments for people with hypertension, 
including those with diabetes mellitus. 

A strong second-generation sulfonylurea (anti-diabetic medication) 
like glipizide moreover stimulates the beta cells in the pancreatic islet 
of langerhans, increasing insulin secretion and lowering blood sugar 
levels5 Weight gain and modification of the beta-receptor mediated 
insulin production from the pancreatic -cells are two potential 
methods by which beta blockers may contribute to the development 
of diabetes. 

The inotropic, chronotropic, and vasodilator responses to beta-
adrenergic stimulation are proportionately reduced when access 
to beta-adrenergic receptor sites is restricted by propranolol. The 
increase in beta adrenoceptor blockade-induced plasma adrenaline 
and other counter-regulatory hormones during hypoglycemia.15,18 
According to Sen et al.’s research, propranolol greatly increases 
the hypoglycemic activity of glipizide when given to diabetic mice 
on a regular basis. While repeated administration of propranolol 
and glipizide potentiated the hypoglycemic action in diabetic rats. 
Additionally, they recommend that in order to prevent severe 
hypoglycemia when treating co-morbid diabetes and hypertension 
with propranolol and glipizide, the frequency of administration and 
dosage of glipizide be modified appropriately.5 It is determined that, 
when taken with anti-diabetics, anti-hypertensive medications need to 
have their dosage and frequency adjusted in order to protect patients 
from severe hypoglycemia.

Interaction of antipsychotics with antidiabetic drugs

The increase in quality of life with the disease and the treatment 
of anxiety and depression with the administration of diabetes are the 
main goals of psychiatric care for diabetic patients. The most typical 
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psychiatric treatment is antidepressant medication. As well as being 
used to treat severe diabetic neuropathy, they are also utilized to treat 
anxiety and despair. No matter whether the patients are given an 
antidepressant, in this case sertraline, or a placebo, the glycosylated 
hemoglobin decreases during the entire treatment phase and continues 
to be considerably reduced throughout depression-free maintenance.19 
Another trial using sertraline found that a subset of diabetics with low 
incomes experienced a substantial drop in glycosylated hemoglobin 
following the start of pharmacologic treatment for depression 
compared to placebo.20 

It has been determined that when a diabetic patient takes 
antidepressants, blood glucose, body weight, blood pressure, and 
renal function all affect glycemia. As a result, it is important to inform 
the patient in advance that an adjustment to the dosage of their insulin 
or oral anti-diabetic medications may be required. Selective serotonin 
reuptake inhibitors (SSRI), monoamine oxidase inhibitors (MAOI), 
and trazodone cause the least rise in body weight compared to tricyclic 
antidepressants (TCA) and mirtazapine. TCA was linked to a rise in 
blood sugar, while SSRI and MAOI caused a drop.21

The most widely used TCA increases blood glucose, decreases 
insulin production, increases hunger for sweets, and increases body 
weight. TCAs like amitriptyline are even used to treat painful diabetic 
peripheral neuropathy. SSRI lower blood sugar (even a 30% drop in 
fasting glycemia has been demonstrated), momentarily lower body 
weight (fluoxetine is most frequently used as an example), but on 
long-term usage, they raise body weight. Fluvoxamine’s suppression 
of the CYP 3A4 enzyme (CYP 3A4) may impede the metabolism of 
oral diabetes medications. Sertraline, fluvoxamine, and fluoxetine can 
all block CYP 2C9, which can affect how some anti-diabetics, such 
sulfonylurea and tolbutamide, are metabolized. Combining them can 
cause hypoglycemia because the antidepressants raise the levels of the 
antidiabetic medications (sulfonylurea and tolbutamide).21

Blood glucose levels are lowered by MAOI, such as moclobemide, 
which might result in hypoglycemia situations. However, it typically 
does not result in an increase in body weight. Bupropion is an 
example of an NDRI that has no effect on how much weight a person 
gains or loses. The seizure threshold is lowered by higher doses when 
combined with insulin (the risk of seizures is increased particularly 
in individuals with concurrent mental anorexia). Bupropion helps 
people quit smoking and lessens sexual dysfunction. As diabetic 
people have both diabetes-related sexual dysfunction and an increased 
risk of cardiovascular disease from smoking, both impacts are very 
significant. Mirtazapine, a noradrenergic and selective serotonergic 
antagonist (NaSSA), makes people hungrier and makes them gain 
weight, both of which are bad for diabetes patients. Additionally, it 
may result in a rise in glycosylated hemoglobin, which may worsen 
long-term glycemic management.21

Interaction of Phenylbutazone with antidiabetic drugs

When used with oral sulfonylureas, phenylbutazone can result 
in severe hypoglycemia because it displaces the sulfonylureas from 
plasma protein binding sites and prevents their metabolic clearance. 
Tolbutamide’s effects on hypoglycemia were most noticeable. One 
should stay away from phenylbutazone and instead utilize another 
NSAID.22 Phenylbutazone should be avoided and prohibited for 
treating diabetes since using oral hypoglycemic medications with it 
may result in dangerously low blood sugar levels.

Interaction of Alcohol with antidiabetic drugs

When used with oral sulfonylureas, particularly chlorpropamide, 
alcohol can result in a reaction similar to that of disulfiram. Flushing, 

warmth, wooziness, nausea, and tachycardia are all common 
symptoms. Since drinking alcohol does not always correspond with 
the occurrence or severity of the reaction, it is preferable to avoid 
it. Alcohol consumption should be avoided or kept to a minimum 
for diabetics who are not taking sulfonylureas since it negatively 
affects glycemic control and has a potential to cause hypoglycemia. 
Hypoglycemia that already exists can be aggravated. Alcohol intake, 
both acute and chronic, can influence how some hypoglycemic 
medications are cleared through the metabolic process, which adds to 
the loss of glycemic control.16,22 In order to avoid severe hypoglycemia 
and contraindicate its use, alcohol should not be consumed when 
treating diabetes.

Interaction of Antihyperlipidemics with antidiabetic 
agents

Sulfonylureas and repaglinide may be replaced by fibrate 
antihyperlipidemics and some beta blockers, which could enhance 
their effects and possibly result in hypoglycemia. While Nicotinic 
acid affects glycemic control and may raise insulin resistance, 
Cholestyramine boosts the hypoglycemic impact of acarbose.22 Due 
to the risk of severe hypoglycemia from the combination of these 
medications with oral hypoglycemic medicines, their usage should be 
avoided and contraindicated during the treatment of diabetes.

Other drug interactions involving medications used to 
treat diabetes

A vast variety of drugs were needed as suitable therapy after a 
diabetes diagnosis. These include drugs for hypertension, glycemic 
management, antiplatelet treatment, and dyslipidemia. The sheer 
number of medications available can be overwhelming, so it’s critical 
that patients are well-informed about their prescription schedule.8,23 
When taking various drugs, patients worry about a variety of 
things, including possible side effects, prescription drug errors, and 
pharmaceutical costs. It’s noteworthy that 58% of patients fear that 
they may be prescribed drugs that contain drug interactions that 
will harm their health.24,25 Patients with moderate to severe renal 
impairment or those at risk of developing volume depletion should 
not be taken the medication.26–29 Oral hypoglycemic agents should be 
administered in conjunction with these medications with adjustments 
and manipulation; otherwise, severe hypoglycemia may result.

Drug-food interactions

Increased daily consumption of fruits and vegetables may help 
avoid the major chronic noncommunicable illnesses, according to 
data from the World Health Organization (WHO). One of the top ten 
risk factors for mortality, according to reports, is a diet low in fruits 
and vegetables.30 Increased consumption of fruits and vegetables 
can assist in replacing foods heavy in saturated fats, sugar, or salt. 
Drug-phytochemical interactions that have been observed, along with 
interactions with dietary micronutrients, point to a number of potential 
improvements in therapeutic approaches. However, numerous 
researches have documented the impact of plant-based meals and 
herbal remedies on drug bioavailability. It has been hypothesized 
that significant dietary components and phytochemicals influence 
drug transporters and metabolizing enzymes, potentially resulting in 
significant nutrient-drug interactions.30 Drug-food interactions can 
have two primary therapeutic effects: either a drug’s bioavailability is 
diminished, which leads to treatment failure, or it is increased, which 
raises the risk of adverse events and may even trigger toxicities. Drug 
transporters and drug metabolizing enzymes are critical in changing 
how drugs are absorbed, distributed, metabolized, and eliminated 
(ADME). 

https://doi.org/10.15406/emij.2023.11.00327


Drug interactions and drug-food interactions in patients receiving diabetes mellitus treatment 26
Copyright:

©2023 Sheneni et al.

Citation: Sheneni VD, Shaibu IE. Drug interactions and drug-food interactions in patients receiving diabetes mellitus treatment. Endocrinol Metab Int J. 
2023;11(2):23‒28. DOI: 10.15406/emij.2023.11.00327

They have the ability to influence and change the pharmacokinetics 
and pharmacodynamics of a drug, whether they act separately 
or in concert. The interaction of drug metabolizing enzymes and 
transporters is one of the complicating factors that has recently 
been demonstrated to contribute to the possibility of complex drug 
interactions.31 Treatment-food interactions have demonstrated that the 
choice of medication for diabetic patients may be influenced by the 
presence of food, which may change the therapeutic efficacy of any 
treatment and be detrimental to the patient’s health.

Syzygium cumini (Jamun)

Syzygium cumini, also known as Jamun (Hindi), is a fruit that is 
also known as an Indian blackberry. At a dosing level of 50 mg/kg, 
Syzygium cumini (Family: Myrtaceae) also shown a considerable 
reduction in blood glucose levels. Additionally, rats with diabetes 
induced by alloxan had their blood glucose levels significantly lower. 
Syzygium cumini affects the GLUT-4, PPAR gamma, and PI3K 
involved in the transfer of glucose. Activity suggests that Syzygium 
cumini activates PI3K-dependent glucose transport. Oral treatment 
of Syzygium cumini extracts in ethyl acetate and methanol (200 and 
400 mg/kg) resulted in a considerable drop in blood glucose levels, 
according to Shweta and her coworkers.32 Methanol extracts were 
discovered to be significantly active at 100 ng/ml dose comparable 
with insulin and Rosiglitazone, according to a paper that described 
how different solvent extracts were extracted progressively and 
then tested for glucose uptake activity at each step.33,34 Jamun has 
historically been used to treat diabetes; as such, it should be avoided 
and contraindicated during the management of diabetes because 
taking Jamun together with oral hypoglycemic medications can result 
in life-threatening hypoglycemia.

Momordica Charantia (Karela)

Momordica charantia, often referred to as Karela or Balsam 
pear, is a tropical vegetable that is a staple of Indian cuisine and has 
a long history of usage in traditional medicine as a treatment for 
diabetes.35 The fruit of Momordica charantia is used as a laxative, 
emetic, stimulant, tonic, and stomachic. The fruit is also helpful in 
treating gout, rheumatism, and sub-acute liver and spleen illnesses. It 
is also thought to purify blood and relieve melancholy. Additionally, 
it has been demonstrated to be efficient in human trials and to have 
hypoglycemic qualities in animal investigations.36 According to 
research, consuming Momordica charantia boosts the amount of 
beta cells in the pancreas, which enhances the body’s capacity to 
create insulin. The fruit has additionally demonstrated the capacity to 
encourage insulin release by improving cells’ glucose absorption and 
potentiating the effects of insulin. Both healthy and diabetic rabbits 
can lower their blood glucose levels by taking fresh fruit juice orally 
(6 cc/kg). Studies on both animals and people have demonstrated 
how bitter melon lowers blood sugar levels. P-insulin, a polypeptide 
derived from seeds and fruits, causes rats’ blood glucose levels to drop 
quickly and stabilize. 

By boosting glucose absorption and glycogen synthesis in the 
liver, muscles, and fat cells as well as by enhancing insulin release 
from pancreatic beta cells and encouraging the repair or development 
of insulin-secreting beta cells, it lowers blood glucose levels.35 The 
effects of bitter melon on insulin sensitivity have been discovered 
and demonstrated by a recent scientific study at JIPMER in India. 
Additionally, the Philippine Department of Health issued a circular 
in 2007 claiming that bitter melon is a scientifically approved herbal 
medicinal plant that can lower high blood sugar levels. According 
to this study, 100 mg/kg/day (milligrams per kilogram per day) is 
equivalent to 2.5 mg of the well-known anti-diabetic medication 

glibenclamide, which is used twice daily. 50–60 cc of the bitter melon 
juice taken orallyhas had positive outcomes in clinical trials.35,36 The 
juice (bitter melon) can induce diarrhea and stomach ache in extremely 
high dosages. Bitter melon should not be consumed by young 
children or anyone who has hypoglycemia since it has the potential 
to cause or exacerbate low blood sugar or hypoglycemia. Momordica 
charantia stimulates the uterus and should not be used by pregnant 
women as it may result in an early birth. Bitter melon consumption 
may enhance the effects of insulin, provide synergistic effects with 
diabetes medications, and enhance the effects of cholesterol-lowering 
medications. Furthermore, the usage of bitter melon should be 
avoided or used with caution in diabetic patients taking/receiving 
hypoglycemic medicines (primarily Phenformin and chlorpropamide) 
or insulin,35 since it may enhance the effects of the treatments and may 
result in severe hypoglycemia.

Garlic (Allium sativum)

Widespread usage of garlic has been made to lower high 
cholesterol. There is minimal scientific evidence to support the 
use of garlic in the treatment of a wide range of other diseases 
(including cancer, hypertension, atherosclerosis, diabetes, fungal 
infections, myocardial infarction, and peripheral vascular disease). 
Garlic extracts combined with water or a variety of other organic 
solvents have been demonstrated to have a hypoglycemic effect on 
oral glucose tolerance in both healthy and diabetic rabbits caused by 
alloxan.37 It has also been claimed that garlic oil has a hypoglycemic 
impact on diabetic animals and people.38–40 Because both glimepiride 
and garlic have hypoglycemic characteristics, co-administering the 
two medications led to tight glycemic control,41 In comparison to 
insulin and glibenclamide, Sheela and Augusti found that the sulfur-
containing amino acid S-allyl cysteine sulfoxide (alliin) in garlic had 
a greater ability to manage the diabetes condition in rats.42 

According to Eldi et al., oral administrations of the garlic extract 
to diabetic rats resulted in a notable reduction in the levels of serum 
glucose, triglycerides, and total cholesterol as well as an increase in 
the levels of serum insulin. According to reports, the garlic extract’s 
antidiabetic impact was more potent than the effects of Glibenclamide 
injection (600 microg/kg).43 Taking Allium sativum together with 
chlorpropamide causes hypoglycemia. The risk of hypoglycemia 
should be taken into consideration when treating diabetic patients.43 
Garlic consumption should be avoided or handled carefully since it 
may increase the medications’ potency and cause severe hypoglycemia.

Patients receiving diabetes medications

The ingestion of hypoglycemic herbs can have an impact on 
glucose management in both insulin-dependent or type 1 diabetes 
mellitus (T1DM) and non-insulin dependent (or T2DM) diabetics.24,25 
Aloe vera, also known as A. barbadensis, leaf juice, bitter melon/
karela fruit (Momordica charantia), which has been shown to improve 
glucose tolerance without increasing insulin levels, and fenugreek 
seeds (Trigonella foenumgraecum), are three commonly used plants 
with known hypoglycemic effects. More than 400 plants have been 
traditionally used for their hypoglycemic action. Additionally, 
according to two clinical investigations, a water-soluble acidic 
fraction of an ethanol extract of gurmar (Gymnema sylvestre) leaves 
has the same effects as aloe vera juice and glibenclamide in reducing 
insulin needs in both T1DM and T2DM. 

The intestinal effects of the gum fiber (galactomannans), which 
also exhibits hypocholesterolemic action, are thought to be responsible 
for fenugreek’s anti-diabetic properties.6 Patients with diabetes who 
also take oral hypoglycemics or insulin may get an added effect 
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from ginseng’s hypoglycemic action. Individual differences in how 
these supplements affect people necessitate no specific adjustments 
to hypoglycemic doses unless blood glucose changes.44,45 While 
there is a chance for additive effects when these herbs are used with 
hypoglycemic medications, proper patient self-monitoring and open 
lines of communication between the patient and healthcare provider 
should prevent issues.46–48

Conclusion
It is determined that there is an alarming rate of drug interaction 

prevalence and occurrence, which is much higher in patients receiving 
drug combinations or polypharmacy or suffered from co-morbidity of 
diseases like diabetes, hypertension, peptic ulcer, fungal infections, 
and neurodegenerative disorders, which require prolonged and 
multiple treatments, and the risk of drug interaction will increase as 
they are treated with multiple therapies. As they receive a combination 
of medications for diabetic problems as well, diabetic patients 
are suffering due to a larger risk of drug interactions, which is fast 
increasing the rate of occurrence. 

According to our review of the literature, individuals using diabetic 
medications are more likely to have adverse drug-drug and drug-
food interactions since they are undergoing many therapies for the 
management of diabetic complications and other related conditions. 
so that the doctor and other medical professionals can inform the 
patient about the medicine, drug interactions with food and other 
drugs or with the medication, and drug-related concerns. This will aid 
in preventing and reversing drug-drug and drug-food interactions that 
are connected to anti-diabetic medication. This review study outlined 
and highlighted the numerous pharmacological interactions that are 
likely to occur between drugs and foods, as well as reported any 
unfavorable side effects of additional treatments linked to antidiabetic 
therapies in diabetic patients.
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