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Abstract
Due to the increase of systemic diseases worldwide, patients under pharmacotherapeutic regimens for the treatment of their ill-

nesses could require dental care and the administration of additional medications. The main way for a dental professional to make
an adequate diagnosis is through an exhaustive review of the clinical antecedents of the patient. A correct diagnosis and a complete
clinical history of the patient, including the prescribed drugs, is of great relevance because errors will invariably lead to treatments

that can aggravate the disease or resolve poorly the underlying health problem. For this reason, no procedures should be performed

if the clinical antecedents of the patient and the exploration are incorrect or incoherent. On the other hand, the need to know the
interactions of drugs that can occur in a patient under medical treatment, even for short terms, is to be pointed out, especially in the

most susceptible patients, like the elderly or patients with cardiopathies. Management of pain and infection is common in dental

treatments and the substances commonly used in the dental practice for their control are non-steroidal anti-inflammatory drugs
(NSAIDs), antibiotics and local anesthetics that contain vasoconstrictors, capable of generating pharmacological interactions that can

diminish the effect of the medical prescription, increase or exacerbate a biological response. Knowledge of the pharmacokinetic and
pharmacodynamics drug interactions diminishes the risk of compromising the medical/dental treatment.
Keywords: Pharmacological Interactions; NSAIDs; Antibiotics; Local Anesthetics

Introduction
Dental surgeons play a very relevant role in the prescription of polymedicated patients due to systemic diseases. Cardiovascular dis-

eases are the most common cause of death in the world, and uncontrolled hypertension is a harbinger of such poor outcomes [1]. Seven
million deaths worldwide each year are attributed to hypertension. Moreover, WHO estimates that, globally, 422 million adults aged over

18 years were living with diabetes in 2014 [2]. Given the high morbidity and mortality of these two diseases worldwide, it is crucial to
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consider that the ill patient with or without medical treatment, can develop undesirably responses when using different types of drugs
during and after the dental treatment.

The management of pain and infection is common practice in dental patients [3-5]. Non- nonsteroidal anti-inflammatory drugs

(NSAIDs) are among the most frequently used drugs [3]. While these drugs have positive benefits in terms of reducing pain and inflammation, they also have potentially serious adverse effects, including gastrointestinal bleeding and kidney failure [6]. In dental care, before,

during, and after the intervention, it could be necessary to prescribe different NSAIDs, anesthetics, or antibiotics that could result in combinations with adverse or non-desired effects. The inhibition of the COX enzyme by NSAIDs attenuate the antihypertensive efficacy of the
angiotensin-converting-enzyme inhibitors (ACEI) producing an increase in blood pressure (BP) of 5 to 10 mmHg. Patients with controlled

BP under different antihypertensive regimens have shown that the COX-2 inhibitors attenuate the antihypertensive effect of the ACEI and
beta-blockers [7]. Also, ibuprofen can incidentally induce hypoglycemia in diabetic patients who receive sulphonylurea therapy [8]. This

phenomenon has raised the questions whether or not NSAIDs in conventional dosage can be used for the treatment of hyperglycemia in
patients who have non-insulin-dependent diabetes mellitus and whether or not NSAIDs added to preexistent hypoglycemic drug therapy
taken orally may lead to unanticipated hypoglycemia [9]. Hypertensive patients receiving nonselective β-adrenergic antagonists are vulnerable to hypertension and bradycardia when injected with dental local anesthetic formulations containing epinephrine [10].

The main pharmacological interactions among drugs of common use in the dental practice and those used for the treatment of the

most common systemic diseases are exposed in this review, along with the therapeutic strategies targeting this process.

Methods

A literature search was conducted using the electronic databases included from 2005, open access, Medline, Embase and Cochrane

Database. The search strategy used the terms ‘Blood Pressure’ or ‘Hypertension’ combined sequentially with, ‘NSAIDs’, type 2 diabetes
and inflammation,” “NSAIDs in type 2 diabetes,” “COX inhibition in type 2 diabetes”, “NSAIDs’ and antibiotics”, “vasoconstrictors and an-

tidepressors”, “vasoconstrictors and antihypertensives”. The publications discussed in this article review pertinent literature published

before 2005. Filters were applied to include both observational and experimental studies on human models. An exclusion criteria was

applied for animal or in vitro studies. In this review, papers were selected using the following criteria: English-language articles, studies
conducted in adults, meta-analyses, randomized active or placebo-controlled trials, prospective studies, observational studies, reporting
changes in blood pressure were reviewed.

Mechanism of increased cardiovascular risk with NSAIDs
There are two functional types of enzyme cyclo-oxygenase (COX) that produces prostanoids associated to physiological and patho-

logical responses [11]. COX-1 is present in most tissues and is involved in the gastrointestinal protection, vascular homeostasis, renal
hemodynamics and platelet function [12-14]. The mechanism by which NSAIDs promote hypertension is related to the inhibition of

COX-1 that also prevents natriuresis and local renal vasodilation, mechanisms that help to regulate the BP. NSAIDs elevate levels of serum

aldosterone, which also contributes to sodium retention and, thus, to edema and hypertension [15]. On the other hand, COX-2 induces
the production of pro-inflammatory prostanoids responsable of symptoms as pain, heat and swelling. COX-2 regulates other processes as

ovulation, ovular implantation, labor induction and reproduction [16]. It has also pathophysiological roles in the central nervous system
[17] and participates in malignant transformation [18]. In general terms, the benefits of NSAIDs for their analgesic and anti-inflammatory

properties come from COX-2 blockade, whereas most of the side effects come from COX-1 blockade [6]. NSAIDs and COX-2 selective inhibitors may also impair the vasodilatory benefits of prostacyclin [19]. Loss of this mechanism of vasodilation in the face of numerous

vasoconstrictors (e.g. angiotensin, catecholamines, endothelin) may potentially lead to increases in systemic vascular resistance and,
subsequently, to increases in mean arterial pressure [20].

The association between NSAIDs and hypertension may in part be mediated through potential effect on endothelial function. Endo-

thelial thiols such as glutathione (GSH)-a major intracellular redox buffer that function as cofactor for many antioxidant enzymes-, may
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mediate some of the beneficial effects of nitric oxide [21,22]. On the other hand, there are not yet enough clinical data on aspirin in the
vascular function and the BP [23]. Currently, the evidence suggests its use for the secondary prevention, for example in patients with
atherosclerosis, but the use for primary prevention remains controversial [24].
NSAIDs and beta-adrenergic antagonists

In normotensive and untreated hypertensive patients, NSAIDs are probably having a weak effect on blood pressure [23]. The addi-

tion of a NSAID to antihypertensive drugs could reduce the efficacy of antihypertensives, with a poor control of blood pressure. Several

classes of antihypertensives are more prone to suffer this interaction: renin‐angiotensin‐aldosterone inhibitors, diuretics and beta‐blockers (Table 1). Elderly patients with hypertension may suffer significant changes in blood pressure control [25]. A proposed mechanism to
explain this effect with beta-adrenergic antagonists is that inhibition of PGs by NSAIDs could increase sensitivity to the vasoconstrictor

effects of sympathetic nervous system stimulation. Blocking beta receptors increases this sensitivity of the alpha sympathetic nervous

system, resulting in abolishment of the blood pressure lowering effect of beta-adrenergic antagonists. Further, some beta-adrenergic antagonists reduce the glomerular filtration rate. In the long-term, this could increase the sensitivity to blood pressure increases by NSAIDs.
This effect was observed in 3928 patients prescribed with NSAIDs or acetaminophen and evaluated in a retrospective cohort study that

included adult patients who had received their first prescription for NSAID from the general medicine practice of Wishard Health Services

in Indianapolis, USA. In this study Hisham., et al. observed that the main effect has important implications for those patients with heart
failure and hypertension prescribed beta-adrenergic antagonists [20].
NSAID with antihypertensive
drugs

Beta-adrenergic antagonist
Renin-angiotensin-aldosterone
system inhibitors
Calcium channel antagonist
Diuretics

Mechanism

Outcome/Result

Inhibition of PGs by NSAIDs could increase
sensitivity to the vasoconstrictor effects of Abolishment of the blood pressure lowering effect of
sympathetic nervous system stimulation beta-adrenergic antagonist.
[20].
Reduction in prostaglandin synthesis
induced by NSAID [32].

No interaction reported [25,26].

Loss of prostaglandins action on vasodilatation to
preserve renal blood flow.

Patients treated with calcium antagonist can recieve
NSAIDs safetly.

Diuretics con lead to hypovolemia and Renal afferent arteriolar vasoconstriction.
NSAIDS cause inhinition of prostaglacyclin Hipovolemia exerted by diuretics is exacerbated by
synthesis [33].
the vasoconstrictive effect of NSAIDs.

Table 1: Interaction of NSAIDs with antihypertensive drugs. Classes of antihypertensives prone to suffer this interaction:
renin‐angiotensin‐aldosterone inhibitors, diuretics, and beta‐blockers.

NSAIDs and calcium channel antagonists
Most antihypertensive medications seem to have decreased effects with concomitant NSAID administration, except for calcium chan-

nel antagonists and centrally acting sympatholytic drugs [25,26]. Calcium-channel blockers (CCBs) (dihydropyridines [DHPs] and non-di-

hydropyridines [NDHPs)] have been proposed as a treatment option for patients with hypertension, especially in resistant hypertension

and/or when blockers of the renin angiotensin system are not tolerated [6]. There are two major categories of calcium channel antago-

nists based on their primary physiological effects. They have inhibitory effects on the sinoatrial and atrioventricular nodes resulting in a
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slowing of cardiac conduction and contractility. This allows for the treatment of hypertension, reduces oxygen demand, and helps to control the rate in tachydysrhythmias [27]. Ivančica., et al. in a prospective clinical trial, in a family practice included 88 treated hypertensives

aged over 55 years; 39 controls and 49 also taking NSAIDs for osteoarthritis, they observed that subgroups taking ibuprofen or piroxicam,
in the amlodipine subgroups, or in phase II with acetaminophen, the baseline of BP values did not vary substantially [28]. Two reports

showed that the combination of celecoxib and amlodipine provided similar BP reduction to an equal dose of amlodipine alone without an
increase in adverse effects, at least in the very short term [29,30].

NSAIDs and inhibitors of the renin-angiotensin-aldosterone (RAAS) system
Because of the routine use of NSAIDs, post-operative patients using concomitant diuretics and/or RAAS-inhibitor therapy are prone to

an interaction. A known adverse effect of NSAIDs is the occurrence of decreased renal function. This decrease in renal function is directly
related to the reduction in prostaglandin synthesis induced by NSAIDs treatment. In subjects without renal impairment, prostaglandins
do not play a major role in the regulation of renal function. However, in patients with existing renal disease, prostaglandins act as vaso-

dilators to preserve renal blood flow. These patients are more susceptible to the occurrence of renal adverse effects of NSAIDs. Also, the

combined use of NSAIDs with diuretics or RAAS-inhibitors may increase the risk of NSAID-associated decrease in renal function [31]. The
renin-angiotensin-aldosterone system plays a pivotal role in the pathogenesis of hypertension. Angiotensin-converting enzyme inhibitors

(ACEIs) and angiotensin II receptor blockers (ARBs) are first line antihypertensive drug classes that are potent, effective, and mostly safe.

Direct renin inhibitors (DRIs) have shown similar BP reduction but more side effects. The efficacy of ACEIs and ARBs (for cardiovascular, cerebrovascular, and renal protection) has been promoted to extend beyond what could be explained by BP reduction alone [32]. In
one review, the administration of ibuprofen in 90 hypertensive patients treated with ACEIs induced a blood pressure rise in 16.6% of

the subjects; however, in this study, hypertension values are not given, only the percentage of affected patients [3]. Ivančica., et al. found
that ibuprofen or piroxicam increased blood pressure by 1.1 - 1.6% (p > 0.290) only, and there were no significant shifts in the follow-up
periods [28].

NSAIDs and diuretics
Use of diuretics can lead to hypovolemia and NSAIDs cause inhibition of prostacyclin synthesis (leading to renal afferent arteriolar

vasoconstriction). According to a large population-based study of patients (almost 500,000), patients exposed to diuretics and NSAIDs

early in the course of treatment may be more prone to develop acute kidney injury. This result is biologically consistent with the potential effect of a drastic hypovolemia exerted by diuretics, which is further exacerbated by the vasoconstrictive effect of NSAIDs [33]. In a
meta-analysis study, patients with treatment of lisinopril/hydrochlorothiazide ibuprofen and piroxicam elevated systolic BP by 7.7 - 9.9%
(p < 0.001), which, during the acetaminophen period, decreased by 6.9 - 9.4% to 0.3 - 0.9% above baseline (p < 0.001). Piroxicam and

ibuprofen markedly blunt the effects of antihypertensive drugs whereas acetaminophen is almost inert. Lisinopril/hydrochlorothiazide
combination is much more affected by this interaction than amlodipine [34]. A large case-control analysis consisting of 2215 cases of
acute kidney injury and 21993 controls without kidney injury, all of whom were taking antihypertensive agents, found that the risk of

acute kidney injury was not significantly increased when NSAIDs were combined with diuretics, ACEIs, or ARBs; however, a significant

increase was observed in those taking triple therapy consisting of an NSAID, a diuretic, and either an ACEI or an ARB (adjusted rate ratio:

1.31; 95% CI: 1.12 - 1.53) [33]. A prospective clinical trial, included 110 already treated hypertensive patients, aged 56 - 85 years; 50

control patients and 60 patients who were also taking NSAIDs for osteoarthritis treatment. The antihypertensive regimens remained the
same during this study, while NSAIDs and paracetamol were crossed-over in three monthly periods. In the lisinopril/hydrochlorothiazide

subgroup, both ibuprofen and piroxicam elevated mean arterial pressure by 8.9 - 9.5% (p < 0.001) [34]. In a retrospective cohort study,

NSAID users had a 2 mmHg increase in systolic blood pressure (95% CI, 0.7 to 3.3), Ibuprofen was associated with a 3 mmHg increase
in systolic blood pressure compared to naproxen (95% CI, 0.5 to 4.6), and a 5 mmHg increase compared to celecoxib (95% CI, 0.4 to 10),
in this study. Compared to acetaminophen, incident use of NSAIDs, particularly ibuprofen, is associated with a small increase in systolic
blood pressure in hypertensive patients [20].
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Some NSAIDs incidentally induce hypoglycemia, which is often seen in diabetic patients receiving sulphonylureas. NSAIDs influence

various ion channel activities, thus, they may cause hypoglycemia by affecting ATP-sensitive potassium channels functions in insulin

secreting beta cells [9]. In addition to an increased risk for gastrointestinal bleeding, salicylates have also been recognized to induce hypoglycemia, especially in concomitant use with sulphonylureas (SUs). Salicylate-induced hypoglycemia is thought to be caused by several

mechanisms: increasing insulin secretion in those with type 2 diabetes, increasing insulin sensitivity, displacing SUs from protein-binding
sites, and inhibiting renal excretion [35].

In pancreatic beta cells, ATP-sensitive K+ (KATP) channels function as a molecular sensor of cellular metabolism. KATP are composed

of four sulphonylurea receptors and, during glucose metabolism, increased intracellular ATP inhibits channel activity, leading to mem-

brane depolarization and insulin secretion. Inhibition of KATP channels results in depolarization of pancreatic beta cells, and consequent-

ly insulin release. Indeed, administration of NSAIDs, such as meclofenamic acid, elevated the [Ca2+]i and increased insulin secretion in the

presence of low, but not high glucose. The risk of NSAID-induced hypoglycemia should be considered when glucose-lowering compounds
are administered [9].

Metformin is a biguanide widely used hypoglycemic drug for the treatment of type 2 diabetes (DM2). Metformin exhibits a variety of

pharmacological properties, including anti‐inflammatory, anti‐cancer, and antioxidant properties. It was reported that metformin has
been demonstrated to be a therapeutically effective drug candidate for various nervous system disorders, including Parkinson’s disease,

Huntington’s disease and spinal cord injury [36]. A synergistic anti-proliferative effect of diclofenac and metformin has been described
as diclofenac lowers the glycolytic activity to induce apoptosis in some neoplasms [37]. In a retrospective study metformin therapy is associated with the decreased severity of lumbar radiculopathy pain. These findings are in line with mechanistic studies from preclinical

models demonstrating a powerful antihyperalgesic/antiallodynic effect of metformin on lumbar radiculopathy pain [38] and, in a case
report, metformin improved pain symptoms suggesting analgesic efficacy of metformin in humans with a favorable change in their serum

biochemical markers, such as fibrinogen [39]. In this regard, other results suggest that in patients who are already receiving metformin

therapy, lower doses of ibuprofen/aspirin/tramadol/pregabalin might be sufficient for achieving satisfactory pain relief. Metformin-aspirin combination might be particularly useful because it may achieve multiple therapeutic goals (glucoregulation, pain relief and cardioprotection) [40].

Antibiotics and hypoglycemic drugs
Relevant drug interactions are predominantly related to sulfonylureas, thiazolidinediones, and glinides [41]. Two clinical studies

showed that many antimicrobials present a high interaction risk with antidiabetics, especially with sulfonylureas (SUs) [42,43]. Interac-

tions with antimicrobials are clinically most relevant because adverse effects take place most often whenever a drug is added or removed
[33], and antimicrobials are usually taken temporarily. Besides their specific pharmacokinetic interactions, there are some antibiotics
with glucose lowering effects and, thus, bearing the risk of pharmacodynamic interactions with antidiabetic drugs in general. Studies have

shown this interaction with fluoroquinolones [44,45]. Quinolones seem to have an insulinotropic effect by increasing the release of insulin
via blockade of ATP-sensitive K+ channels in a dose-dependent manner [42]. Fluoroquinolones like levofloxacin, ciprofloxacin, or moxi-

floxacin should be used with caution in patients with diabetes. In a retrospective cohort study of Texas Medicare claims from 2006 to 2009
for patients 66 years or older, clarithromycin (odds ratio [OR], 3.96 [95% CI, 2.42 - 6.49]), levofloxacin (OR, 2.60 [95% CI, 2.18 - 3.10]),

sulfamethoxazole-trimethoprim (OR, 2.56 [95% CI, 2.12 - 3.10]), metronidazole (OR, 2.11 [95% CI, 1.28 - 3.47]) and ciprofloxacin (OR,

1.62 [95% CI, 1.33 - 1.97]) were associated with higher rates of hypoglycemia compared with a panel of noninteracting antimicrobials

[46]. A large population-based cohort study of patients in Taiwan found that diabetic patients prescribed moxifloxacin had higher rates of
hypoglycemia than patients given macrolides [47]. In another study, the cephalosporin, cephalexin, has been shown to reduce renal clear-

ance of metformin and, thus, increasing the area under the plasma concentration-time-curve and Cmax [48]. An increased hypoglycemic
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risk with SUs was clinically relevant in about 20% of DM2 patients and 75% of the identified interactions were due to concomitant treat-

ment with trimethoprim, metronidazole, or ketoconazole [47]; increased plasma concentrations of glibenclamides have been observed
when clarithromycin is taken concomitantly with SUs [49].
Interactions of vasoconstrictors

Hypertensive patients receiving nonselective β-adrenergic antagonists are vulnerable to hypertension and bradycardia when injected

with dental local anesthetic formulations containing the catecholamine, epinephrine [50]. Few recent studies of the interactions between
local anesthetics and β-adrenergic antagonists were found. However, the literature available since the 80s reveals, in several clinical tri-

als, a strong association between these medications [51-55]. The mechanism proposed occurs when a β-blocker, such as propranolol, is
used and significant systemic absorption of epinephrine occurs, the β-2 vasodilatory effects (and the β1 cardiac stimulatory effects) of

epinephrine will be blocked, allowing the α vasoconstrictive effects to function unopposed [56]. Drugs affecting the central nervous sys-

tem (CNS) norepinephrine presynaptic stores, such as monoaminoxidase inhibitors (MAOIs), or increasing activity of synaptic, selective

serotonin reuptake inhibitors (SNRIs), and norepinephrine tricyclic anti-depressors (TCAs) may affect adrenergic neurotransmission in
the periphery. Because the activity of epinephrine that reaches the peripheral synaptic cleft is also principally terminated by presynaptic
norepinephrine transporter reuptake, drugs that inhibit this process (SNRIs and TCAs) also may prolong and exaggerate epinephrine ac-

tivity. Levonordefrin (alpha-methyl norepinephrine) has predominantly alpha-2 effects with mild beta-1 effects. Presynaptic reuptake is
also responsible for termination of activity at the synapse. Although prolonged activity can also be expected, the effects may be predomi-

nantly related to blood pressure [57]. It is also possible that adrenergic receptors become sensitized to the effects of sympathomimetics
in patients taking MAOIs. Therefore, it seems prudent that systemic direct-acting intravenous sympathomimetics should be titrated to the
desired hemodynamic effect, starting with lower than usual doses to avoid exaggerated tachycardia and/or pressor responses. Likewise,
vasoconstrictors in local anesthetic solutions should be used cautiously, monitoring hemodynamics [58].

Discussion

In the dental practice, treatment of acute dental pain in patients with antihypertensive medication is usually not prolonged for more

than 4 to 5 days. Some trials found no significant effect on BP when over-the-counter (OTC) doses of ibuprofen or naproxen or prescription-dose ibuprofen were combined with antihypertensives [59]. However, particularly in more susceptible individuals such as the

elderly, patients with congestive heart disease and hypertensive patients, interactions are possible even with short periods of treatment.
Decreasing systolic blood pressure by just 2 mmHg lowers stroke mortality by 10% and ischemic heart disease mortality by 7% [20].

Important to mention that, the combination of NSAIDs, ACEIs, and diuretics has been shown to increase the risk of acute kidney injury
by 31% [11]. Despite that paracetamol has been considered as an option in patients under treatment for hypertension, the relative risks

of developing hypertension were similar for both paracetamol and NSAIDs [57]. Compared to paracetamol, incident use of ibuprofen is
associated with a small increase in systolic blood pressure in hypertensive patients [20].

Our review does not evaluate selective COX inhibitors (ICOX-2) since these are not first choice drugs for use in dental practice, however,

it is important to consider the following if the use is taken as an alternative of these drugs. Different studies in patients with controlled

hypertension and different antihypertensive regimens have shown that selective COX-2 inhibitors produce an attenuation of the antihypertensive effect of ACEI and beta blockers, therefore, BP should be evaluated when treatment includes any drug belonging to this family.

That is, according to the literature, selective COX inhibitors do not represent an option that is significantly better in terms of decreasing
antihypertensive effects compared to conventional NSAIDs [60-63].

As shown in table 2, antidepressives of the MAOIs, SNRIs, TCAs families can interact with anesthetics containing a vasoconstrictor

of the sympathomimetic types, producing an increase of BP. Another interaction with antidepressants occurs when lithium toxicity is
increased by drugs (NSAIDs) that reduce lithium excretion or increase reabsorption in the kidney [63].
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Hypoglycemic drugs interactions with
NSAIDs and antibiotics
Sulphonylureas with NSAIDs
Biguanide (Metformin)

Mechanism

Outcome/Result

Administration of NSAIDs elevated the [Ca2+]I
and increased insulin secretion [9].

Risk of NSAID-induced hypoglycemia.

•

•

SUs with fluoroquinolones (levofloxacin,
ciprofloxacin, or moxifloxacin)
Cephalisporins (cephalexin)
SUs with trimethoprim, metronidazole, or
ketoconazole

Diclofenac lowers the glycolytic activity
to induce apoptosis in some neoplasms •
[37].
Favorable change in serum biochemical •
markers such fibrinogen [39].

Increasing the reléase of insulin via a
ATP-sensitive channels in a dose-dependent
manner [44].
Reduce renal clearance of metformin
increasing the area under the plasma
concentration–time-curve and Cmax [48].

Prolong the elimination phase half‐life and
increase the maximum plasma
concentration of glimepiride by inhibition of
CYP2C9 activity [47].

Sinergistic anti-proliferative effect
of diclofenac and metformin.
Improve pain syntoms
Hypoglycemia
Hypoglycemia
An increased hypoglycemic risk in
DM2 patients.

Table 2: Interaction of NSAIDs and antibiotics with hypoglycemic drugs. Relevant drug interactions
are predominantly related to sulfonylureas, fluoroquinolones and metronidazole.

Antibiotics and NSAIDs can induce hypoglycemia when used concomitantly with oral hypoglycemic drugs; however, although most of

the described interactions are considered noxious, some may lead to beneficial effects as occurs with metformin, which has been related
to pro-apoptotic and analgesic effects, and as an adjuvant in some diseases of the nervous system [36-38] (Table 3).
Interactions of catecholamine
vasoconstrictors

The β-2 vasodilatory effects (and the β1 cardiac
stimulatory effects) of epinephrine will be blocked,
Monoaminoxidase inhibitors
allowing the α vasoconstrictive effects to function
Selective serotonin reuptake inhibitors. unopposed [56].
Inhibition of norepinephrine transporter reuptake
Tricyclic antidepressors
[57].

Beta blockers
•
•
•

Mechanism

Outcome/Result

Alpha vasoconstrictive effects
function unopposed.

Prolonged and exaggerated
epinephrine activity.
Hypertensive crisis

Table 3: Interaction of vasoconstrictors. The main interactions occur with beta blockers and non-selective antidepressives.

Conclusion
In dental practice, dentists should be aware of any association among medically prescribed NSAIDs, antibiotics, and anesthetics to

mitigate the appearance of pharmacological interactions and the possible consequent adverse reactions. Their use should be based on

a clinical evaluation of benefits and risks of pharmacological treatment. It is important to individualize pain and infection management

according to each patient. For this purpose, the dentist should obtain information about patient’s demographics (sex, age, pregnancy, allergies), history of present and past illness, current symptoms, medications (prescribed, OTC or herbal), medical and family history.
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Alternatives of treatment for pain, especially non-pharmacologic approaches, such as physiotherapy, laser therapy, and others should

be considered especially in patients with multiple treatments or with high levels of hypertension. Other analgesics, such as acetaminophen, or opiates should be considered in the appropriate medical context as an alternative of treatment.

Sympathomimetic vasoconstrictors should be used carefully in patient with medications of tricyclic antidepressors, MAO inhibitors,

and non-selective cardio beta blockers. In all these cases it is important to perform follow up of the prescription to continue, suspend, or
modify the chosen treatment.
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