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Each tablet of Enaladex 5 mg contains Enalapril Maleate 5 mg
Each tablet of Enaladex 10 mg contains Enalapril Maleate 10 mg
Each tablet of Enaladex 20 mg contains Enalapril Maleate 20 mg
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Treatment of essential hypertension, renovascular hypertension congestive heart
failure and to reduce mortality in patients with all degrees of heart failure. To
retard the development of symptomatic heart failure in asymptomatic patients
with left ventricular dysfunction.
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4.3. Contraindications

e Combination with sacubitril/valsartan due to the increased risk of angioedema.
Do not administer Enaladex within 36 hours of switching to or from



sacubitril/valsartan, a product containing a neprilysin inhibitor (see sections 4.4
and 4.5).

4.4 Special warnings and precautions for use

Hypersensitivity/Angioneurotic Oedema

Angioneurotic oedema of the face, extremities, lips, tongue, glottis and/or larynx has
been reported in patients treated with angiotensin-converting enzyme inhibitors,
including enalapril maleate. This may occur at any time during treatment. In such
cases, Enaladex should be discontinued promptly and appropriate monitoring should
be instituted to ensure complete resolution of symptoms prior to dismissing the
patient. Even in those instances where swelling of only the tongue is involved,
without respiratory distress, patients may require prolonged observation since
treatment with antihistamines and corticosteroids may not be sufficient.

Very rarely, fatalities have been reported due to angioedema associated with
laryngeal oedema or tongue oedema. Patients with involvement of the tongue, glottis
or larynx are likely to experience airway obstruction, especially those with a history of
airway surgery. Where there is involvement of the tongue, glottis or larynx, likely to
cause airway obstruction, appropriate therapy, which may include subcutaneous
epinephrine solution 1:1000 (0.3 ml to 0.5 ml) and/or measures to ensure a patent
airway, should be administered promptly.

Black patients receiving ACE inhibitors have been reported to have a higher
incidence of angioedema compared to non-blacks.

Patients with a history of angioedema unrelated to ACE inhibitor therapy may be at
increased risk of angioedema while receiving an ACE inhibitor. (Also see section
4.3).

Patients receiving coadministration of ACE inhibitor and mTOR (mammalian target of
rapamycin) inhibitor (e.g., temsirolimus, sirolimus, everolimus) therapy may be at
increased risk for angioedema.

Patients receiving concomitant ACE inhibitor and neprilysin inhibitor therapy (e.g.,
sacubitril, racecadotril) may be at increased risk for angioedema (see section 4.5).
The combination of enalapril with sacubitril/valsartan is contraindicated due to the
increased risk of angioedema (see section 4.3). Sacubitril/valsartan must not be
initiated until 36 hours after taking the last dose of enalapril therapy. If treatment with
sacubitril/valsartan is stopped, enalapril therapy must not be initiated until 36 hours
after the last dose of sacubitril/valsartan (see sections 4.3 and 4.5).

Hyperkalaemia



Elevations in serum potassium have been observed in some patients treated with
ACE inhibitors, including enalapril. Risk factors for the development of
hyperkalaemia include those with renal insufficiency, worsening of renal function,
age (> 70 years), diabetes mellitus, inter-current events in particular dehydration,
acute cardiac decompensation, metabolic acidosis, and concomitant use of
potassium-sparing diuretics (e.g., spironolactone, eplerenone, triamterene, or
amiloride), potassium supplements or potassium-containing salt substitutes; or those
patients taking other drugs associated with increases in serum potassium, (e.g.
heparin, co-trimoxazole also known as trimethoprim/sulfamethoxazole). The use of
potassium supplements, potassium-sparing diuretics, or potassium-containing salt
substitutes particularly in patients with impaired renal function may lead to a
significant increase in serum potassium. Hyperkalaemia can cause serious,
sometimes fatal arrhythmias. If concomitant use of enalapril and any of the above
mentioned agents is deemed appropriate, they should be used with caution and with
frequent monitoring of serum potassium (See section 4.5).

4.5 Interaction with other medicinal products and other forms of interaction

Mammalian Target of Rapamycin (mTOR) Inhibitors

Patients taking concomitant mTOR inhibitor (e.g., temsirolimus, sirolimus,
everolimus) therapy may be at increased risk for angioedema (see section 4.4).

Neprilysin Inhibitors

Patients receiving concomitant ACE inhibitor and neprilysin inhibitor therapy (e.g.,

sacubitril, racecadotril) may be at increased risk for angioedema (see section 4.4).
The concomitant use of enalapril with sacubitril/valsartan is contraindicated, as the
concomitant inhibition of neprilysin and ACE may increase the risk of angioedema.
Sacubitril/valsartan must not be started until 36 hours after taking the last dose of

enalapril therapy. Enalapril therapy must not be started until 36 hours after the last
dose of sacubitril/valsartan. (See sections 4.3 and 4.4.)

Co-trimoxazole (trimethoprim/sulfamethoxazole)
Patients taking concomitant co-trimoxazole (trimethoprim/sulfamethoxazole) may be
at increased risk for hyperkalaemia (see section 4.4).
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