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Drug-induced acute pancreatitis

Druginduced acute pancreatitis (AP) is rare and the incidence ranges from 0.3% to 2% of AP cases. Most of the
literature available consists of anecdotal evidence and case reports. The causes of AP include gallstones, alcohol,
hypertriglyceridemia, hypercalcaemia, infection, trauma, idiopathic, genetic mutations, pancreatic tumours, and drugs.
Druginduced AP is implicated after excluding the common causes of AP, and when pancregtitis resolves after stopping
the offending drug or recurs after re-challenge.

The cause of drug-induced pancreatic injury is unknown. Proposed mechanisms include metabolic effects, direct cellular
toxicity, pancreatic duct constriction and an immune-mediated response. Pancreatitis may occur within a few weeks of
starting adrug or after many months of drug therapy depending on the medication involved.

In a review article by Badalov et a there were 120 drugs classified as potentially causing pancreatitis. Agents were
classified a5 either;
- class la(at least one case report with positive rechallenge excluding all other causes such as gallstones, alcohol,
hypertriglyceridaemia, hypercal caemia and other drugs)
class b (at least one case report with positive rechallenge but other causes not ruled out)

class Il drugs (at least 4 cases with consistent latency ie time interval between starting drug and onset of AP in
at least 75% of cases)

class |l (at least 2 cases, no consistent latency among cases and no rechallenge)
class IV (not fitting into earlier classes, single case report without rechallenge).

Only class la, b and Il drugs arelisted below .

Classla Classlb Classl|
Methyldopa Olsalazine All-trans retinoic acid Norethindronate/ | Paracetamol
Bezafibrate Pentamidine Azathioprine mestranol Chlorthiazide
Cannabis Pravastatin Clomiphene Omeprazole Clozapine
Carbimazole Procainamide Dexamethasone Sulfamethoxazole | Didanosine
Codeine Pyritinol Ifosfamide Trimethoprim- Erythromycin
Cytosine Simvastatin Lamivudine sulfamethazole Estrogen
Arabinoside Stibogluconate L osartan L-asparaginase
Dapsone Sulfamethoxazole Lynesterol/ Pegasparagase
Enalapril Sulindac M ethoxyethinylestradiol Propofol
Frusemide Tetracycline 6-Mercaptopurine Tamoxifen
Isoniazid Valproic acid Meglumine
Mesalazine Methimazole
Metronidazole Nelfinavir

Drugs associated with AP can be difficult to identify, but if a drug is highly suspected as a causative agent, it is
recommended to hold theapy until further investigations are made. If patients need to restart therapy they should be
carefully monitored, and the suspect medication discontinued if symptoms of AP recur.
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