
support course lasting two to three days, but there is no
evidence that this is any better or worse than an infor-
mal course lasting one day or less. More work needs to
be done in evaluating the right level of training for
medical students. In 2001 the Resuscitation Council
(UK) will launch an immediate life support course last-
ing one day; this may provide optimal standardised
resuscitation training for medical students.

The members of the BMA Medical Students Committee for
1998-9 were Lizz Corps (Chair), Malcolm Chambers, Georgina
Burnham, Peter Hale, Simon Korn, Mike Moneypenny, Sian
Stephens, Nicola Littlewood, Helen Neary, Emily Craft, Bushra
Alam, Michael Urdang, Anusa Sabanathan, Parham Azarbod,
Sarah Snowden, Katie Ward, Pedram Azarbod, Nick Jenkins,
Joseph Foottit, Zoe Silverstone, Jennifer Campbell, Saul Rajak,
Richard Graham, Keira Lindsay, Victoria McCormack, Jason
Coventry, Séamus Phillips, Mark Haynes, Remy McConvey,
Adele McKenna, Dan Atkinson, Mellissa Robson, Hannah

Seymour, David Heylings, Rachel Lindlay, Andrew Jinks, and
Gemma Hale

Contributors: PSP designed the questionnaire and collated
the results. JPN wrote to post-graduate deans. Both JPN and PSP
wrote the paper, and both will act as guarantors.
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Drug points

Cholestatic hepatitis in association with celecoxib
J P O’Beirne, S R Cairns, Digestive Disease Centre, Royal Sussex
County Hospital, Brighton BN2 5BE

Non-steroidal anti-inflammatory drugs, particularly
diclofenac sodium, have been associated with serious
hepatotoxicity.1 Recently, cyclo-oxygenase-2 selective non-
steroidal anti-inflammatory drug inhibitors have become
popular for the treatment of arthritic conditions, mainly
because of their safer profile for gastrointestinal side
effects.2 Celecoxib (Celebrex; Searle) is one such drug,
licensed for the treatment of rheumatoid arthritis and
osteoarthritis. We report a case of serious hepatotoxicity
associated with celecoxib.

A 54 year old woman developed sacroiliac pain. She
consulted her general practitioner, who prescribed
celecoxib 200 mg daily. After four days her pain resolved
and she developed generalised pruritus. When celecoxib
was discontinued the pruritus resolved.

A week later the pain returned and celecoxib was
restarted. Two days later the patient developed dark urine
and increasing pruritus. Five days later she developed
jaundice, and blood tests showed an aspartate transami-
nase concentration of 1650 IU/l (reference range 10-40
IU/l), alkaline phosphatase 232 IU/l (25-115 IU/l), and
bilirubin 123 ìmol/l (5-20 ìmol/l). She was also taking
isphagula husk (Fybogel; Reckitt and Colman) and
alverine citrate (Spasmonal; Norgine), which she had
taken for many months, and hormone replacement
therapy (six monthly implants of oestradiol with 100 mg
of testosterone), which she had received for four years. She
was referred to us for further management.

She had no risk factors for viral hepatitis, and
examination was normal apart from noticeable icterus. All
drugs were withdrawn and relevant blood tests were
performed. We excluded viral and autoimmune hepatitis
by blood tests. Her eosinophil count was raised at
0.8×106/l. A hepatic ultrasonogram appeared normal.

On withdrawal of celecoxib her liver function tests
improved (figure) and her symptoms resolved. The
temporal relation between ingestion of the drug and
hepatotoxicity strongly suggested an association between
celecoxib and liver damage. A yellow card was submitted
to the Committee on Safety of Medicines.

In a review of controlled clinical trials involving 7400
patients, hepatic dysfunction occurred in 0.8% of those

treated with celecoxib compared with 0.9% treated with
placebo and 3.7% treated with diclofenac sodium. No
patient treated with celecoxib, however, had increases of
alkaline phosphatase concentrations greater than eight
times normal.3

Nimesulide, another non-steroidal anti-inflammatory
drug with cyclo-oxygenase-2 selectivity, has been reported
to cause fulminant hepatic failure,4 and celecoxib has been
associated with hepatitis and pancreatitis.5 To our
knowledge severe cholestatic hepatitis has not been
reported in association with celecoxib.

Physicians should be aware that, despite a better safety
profile for gastrointestinal side effects than conventional
non-steroidal anti-inflammatory drugs, celecoxib may still
be associated with severe hepatotoxicity. Celecoxib should
be stopped if the results of liver function tests are
abnormal.
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