
sweating. His wife brought him to the emergency
department on three occasions—16, 19, and 23 days
after starting diclofenac—and he was noted to be
hypoglycaemic with blood glucose concentrations of
1.2-2.5 mmol/l. At each visit his symptoms responded
to intravenous glucose and feeding. No investigations
were done at his first two visits to the emergency
department.

At his third visit, his blood glucose concentration
was 1.2 mmol/l. A history taken at this visit after
correction of hypoglycaemia was unremarkable. The
patient reported no decrease in his appetite or increase
in physical activity in the past month and no decrease
in urine output. Physical examination was unremark-
able, with a blood pressure of 150/90 mm Hg. There
was no peripheral oedema. Investigations showed a
raised serum creatinine concentration of 440 �mol/l
and a raised serum urea concentration of 14.6 mmol/l
(1.7-8.3 mmol/l); serum potassium concentration was
4.8 mmol/l (3.5-5.0 mmol/l).

Since starting to take the non-steroidal anti-
inflammatory drug diclofenac, the patient had
developed a decline in renal function with a fourfold
increase in serum creatinine. Diclofenac was immedi-
ately stopped and his insulin dosage was decreased.
Two weeks later, his serum creatinine concentration
returned to baseline and he resumed his usual insulin
dosage, with no further episodes of hypoglycaemia and
with reasonable glucose control.

Discussion
Non-steroidal anti-inflammatory drugs (NSAIDs) are
commonly used for managing pain. They can cause
acute renal failure in susceptible individuals by inhibit-
ing the synthesis of renal vasodilatory prostaglandins.6

In the general population, the frequency of acute renal
failure from NSAIDs is not known but is probably less
than 1% a year.7 A French review of 2000 patients with
acute renal failure, however, found that 6.8% of the
cases were associated with NSAIDs.8

In chronic, progressive renal failure the physician is
aware of the risk associated with NSAIDs and adjusts
the dose of insulin or hypoglycaemic agents accord-
ingly. However, when renal dysfunction is unexpected,
a patient with poorly controlled glucose concentra-
tions may notice improvement in glycaemic control or
hypoglycaemia because of the decreased requirement
for insulin or hypoglycaemic agents, and both the phy-
sician and the patient may be pleased with this desired
but passive improvement in glycaemic control. In such
patients, it is important to check that there has been no
recent decline in their renal function.

Contributors: MSP is the sole contributor.

Funding: No special funding.
Competing interests: None declared.

1 Sherwin RS. Diabetes mellitus. In: Goldman L, Bennett JC, eds. Cecil text-
book of medicine. 21st ed. Philadelphia, PA: Saunders, 2000:1279.

2 Parmar MS: Chronic renal disease. BMJ 2002;325:85-90.
3 Weinrauch LA, Healy RW, Leland OS Jr, Goldstein HH, Libertino JA,

Takacs FJ, et al. Decreased insulin requirement in acute renal failure in
diabetic nephropathy. Arch Intern Med 1978;138:399-402.

4 Owen OE, Felig P, Morgan AP, Wahren J, Cahill GF Jr. Liver and kidney
metabolism during prolonged starvation. J Clin Invest 1969;48:574-83.

5 Haviv YS, Sharkia M, Safadi R. Hypoglycemia in patients with renal fail-
ure. Ren Fail 2000;22(2):219-23.

6 Griffin MR, Yared A, Ray WA. Nonsteroidal anti-inflammatory drugs and
acute renal failure in elderly persons. Am J Epidemiol 2000;151:488-96.

7 Venturini CM, Isakson P, Needleman P. Non-steroidal anti-inflammatory
drug-induced renal failure: a brief review of the role of cyclooxygenase
isoforms. Curr Opin Nephrol Hypertens 1998;7(1):79-82.

8 Mann JFE, Goerig KB, Luft FC. Ibuprofen as an over-the-counter drug: is
there a risk for renal injury? Clin Nephrol 1993;39:1-6.

Corrections and clarifications

German cancer specialist cleared of fraud allegations
We made two errors when editing this news article
by Annette Tuffs (6 March, News Extra, bmj.com).
We said that the German Research Foundation had
failed to find Friedhelm Herrmann, a former
professor at Ulm University, guilty of having
acquired grants on the basis of forged scientific
results. We should have said that the foundation
failed to charge Professor Herrmann with that
offence. The article’s title was also wrong. It should
have said: “Research foundation failed to charge
professor with fraud offence.”

Adding amynoglycoside to � lactam does not improve
results
In this summary in This Week in the BMJ (of the
paper by Mical Paul and colleagues, “� lactam
monotherapy versus � lactam-aminoglycoside
combination therapy for sepsis in
immunocompetent patients: systematic review and
meta-analysis of randomised trials,” pp 668-672) a
vital word was wrong. The first sentence should
read: “In patients with sepsis but without [not
“with”] neutropenia, mortality is no different
whether � lactams and aminoglycosides are used
together or � lactams are used alone, although the
risk of adverse effects is increased with � lactams
and aminoglycosides.” And, as you will have
noticed, we also slipped up on the spelling of
aminoglycoside in the summary’s title.

National reporting system for medical errors is launched
In this news article by Vittal Katikireddi (28
February, p 481) we riskily suggested that the
launch in February of the new national reporting
and learning system (NRLS) in England and Wales
was the world’s first national system for collecting
reports of health system failures and any error
compromising patients’ safety. We have since been
advised that the Danish national incident reporting
system was launched in January 2004.

Interactive case report

A 66 year old with breathlessness

This case was described on 20 and 27 March (BMJ
2004; pp 698 and 758). Debate on her management
continues on bmj.com (http://bmj.com/cgi/eletters/
328/7441/698). On 17 April we will publish the

outcome of the case together with commentaries on
the issues raised by the management and online
discussion from the patient, a general practitioner, and
relevant experts.

Clinical review
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