
Maximising response rate is one way in which the

effect of systematic response bias can be reduced, and

some journals have employed response thresholds below

which they will automatically reject questionnaire-based

studies.7 There are well-established guidelines on how to

maximise response rate in surveys, despite which many

studies are published that have failed to take advantage

of these and often suffer as a result.8

A hand search of all articles published in Eye over the

past 10 years found 26 studies involving questionnaires.

We compared the published methodologies of these

studies to the points of best practice identified from a

literature review.2–5 Although some studies were

extremely rigorous, pre-testing of questionnaires,

maximising response rates, and taking into account the

possible bias introduced by under-attainment in the

analysis or even making active attempts to characterise

non-responders, there were more studies that did not.

We would encourage all authors undertaking

questionnaire-based research to pay close heed to their

study design. Where the number of potential

interviewees is large, random sampling might be a

better way to reduce the overall numbers rather than

self-exclusion by nonresponse.
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Sir,
Reply

We applaud the authors for attempting to address the

issue of mobile phone use around ophthalmic

equipments. The paper concludes that ‘devices are

unlikely to be significantly affected by electromagnetic

interference’ and questions the need for a complete ban

of mobile telephones in ophthalmic departments.

Although probably true, it appears that the methods

used may not be robust enough to draw these

conclusions.

The study did not address the phones’ energy

emissions when observing for effects on the tested

equipment; thus, these results are valid only for the exact

time, place, and handsets used. This is because a mobile

phone increases or decreases its energy output

depending on its proximity to the base station (a

phenomenon known as ‘adaptive energy’), the state of

the call (standby, connecting or connected), and there is

further variability in energy output between individual

handsets and networks. Therefore, electromagnetic

interference testing without simultaneous energy or

power measurements can be dangerous as it may lead to

a false conclusion of relative safety. One such example is

where there happens to be a base station in close

proximity to the test site resulting in the phones emitting

only a fraction of their potential energy.

Although the results are encouraging, we feel that

caution should be exercised when drawing conclusions

from these data.
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Sir,
Bilateral acute anterior uveitis as a side effect of

trimethoprim

Trimethoprim is the most commonly used drug in the

treatment of urinary tract infection in women. Common

side effects associated with its use include skin rash,

itching, gastrointestinal upset, anaemia, and swelling of

the tongue. We report a rare case of trimethoprim-

induced bilateral acute anterior uveitis.

Case report

A 41-year-old woman, who had been taking oral

trimethoprim 200 mg twice daily for 2 days, was referred

by her general practitioner with a 8-h history of bilateral

painful red eyes. She had also developed sudden-onset

chills, itching, arthralgia, and myalgia. The examination

revealed bilateral acute anterior nongranulomatous uveitis

with raised intraocular pressures. Her fundi were normal.

Her past ocular history was unremarkable. She had

been treated with trimethoprim on two previous

occasions without any adverse effects.

The uveitis was treated with topical steroids and

mydriatics, with complete recovery within a few days of

discontinuing trimethoprim. Routine blood tests

including acute phase reactants were all normal. Her

chest radiograph was negative, as were toxoplasmosis

antibodies, antistreptolysin-O and antinuclear

antibodies. No bacteria were detected in her urine. HLA-

B27 was negative.

With the patient’s informed consent, she was re-

challenged with a single oral dose of 200 mg of

trimethoprim. Approximately 45 min after taking the

drug she became ill, with visual disturbance, headache,

arthralgia, and myalgia. There was bilateral acute

anterior uveitis. Topical treatment was instituted and

recovery was again rapid and complete.

Comment

Trimethoprim is a widely used antibiotic, either alone or

in combination with sulpha drugs. Serious side effects

are rare, although there have been occasional case reports

of aseptic meningitis and Stevens–Johnson syndrome.1,2

Acute uveitis has been described only twice previously.1,2

Retinal haemorrhages have been reported.3 In the past

uveitis has been attributed to the systemic use of

sulphonamide derivatives.4 Sulphonamides are

frequently administered in combination with

trimethoprim, and it is possible that some of the reported

cases of sulphonamide-induced uveitis may in fact have

been due to trimethoprim.

Trimethoprim is widely distributed in body fluids,

including aqueous and vitreous humour. Interestingly,

our patient had no side effects on the first and second

occasions she was given trimethoprim. On the third

occasion, she developed symptoms after three doses, and

there was an even more rapid recurrence of uveitis with

rechallenge. This strongly suggests the possibility of an

immunologically mediated process. A similar chain of

events was noted in the case report by Gilroy et al.2 It

appears, therefore, that a patient who has shown no side

effects with trimethoprim in the past can develop uveitis

on repeated exposure.

The association of bilateral anterior uveitis with

systemic use of drugs has rarely been reported, and

physicians, general practitioners, and ophthalmologists

should be aware of potential complication and include

side effects of systemic drugs in the differential diagnosis

of uveitis.
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