Decompression sickness on mountains

Sir?-Jameg in his excellent article about decompres—
sion sickness (October 1993, pages 367-74) intriguing—
1Y suggests that mountain sickness may be caused by

gas formation [1]. This suggestion is not nmnew [2] but
there is little evidence to implicate gas bubble forma-
tion in benign acute mountain sickness or high alti-
tude cerebral or pulmonary oedema during moun —
taineering excursions to altitude. We believe that the

rapid decompression experienced by divers and avia-
tors is tinlike the slow decompression of mountaineers.

In favour of James' gpeculation, Gray (1983) won-
dered if rapid ascent might cause microembolisation
of the lung with air bubbles ]eading t° high altitude

pulmonary ocedema [2]. If this were true, a higher
incidence of high altitude pulmonary oedema would

be expected during rapid simulated ascent in hypobar-
ic chamber studies, but this does not occur [3],

Aviators decompress rapidly, = situation analogous
to diving but Jgmesg cites the occcurrence of cere-
brospinal fluid bubbles in aviators at 10,000 feet as evi-
dence to gupport Dis suggestion °f decompression sick-
ness in mountaineers without mentioning rate of
ascent. Conkin and Van Liew (1992) have found that
by extrapolating t° hypobaria the straight line which
describes the lowest pressure t© which a diver can
ascend without developing decompression sickness
after becoming equilibrated 2t seme higher pressure,
there was an excess of symptoms of decompression
sickness in hypobaric chamber studies when compared

with the expected from the extrapolated line in hyper_
baric studies [4], These findings demonstrate the risks
of rapid decompression for aviators (or gubjects im ==

hypobaric chamber) but do not parallel decompres-
sion schedules for climbers.

Acute mountain sickness is a common syndrome of
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headache, nausea, anorexia, dizziness, dyspnoea and
insomnia. The common symptoms of type I decom-
pression sickness (joint pain and skin rashes) and type

II decompression sickness (gpinal ©ord gymptoms) =*e
not associated with acute mountain sickness or high

altitude cerebral oedema, suggesting a different
mechanism.
It is recommended that divers do not ascend faster

than 60 feet minute if they are to avoid decom-

per
pression sickness (National Hyperbaric Centre, per-
sonal communication). To exceed this ascent rate

would be a remarkable achievement for a moun-
taineer and it thus seems more like]_y that it is the lack
of environmental oxygen 3t altitude which causes
mountain sickness rather than decompression.

Letters to the editor
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