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Blood-gas Analysis Minimum Recorded pH Values and Associated Indices
Weight Weight Before Treatment

Case Befo~~~ream t (Expressed Days___ Wt. Loss -Wt. LossNaoe Age Sex Tretmet esae%Base DAfte From as % PCS Base
(NoAlb aSW A fter Onset of Pre- pH (:mm g)

Deficitanlg)b egt)Pcoms D(eficit Onset of Fast. treatment H~(m~q/l.)and kg.) (mm.Hg) (mE~~~~~/l.) Fast~

(lb.) Weight
____ ____ ____

1 16 F 184 (83 4) 60 7-36 45 1 5 9 5 7-32 29 10
2 18 F 230 (104-3) 81 7-38 40 1 10 21 9 7-31 36 8
3 20 F 215 (97.5) 54 7-38 40 2 5 11 5 7-29 33 10
4 20 F 198 (89 8) 41 7-38 40 2 5 10 5 7-30 30 11
5 21 F 166 (75 2) 54 7-37 42 1 13 19 11 7-26 25 14
6 37 F 212 (96-1) 64 7 39 36 3. 5 9 4 7-26 33 12
7 40 F 299 (135-6) 103 7 38 36 3 12 21 7 7-28 34 10
8 41 F 227 (102-9) 77 7 39 42 - 1 6 16 7 7-28 '29 12
9 44 M 229 (103-8) 42 7 40 33 3 10 38 16 7-30 30 11
10 50 F 186(84-3) 43 7-37 43 1 7 13 7 7-26 33 12
11 55 M 239 (108-4) 56 7-38 47 -2 11 13 5 7-29 34 10
12 58 F 257 (116-5) 74 7-38 40 1 5 16 6 7-30. 34 9

Mean
values 35 - 222 (100-6) 62 7-37 40 125 78 16 3 7 7-29 32 105

blood-urea, and electrolyte values, and a normal
renal ability to excrete an acid load.' The PH,
Pco, and base deficit in arterialized capillary
blood samples obtained before and on alternate
days during fasting were estimated using the
Micro-Astrup method.' Durikig fasting a liberal
water intake was allowed, but apart from one
cupful of beef extract daily no other foodstuffs
or supplements were given. Exercise was limited
to moderate ambulation within the ward area.
The acid-base indices are summarized in

the Table. All patients developed a primary
metabolic acidosis (base deficit > 2-5 mEq/l.)
with some degree of respiratory compensation
(Pco, < 35 mm. Hg). A significant acidaemia
(pH<7.30) was detected in all but cases 1 and
2, and in case 5 the pH fell to 7.31 as early
as the second day of fasting. Though weight
loss and ketonuria persisted throughout the
period of fasting, any marked improvement in
the blood-gases following the development of
metabolic acidosis could be traced subsequently
to surreptitious eating by the patients.
Whereas the metabolic acidosis of starva-

tion is probably largely due to ketone produc-
tion by the liver, the possibility of impairment
in the body's mechanisms of dealing with an
acid load cannot be overlooked. Though our
patients were able to excrete an exogenous
acid load beforehand, abnormal tubular func-
tion arising during fasting may have con-
tributed to their acidosis.'
Our findings show that in obese fasting

patients metabolic acidosis may develop
rapidly and become unexpectedly severe.
Moreover, failure to develop acidosis, or its
sudden improvement during starvation treat-
ment, is good evidence that the fast has been
broken despite continued weight loss, keton-
uria, and denial by the patient. Since under-
lying renal or pulmonary disease could aggra-
vate acidosis, it would seem advisable to
assess renal tubular and pulmonary ventila-
tory functions before fasting is commenced,
and to assess acid-base status during treat-
ment. It is now generally believed that the
treatment of obesity by total starvation is safe,
yet some of our patients seemed to find
nibbling even safer.-We are, etc.,
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Difficult Case of Gout
SIR,-Gout may be difficult to diagnose,

and in the case reported below the presenting
history was totally misleading.
A 60-year-old, overweight labourer was re-

ferred to the orthopaedic clinic with a five-
month history of recurring swelling over the
metacarpophalangeal joint of his right middle
finger. Though the swelling was episodic, it
never subsided completely. At the clinic he
described pain and swelling over the joint, which
was slightly swollen and tender. There was no
history of specific injury, but he performed very
heavy labouring, breaking boulders with a
hammer. X-ray examination revealed a foreign
body, probably metal, lying in the soft tissues
between the heads of the second and third meta-
carpals. It was thought that his symptoms were
due to chronic infection arising from this foreign
body.

Exploration of the dorsum of the hand was
performed under general anaesthesia. A bursa
and degenerate tissue were found over the meta-
carpophalangeal joint of the middle finger, and
these were excised. The foreign body could not
be found, and it was thought inadvisable to ex-
tend the exploration in the presence of peri-
arthritis. Hydrocortisone was injected locally,
and the wound was closed. The resected tissue
was examined by the pathologist, who reported
that the tissue was densely fibrotic but con-
tained a few synovial clefts. There were small
zones of fibroelastic activity and occasional giant
cells. There was no haemosiderin deposition or
calcification, and examination under polarized
light was negative. The appearances were those
of non-specific chronic tenosynovitis.
,On the fourth postoperative day he reported

with severe pain in his hand. The area around
the wound was red and hot, but there was no
evidence of sepsis. A plaster supporting splint
was applied with marked improvement in
symptoms.
At this stage the possibility of gout was con-

sidered, and the serum uric acid was found to be
11.2 mg./100 ml. In the presence of a normal
blood-urea this was indicative of acute gout.
The diagnosis was confirmed by subsequent de-
tailed biochemical studies. X-ray examination
three months after exploration showed degenera-
tive arthritic changes in the second and third
metacarpophalangeal and interphalangeal joints.
The metallic foreign body was again demon-
strated. His condition improved with colchicine
and probenecid, though his grip did not return
to normal.
X-ray examination in this case was quite

misleading. A metallic foreign body was
found, with no sign of joint damage in the
initial films. In retrospect, this is not sur-
prising, for other authors have reported
similar findings.' s It may well be that
repeated and unnoticed trauma influences the
site of gouty arthritis. The high-protein

diet necessary for labourers is a further pos-
sible factor in precipitating attacks of gout
in susceptible individuals.

Diagnosis is difficult when symptoms and
signs are not typical. Initial investigations
by radiology, biochemistry, and histology may
all be negative in the early stages of gout.'3
Serial investigations in such cases should be
performed, and only persistently normal
results, together with a failure to respond to
uricosuric agents, should be allowed to dis-
credit the clinical diagnosis In this context
patients must be warned that self-medication
with salicylates will prevent the beneficial
effect of probenecid. Both are uricosuric,
but they act as competitors, and as a result
neither is as effective in the presence of the
other.

I wish to thank Dr. I. A. Anderson and Dr.
W. B. Davis for biochemical and pathological
details, respectively, and Mr. T. E. Norton for
permission to publish.
-I am, etc.,

E. S. GLEN.
Victoria Infirmary,
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Paracetamol Overdose and Liver Damage
SIR,-Paracetamol is widely used as a mild

analgesic, and, the few reported side-effects
suggest a high margin of safety when used
in therapeutic doses. The finding of liver
necrosis in rats, was followed by two reports
of fatal hepatic necrosis in inmates of a
mental institution, a third fatality being
mentioned by Thomson and Prescott.3

Case 1.-A 46-year-old male was admitted
two hours after ingesting 75 paracetamol tablets.
He had not received other medication and there
was no history of liver or kidney disease. He
was in good general condition, conscious, and
apyrexial. The pulse was 80, and the blood
pressure 130/90. There was no icterus, and
the liver was not enlarged or tender. Gastric
lavage was carried out without detectable pro-
duct, and a diuresis was initiated with frusemide
40 mg. and 5% glucose by intravenous infusion.
On the second day he complained of right

upper abdominal pain and vomited altered blood.
He was icteric, and the urine output had fallen.
The blood pressure varied from 120/70 to
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