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epilepticus are: giving anticonvulsants initially in doses that
are too small; being too hesistant in the sulbsequent admini-
stration of anticonvulsants; and switching over too soon
from parenteral to oral anticonvulsants. If these pitfalls
are avoided the continuing improvements in supportive
therapy should reduce still further the current mortality.
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Bone Disease after
Gastrectomy
That metabolic bone disease may follow gastrectomy has
been known since the 1940's,l but little has been written
on the practical significance of the condition. A recent
paper from Sweden2 reported a higher incidence of fractures
in men at least 20 years after a Bilrhoth II type of gastrec-
tomy than in men who had not had a gastrectomy. There
was a threefold and highly significant increase in fractures
related to reduction in the quality of bone-the so-called
"fragility fractures"-in gastrectomy patients compared with
matched controls. There was also a significantly increased
incidence of all other types of fracture compared with the
controls. The authors attribute these findings to a gradual
loss of quality in bone after gastrectomy.

Difficulty in defining the terms osteomalacia and osteo-
porosis confuses discussion on this matter. Osteomalacia
occurs when there is a loss of calcium from bone and, since
it responds to physiological doses of vitamin D, is said to be
due to a lack of that vitamin.3 The symptoms of bone pain
and tenderness together with musle weakness may be con-
fused with an arthritis or some other musculoskeletal condi-
tion. The bones are partially decalcified and pseudofraetures
may be seen on x-ray examination. Blood calcium and phos-
phate levels are often low and the serum alkaline phosphatase
(bone) raised. Diagnosis is best established by biopsy of a
core of bone extracted from the ilium by a trephine under
local anaesthesia. Bone which is not decalcified shows an
excess of osteoid tissue, the seams of which characteristically
exceed 15 gm in width. O-ther, more sonhisiticated measure-
ments such as of plasma vitamin D-like activity,4 calcium
balance studies, calcium infusion tests,5 6 and urinary
hydroxyproline7 may be made, but they are more appropriate
to metabolic departmenets.

In osteoporosis there is actual loss of bone tissue. What
remains is normally calcified. There are no associated blood
changes and the main clinical feature is a proneness to
fractures. Since osteoporosis occurs normally in ageing8
the changes in bone due to gastrectomy are superimposed
on and insTarable from those due to advancing years,
and because of the difficulty in separating osteoporosis from
osteomalacia the term "postgastrectomy bone disease" has
been coined. Estimates of its incidence vary widely, but it

probably occurs in 5-15% of patients some 10 years after
operation.9 Some think tthe incidence to be higher.'0

Until recently no case of osteomalacia had been reported
after vagotomy and gastric drainage, though there have
been cases after gastrojejunostomy alone." 12 Long-term
follow-up studies in Britain have so far failed to discover
significant osteomalacia or osteoporosis after truncal vago-
tomy and pyroloplasty or after truncal vagotomy and gastro-
jejunostomy.13-'5 But in a recent study in Australia early
bone changes were suspected in a few patients after vago-
tomy and pyloroplasty.'6 As more patients live longer after
vagotomy and gastric drainage cases of bone disease will
probably be seen among them too.
The recogniition of postgastrectomy bone disease will

usually be a matter for the general practitioner, since after
5-10 yeairs, when the condition may appear, most of the
patients will no longer be attending hospital. Estimates of
blood calcium, inorganic phosphate, and alkaline phosphatase
should be the first step in diagnosis, and when t-hese are
abnormal arrangements for bone biopsy should be made.
In cases of gross bone disease the diagnosis will be obvious
at this point, but in many patients it will remain in doubt.
There should then be a thorough metatbolic assessment, but
when this is impossible bone disease should be assumed to
exist and appropriate treatment started.

Intelligent anticipation should prevent gross bone disease
developing in susceptible patients. Thus those who have had
a gastric operation and whose nutrition is poor should be
given calcium and vitamin D at intervals or continuously,
as apmropriate. The compound tablet of calcium and vitamin
D, B.P.C., contains calcium sodium lactate 450 mg, calcium
phosphate 150 mg, and calciferol 12-5 ,ug (vitamin D 500
units), and one tablet should be given daily. In cases of
established osteomalacia supplementary vitamin D should
be given. Osteoporosis presents a greater therapeutic prob-
lem, and the response to anabolic steroids, at least in terms
of the bones, is usually disappointing.
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Next Step in Scotland
While the White Papers on N.H.S. reform in England and
Wales are still over the horizon, Scotland is steaming ahead
with its legislation, the N.H.S. (Scotland) Bill' having
already had its second reading in the House of Lords.2 It
largely follows the Scottish White Paper.3 The profession in
Scotland has been discussing the Service's reorganization
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