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changes following an acute haemorrhage in scurvy, while
others recover. In most of Grusin patients! the extra
vasated blood became absorbed in 4 - 6 weeks, leaving no
scar. All 3 of our patients with chronic scurvy had evi
dence of siderosis, and in the 2 in whom prolonged
vitamin-C saturation tests were carried out, it was apparent
that vitamin C given by mouth was not being absorbed.
It would appear then that chronic tissue changes in the
form of fibrosis occur in those patients in whom there is
a chronic vitamin-C lack. In these patients it is hardly
possible to reverse their deficiency state, even if the intake
of vitamin C by diet or oral medication is adequate.

It is generally agreed, and has recently been histologi
cally confirmed by Abt et a/.,20 that the rate of collagen
formation in the connective tissues is markedly diminished
in the scorbutic state. It was therefore all the more unex
pected to find that a chronic deficiency of vitamin C led
to an excess formation of fibrous tissue in our cases. The
initial haemorrhage alone was apparently not the cause,
since in most cases it is resorbed and leaves no sequelae.

A possible explanation is that the chronic vitamin-C
lack (here perhaps secondary to siderosis) gives rise to
repeated small haemorrhages following the initial one.
This extravasated blood, or the resultant excessive deposi
tion of haemosiderin pigment, then acts in some way to
stimulate fibroblast activity. That this is not due to a
foreign-body reaction alone, is indicated by the finding
that values for collagen (calculated as hydroxyproline)
were found to be lower in carrageenin granuloma tissue
than in scar wound muscle in experiments done on normal
and scorbutic guinea.,pigs by Abt et al.'"

Direct evidence that iron may cause fibrosis in the skin
and subcutaneous tissues following repeated intramuscular
injections of iron-dextran (which undergoes rapid intra
cellular conversion to ferritin) was found by Golberg
et'a/.21 in experimental studies on mice. 'In the tissues over
lying the sites of injection of heavy doses of iron-dextran,
there was always an accumulation of siderophages owing
to 9iffusion of the excess of injected material. These
siderophages promoted, in the dermis and subcutaneous
tissue, an extensive fibrosis, which often extended through
the adnexal structures to the base of the epidermis; these
consequently showed atrophic changes. _! The close paral
lel presented by our findings in chronic haemorrhagic
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scurvy and those provoked by ferritin in mice, would
seem to justify the title scorbutic pseudoscleroderma, by
which we have described the condition.

SUMMARY

Three patients are described in whom an initial acute attack
of scurvy led, after a period of several months, to sclero
derma-like changes in the affected limb. All patients were
found to be suffering from Bantu siderosis. Vitamin-C
saturation tests were performed on 2 patients and a dis
turbance of vitamin-C metabolism was found to exist.

either patient could be saturated by oral vitamin C, and
1 of them could not be saturated by parenteral vitamin-C
administration as well.

Attention is drawn to the concomitant occurrence of
siderosis and scurvy in our patients and in patients des
cribed in the literature. It is postulated that the excessive
iron deposits found in siderosis give rise to a sometimes
refractory vitamin-C deficiency, and also that the iron
may be the cause of the unexpected fibrosis found in
chronic scurvy.
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BOOK REVIEW

TROPICAL DIABETES

Diabetes Mellitus in the Tropics. By J. A. Tulloch, M.C., any fault of the author, but because we really have no idea
M.D., F.R-C.P.E. pp. x + 294. R3.75. Postage 16c. Edin- why, for example, the urbanized Bantu is far more liable to
OUf'gh and London: E. & S. Livingstone. 1%2. diabetes than his rural cousin (if, in fact, this is true).

This book is really better than I had expected. Professor The ection on treatment discusses in detail the difficulties
Tulloch has plainly done a great mass of work in collecting encountered in dieting the more primitive peoples and is

supplemented by a large number of food tables and dieting
together virtually all that is known of the problems of diabetes schemes in use in different tropical centres. In appendix E
as it occurs in the non-White people of the tropics and the glucose-tolerance and cortisone-glucose-tolerance methods
subtropics. and criteria of Fajans and Coon are set out. This side of the

The historical introduction is extremely interesting. On Atlantic we mostly use, however, quite different methods (i.e.
close inspection the prevalence urvey, though apparently 50 grams of glucose, capillary blood and Hagedorn-Jensen
ample, serve to indicate how little is really known in this techniques), and it is regretted that these are not also mentioned.
field. The uncritical reader must beware of any direct com- The cortisone modification cannot be recommended for
parisons or absolute percentages shown in text or tables, since routine use.
in no two areas were the conditions and methods of study I am sure .that this book wi1l be popular. I hope we may
precisely the same. look forward to several further editions, which will be neces-

The cbapter on aetiology is rather uperficial, not through sary to keep pace with increasing knowledge. W.P.U.J.


