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It is apparent from the results (Table)
that there is a close relationship between the
urinary F.D.P. concentration and the disease
activity. Even in the apparently "static"
group three patients were excreting in-
creased concentrations of urinary F.D.P.
Noteworthy is the observation that of 10
individuals judged to have progressive renal
impairment only two had elevated serum
F.D.P. while all had increased urinary ex-
cretion of these products. Highest urinary
F.D.P. excretion concentrations were ob-
served in polycystic disease with renal
failure, hydronephrosis, lupus nephritis, post-
streptococcal nephritis, and renal failure due
to progressive proliferative glomerulone-
phritis. Serial urine studies in the patient with
lupus nephritis, who was pregnant, showed
close correlation with both her biochemical
and clinical condition. Serum F.D.P. in this
patient were less helpful and did not
accurately reflect the marked fluctuations
which occurred in the urinary F.D.P.
We agree with Dr. Clarkson and his co-

workers that in certain groups of patients the
urinary F.D.P. are derived from the renal
glomeruli and do not represent filtration
from the systemic circulation. In this con-
text it is of interest that we have observed
two patients with disseminated intravascular
coagulation but with normal renal function.
Both had serum F.D.P. greater than 1,000
,Jg/ml, but in neither patient were we able
to detect F.D.P. in the urine. We note that
the Edinburgh workers were unable to de-
tect urinary F.D.P. in patients with un-
complicated polycystic disease. We also were
unable to detect breakdown products in this
type of patient, but in one patient with
polycystic disease and progressive impair-
ment of renal function urinary F.D.P. were
greater than 20 ,ig/ml, and it may be that
in this group also urinary fibrin/fibrinogen
breakdown products may be of value in
assessing the progression of the renal lesion.
Though an estimation of the 24-hour ex-

cretion of F.D.P. provides a more accurate
assessment of renal involvement such collec-
tions are difficult to carry out on an out-
patient basis, and it is of some value there-
fore to note that our results were obtained
on random urine samples collected during an
afternoon outpatient clinic.
We would like, therefore, to reiterate the

views expressed by Dr. Clarkson and his
colleagues that estimation of urinary F.D.P.
may afford a simple but sensitive means of
assessing the activity of the disease process
in patients with certain types of renal dis-
order.-We are, etc.,

F. E. PRESTON
R. G. MALIA

E. K. BLACKBURN
University Department of Haematology,
Sheffield

M. PLATTS
Department of Medicine,
Royal Hospital,
Sheffield

Treatment of Myocardial Infarction

SIR,-Dr. G. R. Feamley (21 August, p. 473)
in commenting upon the findings of the
European working party's statistically-con-
trolled trial of streptokinase therapy in acute
myocardial infarction (7 August, p. 325)
expresses a personal view that thrombolytic
therapy is unlikely to be useful in the treat-
ment of this disease. Nevertheless, as with
other such therapeutic problems, the role of

thrombolytic therapy in this disease will be
defined on the basis of scientific evidence
rather than by disputation.
While the evidence is still incomplete, it

should be noted, particularly since this
evidence is not fully cited by the European
working party, that this study is one of
seven therapeutic trials in which approxi-
mately similar streptokinase dosage schedules
have been employed. Of these studies, three
others show statistically-significant benefit in
favour of streptokinase,'-3 though in one
study randomization was less than perfect.'
Two studies show a trend in favour of
streptokinase treatment,-5 and in the last
study, with very low total mortality, there
was no treatment preference.6

Clearly, these clinical-trial data offer sub-
stantial encouragement to investigators
developing such new approaches to the treat-
ment of acute myocardial infarction.-I am,
etc.,

ANTHoNY P. FLETCHER
Department of Internal Medicine,
Washington University,
St. Louis, Mo., U.S.A.

1 Schmutzler, R., et al., German Medical Monthly,
1966, 11, 308.

2 Betts, N., et al., International Society on Throm-
bosis and Hemostasis, 1971, Proceedings in press.

3 Gebauer, D., et al., International Society on
Thrombosis and Hemostasis, 1971, Proceedings,
in press.

4 Fletcher, A., Sherry S., Alkjaerig, N., Smyrniotis,
F., and Jick, S., 7ournal of Clinical Investigation,
1959, 38, 1111.

5 Gormsen, J., Acta Medica Scandinav:ca, 1971, in
press.

6 Italian Cooperative Trial of Streptokinase Therapy
in Acute Myocardial Infarction, Yournal of
Clinical Pathology, 1971, in press.

The Gut and Dermatitis IHlerpetiformis

SIR,-I consider your leading article on the
gut and dermatitis herpetiformis (2 October,
p. 5) exceptionally ill-informed and mislead-
ing. The article itself is contradictory; it
starts with the sentence "enteropathy may
be associated with dermatitis herpetiformis"
(no references), but in the second paragraph
reports a study' which shows that entero-
pathy is almost invariably present (21 out
of 22 patients studied). However, your article
should really be criticized for failing to refer
to any of the original, and now already con-
siderable, literature on the subject, which has
answered many of the questions raised by
you and is also at variance with a number of
the statements in your article.
Your article looks for evidence as to

whether the enteropathy in dermatitis herpe-
tiformis is the same as that in coeliac disease.
You rightly state the histological appearances
of the small intestinal lesion are similar (first
reported 19662); that there is evidence of
diminishing severity of the lesions in the
distal small intestine (first reported 19673 and
19684) and there is evidence of gluten
sensitivity (reported 19684 5). However, you
then find it difficult to equate the syndrome
(dermatitis herpetiformis enteropathy) with
coeliac disease. As long ago as 19673 when it
was first suggested the enteropathy in derma-
titis herpetiformis was due to gluten sensi-
tivity further evidence was presented to
show that the enteropathy in the two diseases
had a similar aetiopathology. A high
incidence of increased faecal fat excretion, of
folate, iron, and M globulin deficiency, and
of splenic atrophy was found in patients with
dermatitis herpetiformis3 and is known to
occur in coeliac disease. Further evidence
that both diseases are similar has since been

forthcoming in that anticonnective tissue
antibodies have been reported in both dis-
orders.6
The next point where your article is in-

correct is that though you state categoric-
ally that treatment of dermatitis herpetiformis
with a gluten-free diet does not benefit the
skin lesions (you give no references), you
fail to mention the reports where a gluten-
free diet has been shown to influence and in
some instances control the eruption.5 7 8 This
naturally leads to the following question
(which you raised but could not answer) as to
whether patients with dermatitis herpeti-
formis should be treated with a gluten-free
diet.

In favour of treatment with a gluten-free
diet it can be stated that in some patients the
rash can be controlled by diet alone.5 7 8
Secondly, definite clinical (subjective and
objective) improvement does occur in a
number of patients with dermatitis herpeti-
formis.5 7 This is similar to patients with
coeliac disease starting a gluten-free diet.
Thirdly, as mentioned above, a large propor-
tion of patients with dermatitis herpetiformis
are iron and folate deficient and this
deficiency has been shown to improve with a
gluten-free diet.7 Finally, the question of
reticulosis of the small bowel has to be con-
sidered. You say that dermatologists are not
aware that their patients with dermatitis
herpetiformis are specially liable to develop
such neoplasms. However, you fail to mention
that treatment with a gluten-free diet has
already been suggested for this very reason
by a dermatologist9 (and a patient under my
care with dermatitis herpetiformis has
developed a lymphoma of the small bowel-
before starting a gluten-free diet).
The above are definite points (all but the

last you fail to mention) in favour of treat-
ing patients with dermatitis herpetiformis
with a gluten-free diet. However, in practice,
because of the social and practical problems
of adhering to a gluten-free diet, I find it is
not possible to treat all patients with this
diet, and it has been my policy to consider
each patient individually, rather than lay
down any definite rule.-I am. etc.,

LIONEL FRY
Department of Dermatology,
St. Mary's Hospital,
London W.2
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Congenital Leukaemia and Mongolism

SIR,-Having failed to find a clinical report
of congenital leukaemia in association with
mongolism in the medical literature of this
country, I should like to record the following
case history.
A female mongol infant was born at Edg-

ware General Hospital on 29 August 1970.
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