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Polyposis coli and the
stomach
Among the varieties of gastrointestinal polyposis the most
common and most important is polyposis coli (adenomatous
polyposis of the colon and rectum). Its study has contributed
much to our knowledge of the pathogenesis of colorectal
cancer.1

Polyposis coli is a precancerous genetic disorder with a
dominant mode of inheritance. In affected individuals there
are hundreds to thousands of adenomas in the large bowel.2
Early colectomy and ileorectal anastomosis may anticipate the
development of colonic adenocarcinoma in a high proportion
of patients; but careful follow-up examinations of the remain-
ing rectum are essential. Some time ago we emphasised3 the
differences between this disease and the non-adenomatous
types of polyposis such as the Peutz-Jeghers syndrome and
juvenile polyposis. As experience of polyposis coli has in-
creased so reports of upper gastrointestinal manifestations of
the disease have accumulated.4 Of these, the most important
clinically is the association with periampullary carcinoma: at
least 17 cases have been reported.5 Indeed, periampullary
carcinoma may be the first indication of an underlying poly-
posis coli.6

Polyps of the small bowel are rare. There have been reports
of polyps in the terminal ileum and duodenum in patients
with polyposis coli, but often insufficient detail was given to
know whether these were adenomas.7 Certainly some growths
in the terminal ileum are, in fact, benign lymphoid lesions.4
On the other hand, in the St Mark's Hospital register genuine
adenomas have been recorded in the terminal ileum in two
patients and in the duodenum in three patients.8 A recent
upper gastrointestinal endoscopic study from Japan recorded
small bowel adenomas in five of ten patients examined9;
these also appeared to be genuine examples.
True gastric adenomas are just as rare. Hyperplastic or

regenerative polyps of the stomach are common and may be
misinterpreted as adenomas. Another Japanese paper10 has
raised the possibility of an association between polyposis coli
and benign gastric tumours. The authors correctly comment
that polyposis coli may not only be a disease of the large
intestine. They add, however, that the high incidence of
gastric cancer in Japan makes their positive findings in 10 of
15 patients difficult to interpret. Similar caution is necessary
when an even higher incidence of gastric polyps is reported in
association with polyposis coli.9 In this latter series all but
one example were regarded as hyperplastic fundal glands and
not as adenomas. In the polyposis families seen at St Mark's

there are no records of gastric adenomas, but hyperplastic
foci have been observed in one patient.8
A Swiss report11 described a clustering of gastric carcinomas

in one family with minor polyposis coli. These patients, who
had small numbers of large bowel adenomas, probably
represented Veale's "recessive adenoma expression," in
which many fewer adenomas are found than in classical
polyposis coli.12 Outside Japan there is only one recorded
example of gastric carcinoma in a patient with polyposis.13

Certainly the physician or surgeon caring for a patient with
polyposis coli should also investigate the upper gastrointestinal
tract. Clinical symptoms should be evaluated together with
air contrast barium meal studies. One barium meal early in
the disease and a repeat later, along with gastroscopy and
duodenoscopy, may be the minimum investigation required.
Because the various types of polyp have a different prognosis
careful histological study of any biopsies is essential. But even
when upper gastrointestinal disease is established-whether
as adenomas, hyperplastic, or hamartomatous lesions-it is
difficult to advise what further can be done. There is no
evidence, as yet, to suggest that duodenal adenomas progress to
periampullary carcinoma or that the gastric polyps are pre-
cancerous. If there is such progression, experience with the
large bowel suggests that the history of malignant change
may be measured in years.1 For the future, upper gastro-
intestinal endoscopic polypectomy may resolve some of these
problems. For the present, the major preoccupation with a
patient with polyposis must remain the risk of rectal carcinoma
after the colon has been removed. The significance of upper
gastrointestinal tract malignancy has still to be defined.
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Irritant woods
Charles Darwin would doubtless have been upset had he
known of the Coco de mono tree of Venezuela.' It apparently
bears pods of such complexity that only the most dexterous
of monkeys can open them and obtain the tasty almond-like
nut. Once the nuts have been eaten the monkey's hair drops
out and he soon expires-thus ensuring the survival of the
least fit members of each generation.
We are all conditioned to be suspicious of trees with strange

fruits, but the fact that the timber itself may be toxic in a
number of ways is perhaps less well known. Woods and
Calnan2 have done well to draw attention in great detail to the
large range of trees used in manufacturing processes in the
context of their potential as irritants and 'sensitisers. The
substances responsible may be present in bark, wood, or
pollen, while allergies to lichens growing on the bark pose an
added hazard to the unwary and unfortunate.
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The main components of timber-cellulose, hemicellulose,
and lignin-are non-irritant and non-sensitising. Minor
components such as resins, terpenes, and oils may cause aller-
gic contact dermatitis in those handling and processing wood.
In practice, chemicals such as preservatives, epoxy resins,
polishes, varnishes, and dyes cause more dermatitis in
woodworkers than the actual woods themselves. In general,
allergies and both dermatitis and mucosal irritation from
wood species are almost exclusively the prerogative of lumber-
men and woodworkers. Handlers of the finished product are
generally safe from toxic effects, though contact with aiticles
made from highly allergic woods such as rosewood, rengas, or
obeche has occasionally given rise to symptoms.
The irritants of woods are mostly contained in the sap, so

that the lumberjack bears the brunt of the chemical attack
and may develop intense erythema and blistering ofthe exposed
skin. The heartwood tends to contain the sensitisers, and
allergic sensitivity is most commonly seen in woodworkers
exposed to fine dust in enclosed spaces. The distribution is
typical of airborne contact dermatitis, with selection of the
dorsums of the hands and arms and swelling and erythema
and scaling of eyelids, face, and genitalia. The eruption
may become chronic after repeated exposure. Patch testing to
moistened wood dust usually discloses the culprit sensitiser,
but testing of controls is advisable.

Mucosal irritation; sneezing, sore throat, conjunctivitis. and
even epistaxis; nausea and vomiting may occur in susceptible
individuals exposed to specific (and usually tropical) woods.
Attacks of asthma may be delayed for several hours after
exposure. This may reduce the degree of suspicion, and
inhalation tests with aqueous extracts of dust seem to be the
only really reliable way of establishing the diagnosis. Sequoia,
cork oak, and maple may cause progressive pneumonitis, so
that avoidance of established allergens should be mandatory.
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Juvenile rheumatoid
arthritis-a viral disease?
Of all the forms of polyarthritis which have been investigated
for an infectious aetiology the most likely seems juvenile
rheumatoid arthritis (Still's disease) in its acute form. Fever
(often high), rash, lymphadenopathy, splenomegaly, peri-
carditis, pleuritis, and abdominal pain all occur,'-4 and may
in very young children overshadow the joint manifestations.
This clinical picture strongly suggests a disseminated infection.
In terms of immunopathology juvenile rheumatoid arthritis
has many features in common with the adult condition,
including complement consumption in affected joints5 and
often circulating autoantibodies,6 which may need special
methods of detection.7 These findings, too, are entirely
consistent with an infective aetiology.8 Nevertheless, like its
adult counterpart, juvenile rheumatoid arthritis is a syn-
drome-an impression reinforced by epidemiological studies9
-and its heterogeneous nature means that clues to its patho-
genesis may not apply to all forms of the disease.
The evidence linking juvenile rheumatoid arthritis with

any specific infection is still scanty. Isolated case reports do
appear: illnesses like Still's disease have been described10
in a 16-year-old boy with a rise in antibody titres to Coxsackie

B3 and A9 viruses and in a 9-year-old girl from whom an
adenovirus 7 was isolated. Furthermore, an increase in anti-
body titres to rubella virus has been reported in children with
juvenile rheumatoid arthritis,"12 and rubella virus antigen
was detected in 33% of the synovial effusions examined from
these patients.'2 Sore throats are prominent in Still's disease of
adults,'314 a disorder which clinically is almost identical with
that seen in children in its most characteristic form.'5

All such observations must be interpreted with caution. A
whole range of viral infections are accompanied by joint
complaints,'6 and the diagnosis of juvenile rheumatoid arthritis
can be made with confidence only when the clinical and
laboratory features meet accepted criteria'7 18; of these the
duration ofarthritis is especially relevant. In addition, antibody
titres are often misleading: they may simply reflect the general
increase in serum gammaglobulin concentrations commonly
seen in connective tissue disorders.'9 Such patients produce
an abnormally high secondary antibody response to diphtheria
and tetanus toxoid20 so that an exaggerated anamnestic response
to viral antigens might not be expected. More decisively, there
is no evidence that the clinical course of rubella in patients with
juvenile rheumatoid arthritis differs from that in normal
children."l 21

Incrimination of common endemic viruses in the patho-
genesis of juvenile rheumatoid arthritis is particularly difficult.
After all, most children become infected with these, and
reactivation may be a non-specific accompaniment of an
entirely unrelated disease. The variable exposure to these
viruses in different populations could account for the wide
variation in viral antibody titres which have been recorded in
children with juvenile rheumatoid arthritis." 1219 One
possibility is that (as has been suggested22 in the demyelinating
diseases) the cell-mediated immune responses to viruses may
be defective in these children, so accounting for abnormal
persistence of an inflammatory response. Nevertheless, there
is little evidence that this sort of defect exists.23 24
The possibility of an infectious aetiology is also raised by

the association which has been described between the HLA
antigen B27 and juvenile rheumatoid arthritis.25-28 This
association has not been found by all investigators29 30-
reflecting the varied nature of the diseases termed "juvenile
rheumatoid arthritis." Nevertheless, B27 is probably com-
moner in those patients who have developed or are likely to
develop ankylosing spondylitis,25 26 and indeed this observation
was presaged by an earlier study which showed an increased
incidence of ankylosing spondylitis in the families of children
with juvenile rheumatoid arthritis.31 Furthermore, individuals
who inherit the antigen show an increased susceptibility to
polyarthritis after certain bacterial infections32; possibly HLA
antigens on the cell surface may be modified by virus, thereby
provoking an immune reaction by T-lymphocytes.33

Generally, attempts to identify viruses in long-term cultures
of synovial membrane cells have been as fruitless in juvenile
as in adult forms of rheumatoid arthritis.34 3 All the possible
approaches have not yet been exhausted,36 however, and there
may be a case for extending both virological and related
immunological studies in juvenile rheumatoid arthritis. If
this is to be done the children should be investigated in the
acute stages of their illness37 with an open mind as to how
it will eventually be classified.
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