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dominant and should be treated by total colectomy and
ileorectal anastomosis. Regular follow-up examinations of the
rectum are needed, with any polyps being removed by fulgura-
tion.
While not all adenomatous polyps become malignant every

opportunity should be taken to remove them, especially those
over 2 cm in diameter. Because they are larger, and epithelial
dysplasia is more common, villous adenomas have considerably
greater malignant potential than tubular ones. Almost certainly
most carcinomas of the colon and rectum develop from pre-
existing adenomatous polyps. On average the polyp-cancer
sequence takes 10 to 15 years, but the interval may be as short
as five or as long as 25 years.2
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Chronic active hepatitis
Chronic active hepatitis is defined as inflammation of the
liver continuing without improvement for at least six months,
with the histological findings of round-cell infiltration of the
portal tracts and moderate or severe piecemeal necrosis of
liver cells extending outwards into the parenchyma.1 Under-
standing of the pathogenesis and natural history of this
condition has come a long way since it was first recognised in
the early 1950s. Subgroups have been recognised with
different mechanisms of damage to the liver, and these have
important implications for treatment.
The two main causes of chronic active hepatitis, chronic

infection with the hepatitis B virus and autoimmune disease,
differ in their geographical distribution, sex ratio, serum
markers, prognosis, and treatment. Hepatitis B virus infection
is an uncommon cause in Britain but the incidence may be
increasing, particularly among male homosexuals.2 It is,
however, the most common cause of chronic active hepatitis
in the Middle East and Asia, where the chronic carrier state is
more prevalent than in Europe-men are affected more often
than women. The hepatitis B virus is usually detected by a
finding of HBsAg in the serum, but in some cases the amount
of viral antigen in the serum may be below the limits of
detection by current methods. In these circumstances viral
antigen can be identified in the liver cells by immunological
methods, and there are usually high serum titres of antibodies
to the core antigen (anti-HBc).3

In contrast, the autoimmune type of active hepatitis is more
frequent in women and often affects other systems, being
associated with the sicca syndrome, arthralgia, thyroid
disease, haemolytic anaemia, inflammatory bowel disease, and
renal tubular acidosis.4 Smooth muscle and antinuclear
antibodies are typically found in the serum, and there is
usually a greater degree of hypergammaglobulinaemia than

in patients with chronic viral infection. These immunological
abnormalities and the mechanisms of hepatic damage have
been reviewed recently.5-7
The prognosis of patients with chronic active hepatitis

carrying HBsAg is uncertain: claims have been made for
both a better8 and a worse9 outlook in the long term than in
patients with the autoimmune type. What is clear is that the
disease often progresses slowly to cirrhosis.9 The treatment
of the autoimmune type has been established in three
prospective controlled trials,10-12 each of which showed that
treatment with corticosteroids (with or without azathioprine)
considerably reduced the mortality in the early active phase of
the disease; the benefits of treatment have recently been
confirmed by the long-term follow-up of patients in the Royal
Free Hospital trial.13 On the other hand, in patients with
viral disease the use of corticosteroids may not influence the
outcome; indeed immunosuppression may allow more viral
replication, thus increasing the patients' infectivity. The
results of formal controlled trials are, however, still awaited.
A more logical approach might be to try to eliminate the
virus either by boosting the body's immune mechanisms or
by using an effective antiviral agent; at present interferon is
showing the greatest promise.

Recent reports have highlighted the difficulty of differ-
entiating chronic active hepatitis from Wilson's disease14-
a vitally important distinction since the conditions are
susceptible to different specific and effective treatments. The
patients with Wilson's disease may lack typical features such
as Kayser-Fleischer rings and neurological changes, and
serum concentrations of both caeruloplasmin and copper
may be normal, especially if there is severe hepatocellular
necrosis. In such patients the diagnosis of Wilson's disease
may be delayed, and once cirrhosis is established the prognosis
may be poor despite treatment with D-penicillamine.
Drugs may be responsible for the full range of both acute

and chronic liver damage.'5 Chronic active hepatitis has been
described after treatment with the laxative oxyphenisatin,
with methyldopa, and with isoniazid.'5 Occasional reports
have incriminated repeated exposure to halothane'6 and
treatment with dantrolene.17 Recently several cases of chronic
active hepatitis have been attributed to the long-term use of
nitrofurantoin.1819 Recognition of the offending agent is all
important, for withdrawal usually halts progress of the
disease. Drugs are probably not an important cause of chronic
liver disease in Britain (where oxyphenisatin is not available)
but physicians should be alert to the possibility.

Alcoholism may be accompanied by liver disease with the
histological picture of chronic active hepatitis,20 when the
histological changes considered characteristic of alcoholic
liver disease (fatty change, alcoholic hyaline, and polymorpho-
nuclear infiltration) are either minimal or completely absent.
Possibly alcohol damages the liver in these cases by initiating
an abnormal immune response.
Some patients with liver disease associated with deficiency

of alpha-l-antitrypsin show features of chronic active hepatitis
on liver biopsy.2' The hallmark of this disease is the presence
in the liver cells of globules of alpha-l-antitrypsin, but these
may be missed unless the appropriate stains are used. Primary
biliary cirrhosis is another condition that may sometimes be
distinguished with difficulty from chronic active hepatitis
because of the overlap of clinical, biochemical, serological, and
morphological features between the two diseases. The patients
with chronic active hepatitis, however, can usually be picked
out by their good response to corticosteroids.22
We are left with a nucleus of patients with chronic active
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hepatitis in whom until recently no cause could be identified.
There is no evidence implicating the hepatitis A virus, but
recent studies have pointed to the non-A, non-B virus.23 24
Hepatitis due to this virus occurs sporadically and nowadays
accounts for most cases of post-transfusion hepatitis. Typically
the disease is mild or asymptomatic and as most patients do
not become jaundiced the condition must often pass un-
detected. Long-term follow-up shows, however, that between
25% and 50%0 of patients still have abnormal results in liver
function tests after one year, and liver biopsies in many of
these patients show chronic active hepatitis, some with
cirrhosis.24 25 Tests for autoantibodies are negative. The
biochemical abnormalities tend to resolve with time without
treatment, but whether or not permanent or progressive liver
damage occurs is still uncertain: follow-up studies with liver
biopsies are awaited. No trials of treatment have yet been
completed, so the place of corticosteroids in management is
also unknown. Sensitive tests for non-A, non-B hepatitis virus
and antibodies are being developed. These should both help
prevent post-transfusion hepatitis and define the extent to
which this virus is responsible for chronic active hepatitis and
cirrhosis.
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Down to earth at Newcastle
The 1980 Annual Representative Meeting at Newcastle was
a convincing demonstration, if one was needed, that the BMA
is not just an instrument to improve doctor's pay. From the
Chairman of Council's opening speech on the first morning'
through the ARM's debates (p 323) to the President's inaugural
address on the final evening2 the profession showed itself as
concerned about the health of people and of the NHS as
about its own affairs. The ARM wanted new money for the
Health Service; more efficient use of NHS resources; more
effective preventive measures against the modern epidemics
of smoking, drinking, and motor accidents; and improved
health education.- These interlocking down-to-earth aims
form a package that any reasonable Government should be
willing to discuss, not just as a gesture to an influential
professional organisation but because the potential benefits to
ordinary people are considerable.

Successive Governments have readily given lip service to
the ideals of the NHS while running it on a lamentably
ad-hoc basis. Unless a coherent policy to revive the Health
Service's standards and morale is led with conviction by the
DHSS the commitment and loyalty of staff and the confidence
of patients will have passed the point of no return. The
forthcoming NHS reorganisation may do something to
improve administration and restore some local pride but
unless it is coupled with determined and realistic efforts to
prevent avoidable illness and accidents, to attack waste in the
Service, and to seek additional sources of money the 1980
administrative reforms could become as discredited as those
of 1974.
What can the profession do to help? The ARM pointed to

several practical possibilities. Firstly, the BMA is to prepare
its own recommendations on funding to present to the
Government and these will, no doubt, also include advice on
how to save money. While the ARM rejected "imposed"
medical audit (p 325), the constructive tone of an excellent
debate showed that the profession is well aware ofthe potential
benefit to efficient health care of professionally initiated audit.
Secondly, in calling for better health education and higher
taxes on alcohol and tobacco, with restriction on their
advertising and use, the profession is offering practical and
long overdue policies to the Government. Thirdly, while not
agreeing with all of them, the meeting welcomed the general
tenor of the Government's reorganisation proposals,3 urging
it to simplify the structure and reduce the size of the admini-
stration.
The NHS cannot operate satisfactorily without the right

number of properly trained, sensibly distributed doctors.
This year there have been optimistic signs that the profession
may soon resolve its internal differences on manpower and
agree some workable policies that will provide a satisfactory
service to NHS patients, while fulfilling the training needs
and career aspirations of all doctors. The Representative
Body's cautious acceptance of the Flowers Report4 may upset
many London-based hospital doctors. The decision, however,
was probably more an acknowledgment that the medical
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