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The Porn Industry
What distinguishes the pornography of today is the hypocrisy
with which it is defended. To the vastly lucrative industry
of marketing pornographic goods of one sort or another is
joined a great company of advocates clamorous in its
defence. In the courts and out of them, in newspapers and
in hired halls, on the air and perhaps under the water too a
persuasive chorus of voices tells us that pornography is the
business of nobody but the purchaser of it, is essential to the
wholeness of works of art, and that its unimpeded circula-
tion represents a triumph of human liberty over the dark
forces of repression. To end all argument we are informed
there are no statistics to prove it has ever done any harm.
And finally to silence anyone impervious to argument a wit-
ness will step forward to say that he personally has actu-
ally benefited from it. But not of course enjoyed it: few of
its defenders admit to doing that. They are concerned to
strike away the chains imprisoning the human spirit or, more
simply, to advance the wellbeing of man.

But even those hearty spirits who deny that pornography
has any effect whatever on the minds of its readers and view-
ers will usually admit that it should be kept away from chil-
dren. Why? Because the adults might be embarrassed if the
children see what they are up to? Not these adults. The fact
is that the educative effect, for good or evil, of books
and films and plays on children's minds is undeniable. Yet
for many people immaturity extends far beyond childhood
into adult life-into middle age, and beyond. Civilized
society accepts the obligation of protecting its children from
influences harmful to their health. To impose reasonable
safeguards for the benefit of immature adults is a far more
dfficult question unless they are seriously defective. But
when relatively healthy people decry attempts to limit the
citizen's freedom of expression they should remember that
limits already exist and that the weaker members of a com-
munity deserve protection, not exploitation.
As well as being matters of public concern these deserve

the attention of the medical profession, for the flourishing
trade in pornography serves to distort the loving and biological
expression of the sexual instinct. In so far as it succeeds in
doing that it impairs the health and well-being of the people
in its thrall. But, though many readers of the report issued
last week by Lord Longford and his committee' would agree
that reform is needed, the manner it should take is more
debatable and not primarily a matter for the medical pro-
fession. In fact the difficulty in controlling pornography be-
gins with defining it, for the amusingly erotic passes imper-
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ceptibly through the acceptably amatory or bawdy or educa-
tional to increasingly obsessional insistence on sexual activi-
ty with pathological, violent, or political accretions. The law
appears to have had some effect in stemming the flow of
magazines portraying obscene violence,2 even if the deter-
rence has been only slight. It needs examining again to see
whether it can be amended at least to stop the distorted por-
trayal of man's instincts in the shop windows of many cities
and in unsolicited advertisements sent through the post. In
questions of this kind the law cannot go far beyond the lim-
its of public opinion, but there is ample evidence that the
merchants of pornography are already doing precisely that.
It is time the law caught up with them.
Among the more harmful myths of our time are, firstly,

that drugs such as cannabis and LSD expand the mind, and,
secondly, that pornography extends man's freedom. Both
offer debased substitutes for the real thing. Yet both have
their fashionable advocates in many walks of life.
The medical profession is uniquely qualified to recognize
the ill health that may follow the distortion of man's instinc-
tual drives whether by pornography or in other ways. A
doctor's special responsibility is to distinguish the healthy
from the unhealthy and to teach the facts. And though he
must be understandably sensitive about interfering in moral
problems he should not shrink from giving guidance on the
medical and biological components of them where people's
health is concerned, for he can do much to help parents and
teachers educate children on the healthy development and
expression of human instincts.

The Longford Report on Pornography. London, Coronet Books/
Hodder Papcrbacks Ltd. 60p net.

2 Br-itish Medical Journal, 1954, 2, 1038 and 1042.

Stagnation of Bile
Cholestasis is defined as stagnation of bile within the intra-
hepatic and extrahepatic biliary passages (extrahepatic
cholestasis), or the intrahepatic passages alone (intrahepatic
cholestasis).' Certain pathological changes are common to
both.
Under the electron microscope biliary canaliculi are seen

to be dilated and their microvilli are blunted. Under the light
microscope the canaliculi contain amorphous bilirubin-

NO. 5830 PAGE 779

 on 24 M
ay 2023 by guest. P

rotected by copyright.
http://w

w
w

.bm
j.com

/
B

r M
ed J: first published as 10.1136/bm

j.3.5830.779-a on 30 S
eptem

ber 1972. D
ow

nloaded from
 

http://www.bmj.com/


780 BRITISH MEDICAL JOURNAL 30 SEPTEMBER 1972

stained material (bile plugs), and conjugated bilirubin can
be demonstrated histochemically within the liver cells.2 In
addition the light microscope shows in extrahepatic chole-
stasis the important diagnostic features of widened portal
tracts, an infiltrate of polymorphonuclear leucocytes, and a
proliferation of small bile ducts. Small bile-stained areas of
necrosis (bile lakes) in the parenchyma are also characteristic
of extrahepatic cholestasis, but are very uncommon.
The clinical syndrome of cholestasis comprises jaundice of

an obstructive type, with pale stools and dark urine, itching,
and an enlarged liver. In the blood there are raised levels
of conjugated bilirubin and bile salts, alkaline phosphatase,
and lipids. Owing to the lack of bile in the intestine there
may be steatorrhoea and malabsorption of fat-soluble
vitamins A, D, and K. Hypoprothrombinaemia, which is
reversed by parenteral vitamin K, is common, and in pro-
longed intrahepatic cholestasis osteomalacia may eventually
develop. But in spite of his colour the patient may feel re-
markably well.
The main causes of extrahepatic cholestasis-such as car-

cinoma of the pancreas, gall stones, and biliary atresia-are
well known. Intrahepatic cholestasis can be a consequence of
many hepatic and systemic diseases. When there is no in-
flammatory infiltration or apparent damage to the hepato-
cytes the fault is laid on the canaliculus. This group includes
some cases of postoperative jaundice3 and the rare cases of
women in whom cholestasis, with severe itching and some-
times jaundice, develops in the last trimester of each preg-
nancy.4 Many of these women also develop cholestasis when
taking contraceptive pills containing oestrogens, and so they
probably have an increased susceptibility to the cholestatic
effect of these steroids.

Cholestasis can result from inflammatory disorders of the
small bile ducts, as in the early stages of primary biliary
cirrhosis (hence the name chronic nonsuppurative destructive
cholangitis), in the cholangitis associated with inflammatory
bowel disease, and in primary sclerosing cholangitis. Chole-
stasis may be prominent in certain more diffuse diseases of
the liver parenchyma such as alcoholic hepatitis, drug (for
example, phenothiazine) hepatitis, and occasionally in viral
hepatitis (so called cholangiolitic hepatitis). There is also a
condition known as idiopathic recurrent cholestasis in which
some histological features of a diffuse hepatitis are combined
with severe cholestasis.5 It remits spontaneously.

Cholestasis is not present in the rare patients with the
Dubin-Johnson and Rotor syndromes of congenital conju-
gated hyperbilirubinaemia.6 These patients have a restricted
defect affecting the biliary excretion of conjugates of bili-
rubin and foreign substances such as bromsulphalein and
radio-opaque dyes, but conjugated bile acids and lipids are
excreted normally, and the ultrastructure of the canaliculi is
also normal.
N. B. Javitt has recently summarized our present know-

ledge of normal bile production in relation to canalicular
cholestasis. Bile acid conjugates (bile "salts") are actively
secreted by the liver cell into the canaliculus, and they carry
water with them into the lumen. Some other substances,
such as conjugated bilirubin, are actively transported across
the canalicular wall, but others, such as mannitol, pass into
bile passively. In animals, and probably man, another frac-
tion of canalicular bile solution is also secreted by the liver
cell independently of the movement of bile salts. This frac-
tion is increased by phenobarbitone8 and corticosteroids.9 A
third fraction is added downstream by bile ductules, and is
stimulated by gastrointestinal hormones such as secretin.
This flow may have the function of flushing out the biliary

tree and of synchronizing emptying of the biliary tree with
meals.

But what is the disturbance in cholestasis? As Javitt him-
self has shown, cholestasis can be produced in animals by
administering the monohydroxy bile acid, lithocholic acid.'0
Severe cholestasis with inflammatory changes in the portal
tracts occurs and is due to the precipitation of this insoluble
substance in the canaliculus. Lithocholate is normally formed
in the colon by bacteria, but is fortunately not absorbed.
F. Schaffner and H. Popper have suggested" that this or
other toxic bile acids might be formed within damaged liver
cells and so induce cholestasis. Cholestasis itself impairs the
function of the hydroxylating enzymes of the endoplasmic
reticulum, and so more monohydroxy bile acids may then be
formed and accentuate the damage.

In animals oestrogens and some fungal steroids, such as
sporidesmin, reduce extrahepatic bile flow. Presumably
canalicular flow is also reduced, and bile plugs therefore
represent the solutes left behind as debris in the dried-up
canaliculi. Oestrogens may do this by increasing the per-
meability of the canaliculus, so allowing water and solutes
to diffuse back out of the lumen.'2 But it is not known why
certain women are particularly sensitive to this action of
steroids. Other drugs might also cause cholestasis by altering
the canalicular membrane in this way. Perhaps we shall
understand the mechanism of cholestasis only when canali-
cular bile can be directly studied, as by micropuncture, but
there is no immediate hope of this.
The main problem in the management of patients with

cholestasis is the differentiation between extrahepatic and
intrahepatic causes. The history, such as the ingestion of a
phenothiazine-type drug, sometimes points to the diagnosis.
Tests of liver function are of little help. In both groups of
patients the serum levels of bilirubin and alkaline phos-
phatase may be greatly increased, with only a moderate in-
crease in the serum transaminases. An earlier and greater
increase of transaminases will suggest cholestatic viral
hepatitis. Tests for serum mitochondrial antibodies have
proved useful, for they are almost uniformly negative in
extrahepatic obstruction but show antibodies in high titre
in primary biliary cirrhosis. In cases of doubt percutaneous
transhepatic cholangiography is performed. Extrahepatic ob-
struction is an unlikely cause if the needle does not enter a
bile duct, and the patients can be safely left without surgical
treatment. If with an extrahepatic obstruction bile is aspirated
from a dilated biliary tree, radio-opaque dye is injected so
that the site of obstruction can be clearly visualized. This
procedure should be timed to coincide with an operating
list, and, if positive, laparotomy should be carried out within
two hours because of the risk of bile leak.
Some consequences of prolonged intrahepatic cholestasis,

such as malabsorption, can be treated. Vitamins A, D, and
K should be given parenterally and calcium by mouth can be
added. The steatorrhoea can be helped by reducing the in-
take of fat or, if nutrition is poor, by adding medium-chain
triglycerides to the diet. The resin cholestyramine, now avail-
able in a palatable form, binds bile acids in the
intestine and thus will relieve itching when cholestasis is
incomplete. Phenobarbitone can also be useful. It lowers the
levels of serum bilirubin"3 and bile salts'4 and gives relief
from itching.

I Popper, H., Annual Review of Medicine, 1968, 19, 39.
2 Desmet, V. J., Bullens, A. M., De Groote, J., and Heirwegh,

K. P. M., Yournal of H:stochemistry and Cytochemistry, 1968,
16, 419.

3 Kantrowitz, P. A., Jones, W. A., Greenberger, N. J., and Isselbacher,
K. J., New England 7ournal of Medicine, 1967, 276, 591.
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" Schaffner, F., and Popper, H., Lancet, 1969, 2, 355.
12 Forker, E. L., Journal of Clinical Investigation, 1969, 48, 654.
13 Thompson, R. P. H., and Williams, R., Lancet, 1967, 2, 646.
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New Ways with Diabetic
Retinopathy
For various reasons the study of diabetic retinopathy has
recently increased. The lesion has become one of the com-
monest causes of registration as a blind person in the West-
ern world. Moreover, new techniques of investigation and
treatment have been developed. The most notable of these
are the examination of the retinal circulation by fluorescein
angiography and the treatment of patients by photocoagula-
tion and pituitary ablation.

Diabetic retinopathy can cause blindness in several ways.
For instance, new blood vessels may develop in the retina
and later grow forward and become surrounded by glial
tissue (retinitis proliferans). These changes are known as
proliferative retinopathy and cause blindness either by
haemorrhage or by secondary retinal *detachment. In very
early and selected cases photocoagulation can be of benefit,
and it is for this type of rentinopathy that pituitary ablation
is most useful.

But the majority of the people who, go blind do so be-
cause of macular disease (maculopathy), with non-prolifera-
tive retinopathy. The macula may be directly affected by
hard exudates or haemorrhage, but the main cause of visual
loss is retinal oedema. The oedema can result from leakage
of diseased local capillaries or may spread from oedema at
a near-by focus of retinal hypoxia; rarely a group of new
vessels can cause this condition. Microaneurysms appear to
have little effect on the vision, and soft exudates (retinal
infarcts) seldom appear at the macula. The ophthalmoscopic
changes in patients with macular oedema may be slight,
though fluorescein angiography has shown that they are
more considerable than is commonly thought. This tech-
nique will show up morphologically abnormal or closed
blood vessels, and leakage of the dye indicates diseased
vessels, since fluorescein does not leak out of healthy retinal
blood vessels. Investigations with this technique can often
disclose the precise source of macular oedema.

In photocoagulation a xenon arc light is focused on the
retina, and the light is converted into heat by the pigment
of the retina and the choroid to produce a burn and later a
chorioretinal scar. This scar can occlude vascular lesions
and the new vessels. Similarly a ruby laser can be used. Its
effect depends on converting light into heat by contact with
the pigment inside the eye. It is for this reason that these
two sources of photocoagulation are effective in occluding
only those new blood vessels lying in the plane of the retina
(therefore close to pigment). They are of no use when the
vessels have grown -forward or are surrounded by extensive

glial tissue. Likewise the new vessels eminating from the
optic disc or situated between the disc and macula can be
treated, but the resultant chorioretinal scars may produce
such a profound loss of vision as to make the treatment
pointless.

However, new forms of lasers are being developed, and
the argon laser may prove to be an advance. Argon light,
which is green, is absorbed by haemoglobin. Thus heat can
be generated in the blood vessels and is not dependent
solely on contact with the pigment in the retina and choroid.
This type of laser may offer considerable help in dealing
with new blood vessels growing forward or those situated
in the dangerous disc-macular area.

So far there have been few reports on the treatment of
diabetic maculopathy by photocoagulation. A recent study
from the Birmingham Eye Hospital by K. Rubinstein and
V. Myskal gives encouraging results from the treatment of
40 diabetic patients; 44 eyes were treated and where possible
the other was used as a control. The rationale of the treat-
ment was based on the hypothesis that "elimination of
diseased and new blood vessels surrounding a hypoxic focus
in the vicinity of the macula would restore the local as well
as the macular metabolism to normal with regression of
oedema as well as of secondary hard deposits." They used
gentle xenon-arc photocoagulation after the appropriate
fluorescein investigations. After treatment the visual acuity
remained unchanged in half the patients but improved in
the others. None of the eyes showed a deterioration of
vision. This contrasts with the controls, in whom a third of
the untreated eyes showed a decline in vision, though the
remainder were unchanged or improved. The authors con-
sider their work to be a preliminary study and make no
exaggerated claims for it, but the results obviously warrant
its continuation.

1 Rubinstein, K., and Myska, V., British Yournal of Ophthalmology,
1972, 56, 1.

General Practice Observed
The past few weeks has seen a spate of reports on general
practice all in one way or another concerned with its quality.
In June the Royal College of General Practitioners published
a study' by Dr. D. H. Irvine comparing teaching practices
with a selection of "typical" practices reported on in an
earlier survey by the B.M.A. Planning Unit.2 One of the
main conclusions was that teachers and their practices "tend
to be better qualified and to be more active in education,
research and voluntary professional work; their surgeries are
more often better equipped, staffed and managed." There
were, of course, wide variations but overall Irvine doubted
"the capacity of general practice to offer universal vocational
training in the immediate future if high standards of practice
are to obtain."

This is the major dilemma facing general practice today.
It is underlined by another survey by the Department of
Health,3 which found that though there has been a welcome
improvement in the numbers entering practice this "may be
largely attributed to . . . doctors who have had inadequate
training and gained insufficient experience for it." The ques-
tionnaire was sent to entrants in 1969 and 849 doctors com-
pleted it. The situation may have improved since then, but

 on 24 M
ay 2023 by guest. P

rotected by copyright.
http://w

w
w

.bm
j.com

/
B

r M
ed J: first published as 10.1136/bm

j.3.5830.779-a on 30 S
eptem

ber 1972. D
ow

nloaded from
 

http://www.bmj.com/

