
added iron and vitamin D and have limited saturated fat and
sodium contents, without any limitation of energy content. A
follow on milk enables a mother to adopt a healthy eating
policy for her family without any risk of compromising the
energy intake of her growing toddler. Milk is only part of the
diet, however, and many other foods that toddlers eat-
particularly fast foods-could result in very high intakes of
saturated fat and sodium. The follow on formulas in Britain
all have reduced saturated fat content, but this will not be
compulsory if the draft European Community directive
becomes law; some European follow on formulas contain
mostly cows' milk fat.

From 2 years onwards
For 2 years onwards children may drink cows' milk, follow

on milk, or semiskimmed milk. Some families are enthusiasts
for semiskimmed, but the child will need an adequate source
of dietary energy from somewhere. There is little point in
limiting the intake of saturated fat from milk if this is replaced
by other saturated fats such as butter. The important concept
is that by the age of 5 the child's diet (and that of his or her
parents) should be such that fat provides no more than 35% of
the total energy.6
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Diagnosing cancer of the
pancreas
Laparotomy usually not necessary

Adenocarcinoma of the pancreas kills 6000 people in England
and Wales each year.' The incidence has increased,2 but the
presenting symptoms (weight loss, jaundice, pain) and dismal
overall prognosis (less than 1% survival at five years) remain
little changed.34 Nevertheless, over the past decade several
specialist centres have considerably reduced the morbidity
and mortality of surgical excision, with up to 18% actuarial
survival at five years.`-8 These results at least provide a
rationale for early diagnosis.
New and improved imaging techniques have altered diag-

nostic algorithms,81'0 increased preoperative diagnostic rates,
and given improved information about tumour stage."'3
Not surprisingly, they have failed to improve resectability
rates as they are generally performed only in patients with
symptoms.391014 Ultrasonography is the first choice for pan-
creatic imaging, and in good hands may be equivalent to
computed tomography.'5 Endoscopic or intraoperative ultra-
sonography with high frequency probes give optimal pan-
creatic imaging,'617 but their application is necessarily
limited. Endoscopic retrograde cholangiopancreatography is
particularly valuable for investigating jaundiced patients, in
whom it may provide both a radiological and a pathological

diagnosis.318 Angiography and magnetic resonance imaging
have little additional role in diagnosis.'1 9 Occasionally a
cystic tumour may be mistaken for the much commoner
inflammatory pancreatic collection, but these should be
distinguishable by clinical and radiological features.20"2
A tissue diagnosis is strongly recommended in all cases but

is particularly important in the absence of detectable metas-
tatic disease. Without metastases no imaging technique can
differentiate adenocarcinoma of the pancreas from other
benign or malignant pancreatic masses.8 122223 Indeed, such
differentiation may be extremely difficult during laparotomy
even with the aid of histological and cytological examination,
although rapid immunostaining of intraoperative biopsy
specimens may be helpful.24
A cytological diagnosis may be made from exfoliated cells in

the duodenal secretions or pancreatic juice,232" from a fine
needle aspirate of the pancreatic mass (taken percutaneously
under ultrasonic, computed tomographic, or pancreato-
graphic guidance or directly during operation),26-29 or from
pancreatic ductal brushings at endoscopic retrograde cholan-
giopancreatography. 8 Biopsy specimens for histological diag-
nosis may be obtained at endoscopic retrograde cholangio-
pancreatography from a duodenum invaded by tumour, by a
radiologically guided biopsy needle,30 or during surgery with
or without intraoperative localisation by ultrasonography.'8
Complications are uncommon but aspiration with a fine
needle (22 gauge) is safer than biopsy with a needle (18 gauge
or larger).30 31 False negative results occur with all techniques,
and the method of choice often depends on local skills and the
proposed method of treatment. Histological evidence of
pancreatitis must be interpreted with caution as carcinomas
may both arise in patients with chronic pancreatitis32 and
cause pancreatitis by ductal obstruction.33 Without a tissue
diagnosis of adenocarcinoma it is difficult to choose the
optimal treatment and advise patients on their prognosis.34
Such patients should be monitored with care, especially if
they have been treated with a biliary stent, which is liable to
gradual occlusion.

Several tumour associated antigens, including carcino-
embryonic antigen, a fetoprotein, elastase, carbohydrate
antigens 50 and 19-9 (CaSO, Cal9-9), DUPAN-2, and
MUSE 11, have been assessed in both the serum and
pancreatic juice of patients with pancreatic cancer.82335-37
Cal9-9 has been most studied recently3839 and may help
confirm the diagnosis ofpancreatic carcinoma in select groups
of patients who are frail or who have had negative findings on
biopsy.0 The serum concentrations of tumour associated
antigens in patients with pancreatic carcinoma overlap con-
siderably with those observed in benign disease,4 42 particu-
larly in patients with smaller tumours. Thus these antigens
seem to have little role in excluding a diagnosis of carcinoma
or in population screening.4' Screening is made even more
difficult by the lack of a readily identifiable group at high risk
of developing pancreatic carcinoma.

Although the diagnosis of "early" pancreatic carcinoma
remains uncommon, improvements in imaging and tissue
sampling techniques mean that most patients presenting with
symptoms of pancreatic carcinoma can be given a definitive
diagnosis without recourse to laparotomy.
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Justice versus equity for
haemophiliacs with AIDS

Settling the claim would not set a precedent

Haemophiliacs infected with HIV from contaminated blood
products have won their Court of Appeal battle for access to
government documents crucial to their case. The Department
of Health had argued that the papers, which reveal govern-
ment decisions on the supply of blood products, were
protected from disclosure by public interest immunity. But
the Appeal Court ruled that this was outweighed by the
haemophiliacs' right to a fair trial of their claim.

Most of the 962 claimants are haemophiliacs who became
infected with the virus from blood products. Ofthose, 50 have
AIDS and 326 AIDS related complex. The families of 76 who
have died are suing on their behalf. The plaintiffs also include
177 wives and children of haemophiliacs, of whom 23 are
infected, one has AIDS, and 11 have AIDS related complex.
Most of the haemophiliacs were infected by factor VIII
imported from America, but some contracted the virus from
British made factor VIII or factor IX. They claim that the
government was negligent and in breach of its statutory duty
under the National Health Service Act 1977 in not producing
sufficient blood products in Britain to meet their needs. They
also allege that the department was at fault in not screening
out high risk donors and in not heat treating blood products
sooner to kill viruses.
The haemophiliacs have surmounted a substantial hurdle

in gaining access to the papers. But they will face more
daunting obstacles when the case comes to trial next March.
The Appeal Court judges doubted their chances of proving
the department in breach of its duty under the NHS act, given
the wording of the act. On their alternative claim, negligence,
Lord Justice Bingham pointed out that this was difficult to
prove against a public body that was required to exercise
discretion and form judgments about the allocation of public
resources.

This is, no doubt, the advice that the health secretary,
Kenneth Clarke, has received from government lawyers. The
tragedy, he insists, was "no one's fault." Yet, in the words of
Lord Justice Bingham, on the case pleaded by the plaintiffs,
"grave errors of judgment were made." From 1975 onwards
ministers resolved to make Britain self sufficient in blood
products but failed to do so, although it was widely known
that factor VIII produced in the United States carried a
substantial risk of infection with hepatitis B virus. In 1983 the
department received advice from the United States that blood
donors should be asked specific questions designed to screen
out high risk donors. Instead, it issued a leaflet asking those at
risk not to give blood. Routine testing for HIV was not started
until October 1985, although tests were available in late 1984.
Heat treatment was not introduced until April 1985.

Senior officials will face an embarrassing public cross
examination when the case reaches trial next March. Sir
Donald Acheson, the chief medical officer, has, according to
well informed sources, urged Mr Clarke to settle the claims
out of court. Even the judge in the case, Mr Justice Ognall,
suggested that it should not go to trial. Win or lose, huge legal
costs on both sides will have to be met by the taxpayer as most
of the claimants have been granted legal aid.
Mr Clarke insists, "It would have very grave consequences

for medicine in this country if compensation was paid
whenever a patient who had been treated properly by his or
her doctors later suffered awful side effects or died." The
NHS, he maintains, would "become like the American
system, where every doctor has a lawyer, and everybody pays
huge compensation every time a treatment fails." Yet health
authorities regularly settle small "nuisance value" claims
when they believe that they were not at fault but the cost of
fighting the claim makes it cheaper to settle.

Settling the haemophiliacs' claim would be expensive. But
an out ofcourt settlement without admission of liability would
set no legal precedent. And a tragedy like the haemophiliacs'
must be a rare occurrence. "The tragedy was avoidable," said
Lord Justice Bingham, "in the sense that, had different
measures been taken in the 1970s and early 1980s, it could, at
least in large measure, have been prevented." Legally, the
government may not be bound to pay. Morally, it should.

CLARE DYER
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