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A wide variety ofinitial medical treatment has been tried to
improve retinal venous flow but the results have been
unrewarding.6 1923 Long term management should centre on
the implications of underlying cardiovascular disease-in
particular, the identification and treatment of hypertension
is paramount, given the evidence that treatment may
reduce the severity of some of its complications.24 A
similar approach to the treatment of hyperlipidaemia is also
justified.25

Patients with hypertension, hyperlipidaemia, and low
HDL-cholesterol concentrations are probably most at risk of
recurrence and need intensive medical treatment to try to
prevent this. In our view use of controlled studies of the
effects of such treatment is difficult to justify on ethical
grounds in view of the important prognostic implications of
hypertension and hyperlipidaemia with respect to coronary
and cerebrovascular disease. And our preliminary results
with an aggressive therapeutic regimen aimed at individual
abnormalities have been encouraging: in 400 patients pre-
senting consecutively over five years with a single episode of
retinal vein occlusion and treated intensively there was only a
1% rate ofrecurrence compared with the 10-15% in historical
series.
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Testing paternity: traditional methods usually adequate

Recent publicity on using DNA fingerprinting-a genetic
identification technique-to settle paternity problems has
led to many inquiries from patients in paternity disputes. We
are concerned that many doctors do not seem to understand
the potential of the long established blood grouping tests to
settle disputes: in 97-99% of cases they can provide proof of
non-paternity where the father has been wrongly named.
Additional tests are then unnecessary. In one in six cases
submitted to two centres in 1986 proofwas provided that the
putative father was not the child's biological father.

Blood group testing also offers valuable evidence that
helps to establish paternity in many cases. When it cannot be
proved that the putative father is not the father then a
mathematical assessment is made of the chance that he is the
father. One international system is the paternity index,
which is the ratio of the chance the putative father has of
producing in one sperm the genes required to father the child
to the chance of him doing so if he is unrelated to the child.
The index gives values ranging from less than 10 to one to up
to many thousands to one, and these high values are virtual
proof of paternity.

The paternity index (PI) may be converted to a percentage
relative chance of paternity (RCP) using the formula: RCP=
PI/(PI+ 1). Thus a paternity index of 20:1 gives a relative
chance of paternity of 95%; paternity indices above 100:1
give relative chances ofpaternity above 99%. When the index
is higher than this further increases make little difference to
the relative chance of paternity. Thus an index of 1000:1
gives a relative chance of paternity of99-9% (virtual proof of
paternity) and the figure is increased by only 0-09% if the
index reaches 10000:1.

In a small number of cases where the paternity index is less
than 10:1 (relative chance of paternity less than 90%)
additional tests like DNA fingerprinting are necessary. But
usually traditional blood testing will settle the question.
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