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Experiments on Rhesus (Rh)}-negative male volunaeecs injected
with Rh-positive cells showed that Rh i ion could not
be prevented by injecting 195 anti-Rh antibody, aithough about
60 percent of the cells were eliminated. When 7S antibody
was substituted for 195, the way was clear for preventing
Rh haemolytic disease. In addition, the Kleihauer
technique enabled the size of any feto-maternal haemorrhage
to be determined. {The SCT® indicates that this paper has been
cited in over 200 publications.]
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Surprisingly, the results were not quite so good with our
“low risk” trial, mwunmmﬂlmorvayfewfehlcells.
This turned out to be b afew
dumupngnancy ud.ﬂmd\myﬁhlceﬂsaem
cannot be detected by standard procedures,
and so the women enter the trial as nonimmunised. To
overcome this problem, antenatal anti-D given at the 28th
andasﬂlweeksofmmuwellaaﬁerdeﬂwrywas
suggested in Canada® and eisewhere, and there was an
excellent trial in this country in Yorkshire® that showed that
antenatal plus postnatal anti-D got rid of almost all the failures
of prophylaxis.

The effect of anti-D on Rh baby deaths has been monitored
since 1977 by the Research Unit of the Royal College of
Physicians of London® and more recently via the
of Community Health in the Uné y of Liverpool (Prof
PzterPhamahandDr.RnﬂnHmy).Thedaﬂ\swem
ascertained from the Office of Population Censuses and

”Marchs 1990 | Surveys (OPCS) and ampiified from the case notes kindly lent

tomwﬁnmw:hmddmhmvbuddud\s

About 1 in 7 marriages are betv Rh from h &semdnmuﬁ-ofdlmvdyﬁun
and Rh-positive men, and yet only in aboutim 20 of such | 106 in 1977 toZSm 1984; it fter remained ap

unions is the woman immunised. There are three principal | mately constant for three years but fell again in 1988

reasons for this: first, the husband may be h ysous, in | (20 deaths), | the ber of deaths due to

which case half the offspring will be Rh negative; second, | anti< has d imately three to four

there may have been no transplacental haemorrhage; and,
lhird,wheteﬂmisABOincamﬂiimyasbdweenm
and fetus (which occurs in about 20 percent of cases), this
is protective. lR.RacearldR.Sangerzwemt}nﬁmto
sugsest this last, since they thought that the naturally
occurring maternal 195 anti-A or anti~8 wouid efiminate any
fetalcelkbefmﬂ\eyhadﬂmtosnmhmmm

only about 60 percent of the injected cells were ehmmmd
and ¢ and d” were i i in equal

. numbers. The result was quite different! when we switched
to the 78 (“incomplete’)) Rh antibody, which inactivated Gy
“coating’) all the injected red cells, and the male voiunteers
were fully protected. Trials followed in women usmg
inc L anti-D jobulin, which were again
successful. Oﬂlercotmtns;oumdmdlewotkandﬂte
excellent results are shown in the table.’

per year, except in 1984, when rt was five; in 1987, when
it was 0; andmwss,wimﬂwasfwragamOnenugh(
have expected these deaths to have dropped since improved
obstetric care is thought to be rescuing more hemolytic
disease of the newborn (HDN) babies than in earfier years.

The number of deaths registered on the death certificates
as due to HDN but found by us to have some other cause
fell progressively—the number was 45 in 1977 but only 6 in
!Wmmmmwrmmmﬂlmeom
resulting in more accurate death certification.

The failure rate remained much the same—i.e., around 10
per year—and this can probably only be reduced by the wider
application of antenatal antiHD, which at present is only given
in a few centres in this country, principally because of
shortage. However, with the coming of monocional anti-D,
this will be overcome, as will the current fear of jaundice and
AIDS. Nevin Hughes-jones informs me that first testing of
monoclonals in male volunteers has resuited in exceflent
clearance of the coated cells.” The future looks bright.

Table  Combined results: subsequent pregnancies (all centres) up 10 June 1967. Rh positive ABO compatible infants
Control Treated
Total Immunised Not % Total Immunised Not
R e e . immunised Immunised = immunised
+ Liverpool group (first trial) 26 4 n 15 21 0 21
Germany 7 3 4 43 Y 0 9
Columbia, New York 4 4 8] 29 b3t [} 21
Long Beack, Catifornia 18] 3 11 21 13 0 13
* Cornell. New York 1 i 0] [{1) 2 0 2
Edinburgh 1 0 t 0 0 0 .0
Totals &3 15 43 24 66 0 66 _
) From Clark,? re d by of the publish
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