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s nd hospim! admissions (r=0-9; p<001). There was & tendency
sughout the period, when the figures for whooping cough increased, for

number of notifications to increase proportionately more than the
sber of admissions, In the peak quarters of 1974 and 1978 there were 25
. 58 admissions end 159 and 666 norifications respectively. We studied
spits! Activity Analysis smtistics for & range of other respiratory and
scrive diseases in childhood during the pesiod but found no disease other
1 whooping cough for which admissions corresponded with the quarter
quarter trends in whooping-cough notifications. There wete three deaths
e in 1974, one in 1977, and one in 1979—ascribed to whooping cough

the region during the period.

ymment

Various interpretations of these figures are possible. Conceivably
= coptroversy about whooping-cough vaccination led general
actitioners both to potify nd to refer for sdmission to hospital a
gher propordon of incident cases in recent than in earlier quarters.
is alto conceivable that epidemics of respiratory ilinesses other
an whooping cough had been misdiagnosed as whooping cough
ith by genera! practitioners and by hospital doctors, The simpler,
\d in ~-= view more tenable, interpretation is as foliows. Firstly, the
_ yspital admission corroborsate the view that the “epidemic”
" .ons represented an epidemic of whooping cough, Secondly,
th 3 the death rate from whooping cough remained jow during
i period, the epidemic included a fse in the npumber of patients
hose illness was serious enough to need hospital care.’ None the
s, 28 the incidence of the disease rose, either there was & pro-
ortionately greater rise in the number of mild than of severe ¢ases or
serg :;‘ns an incresse in the proportion of incident cases which were
Dt !

e
[ S

We thank Mrs R Pitman and Mrs A Bricknell for clerical help.

Millqu E, 7]ucombs B, Pollock TM. Whooping cough notifications. Lancet

1980;i:718.

+ Anonymous. Whooping cough: how big & peak? Lance 1980 #:725.

V Stewact GT. Vaccnaton and notification ratet for whooping cough.
Lancer 1980311299, =

¥ Stewsrt GT, Whooping cough in the United Kingdom 1977-8. Br MedJ
1990281451, ,

4 Strachan RD. Return of whooping cough. Br MedJ 1978:i:1639.

Accepted & November 1980)

Jepartment of Communlity Medlcine and General Practce, Uni-
versity of Oxford, Oxford OX1 3QG

v ] GOLDACRE, sM, &FcM, lecrurer

Oxford Regional Health Authority, Headlngton, Oxford OX3 F

R I HARRIS, Msc, satistical assismnt

107

Post-transfusion non-A, non-B
hepatitis in the Netherlands

To study the incidence of post-transfusion non-A, non-B hepatitis
we have followed prospectively 380 recipients of HBsAg-ncgative
blood for up to seven months, .

Patients, methods, and results
Blood sampies were taken from each padent before transfusion and at

. monthly iotervals afterwards. Activity of alanine aminotransferase (ALT)

in::cessotZOIUinmormoremm:utiwmmple: were taken 43 &
sign of post-transfusion hepatitis. All patients had ALT activities below
21 IU before transfusion. Markers of hepatitis B virus infection were
determined by madioimmunocassay (hepatitis B surface antigen (HBsAg),
soti-HBs, aod anti-HB core (HE<) antigen, Abbott Laboratories, USA) or
enryme immunoassey? (HIBeAg and anti-HBe). ‘The role of the following
viruses in causing these epitodes of hepatitis was examined by determining
the presence of IgG and IgM. antbodies to hepatids A virus (radicimmuno-
ussay, Abbort Laborstories, USA), cyomegtlovirus (enrymeclmmuno~
assay, van Loon A M, and otbers, unpublithed), and Epstein-Barr virus
(immunofuorescencs).

Incidence of post-transfusion hepatitis in a group of 380 prorpectioely followed
recipients of HBsAg-negative blood

No (%) ransfused patients with:

No of recipients

negative fof Hepatiis  Cyto- Epstein-  Non-A,
markers of  ALT>20IU A virus- megalovirus Bary - Noa-B

hepatitis B virus IgM M hepatitis
330 (100} 15 (4} ] 1* (&3 1t (@3) 13 (3-4)

*Significant incresse of antibody titre by enzyme-linked immunosorbent sssay sad
complement fixstion. .
+One of the 7 dopors of thit recipient was also pasitive for IgM-Epstein-Barr virus,

The results, shown is wble I, indicated that 15 of the 380 recipients
developed hepatitis; all were tic. In the absence of a practicable
test for non-A, noo-B antigen(s) of entibody, 13 of these patients, iz whom
cytomegalovirus, bepatitis A, and Epstein-Barr viruses were not implicated,
were considered to have post-transfusion n0o-A, pon-B hepatitis, The
gumber of units of blood they received varied from 1-10, with & meaa of 3.
The peak activides of ALT were mildly increased (28-100 IU, with & mezn
of 48 1U) in 11 patients, but in two paticats they were 174 and 777; the
former patient wis i i
remained raised for more than four months. The incubation period, defined
21 the jaterval between transfusion and the first significant increase in ALT
activities, was five weeks in three patients, six to 11 weeks in eighe (including
the two with the highest Ievels), and over 11 weeks in two. These incubation
periods agreed with those reported in the USA for paticats with post-
transfusion noa-A, non-B hepatitis.!

Comment

There is 1 controversy in published reports sbout the value of
inereased ALT activities in dopor blood in predicting the development
of post-trensfusion, pon-A, non-B hepatids. Some investigators
found that the likelihood of developing such hepatitis increased
greatly when the ALT activity in donor blood exceeded 45 1U,* while
others could not confirm these findings.*

In our group of 38 donors whose blood was implicated in post-
transfusion non-A, non-B hepatts the highest activity of ALT was
21 TU. This fact, together with the fact that only volunteer blood is
used in the Netherlands, may explain the lower incidence of post-
transfusion non-A, non-B hepatitis in our group (3-4%) than in the
US (5-4-18-5%).¢ Furthermore, because of our liberal criterig for
diagnosing non-A, non-B hepatitis, its real incidence in our patents
may have been even lower.

Nevertheless, the finding that 3-4% of & group of recipients of
donot blood that had been sereened for HBsAg developed non-A,
non-B hepatitis emphasises the need for practicable methods of
detecting non-A, non-B eatigea(s). Furthermore, such methods are
needed for studying the cusal role of non-A, non-B sgent in “auto-
immune" chronic active hepatitis and in the serological diagnosis of
acute hepatitis.
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