
884

Alpha-1-antitrypsin levels in controls, autistic children, and
children with untreated and with treated cceliac disease.

protecting tissues against enzymatic attack, and its serum
level does rise as part of an inflammatory response.4 It is

possible that a low level of alpha-1-antitryp sin may pre-
dispose to the small-intestinal damage which occurs in
cceliac disease. It is more difficult to speculate concerning
the significance of a reduction in serum alpha-1-antitrypsin
in 8 autistic children, none of whom had evidence of
coeliac disease.

Studies of the level of serum alpha-1-antitrypsin in
larger groups of children and their families with these
disorders will be of interest.
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ANTIBODY RESPONSE RELATED TO HL-A
ANTIGENS IN HODGKIN’S DISEASE AND OTHER

LYMPHOMAS

SIR,&mdash;Hodgkin’s disease is a disorder accompanied by
abnormalities of cellular immune mechanisms, while
humoral immunity seems to be relatively well preserved.5-7
Immune deficiency is also found in other lymphomas.7

38 patients (29 with Hodgkin’s disease, 9 with other
lymphomas) and 27 healthy unrelated volunteers were
vaccinated with an influenza-A Hong Kong vaccine and
typed for HL-A antigens. Serum antibodies were measured
by routine h&aelig;magglutination inhibition (H.I.) assay and

complement-fixation test (c.F.). Neither patients nor con-
trols showed an increase or appearance of antibody in
C.F., supporting the fact that no clinical influenza infections
occurred. 8 All 27 control subjects showed a fourfold rise
in titre or greater, measured by H.I., but 6 patients with
Hodgkin’s disease and 2 patients with other lymphomas
did not respond with demonstrable antibody formation.
The incidence of non-response in control subjects was,

using the 2 x 2 table, significantly different from that in
Hodgkin’s disease (P= 0-01) and from that in other lym-
phomas (P= 0-05).

Non-response after vaccination was not significantly
associated with a low immunoglobulin level, nor with an
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absence of a demonstrable influenza Hong Kong antibody
titre in H.I. before immunisation. There was an association
between non-response and irradiation during the im-
munisation period; however, no association was present
with treatment with prednisone or cytostatic drugs. In

Hodgkin’s disease lack of antibody formation was not
related to clinical staging or histological grading. The

serum-IgM level in patients with Hodgkin’s disease,
especially in non-responders, was (not significantly)
lower than that in control subjects. The IgG, IgA, and
IgD levels showed no important differences.
Both in patients with Hodgkin’s disease and in the

combined group of patients with Hodgkin’s disease and
other lymphomas, a normal distribution of HL-A antigens
was found.9

In all lymphoma patients without antibody formation
after influenza vaccination, the HL-A12 frequency was
62% and in patients with a normal humoral immune
response it was only 13%. This difference is significant
(P= 0-02). The difference becomes more significant
(P < 0-01) if HL-A12 frequency is compared in patients who
were not irradiated during the immunisation period:
80% in patients without antibody formation, 14% in

patients with antibody formation. In patients with

Hodgkin’s disease, not irradiated during the immunisation
period, HL-A12 frequency was 75% when antibody
formation could not be demonstrated and 14% when
humoral response was present. This difference is signifi-
cant (P<0-01).

In the mouse a linkage between the H2q allele and the
capacity to produce certain antibodies is demonstrated,
while in man such a relationship has not yet been found.

This study suggests that a relationship exists between

antibody formation and HL-A pattern in patients with
Hodgkin’s disease and other lymphomas. This phenomenon
is not necessarily specific for lymphomas: it might also
be demonstrable in other states of immune deficiency.
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HOW INFECTIOUS IS GONORRH&OElig;A ?

SIR Four youths had intercourse with the same girl
in quick succession. Two caught gonorrhoea, the other
two did not.

Burgess 11 reported that immediate post-coital urination
may prevent gonococcal urethritis, and described a case of
gonococcal tysonitis without urethritis. American authors12
estimated-from the activities of the crew of an aircraft
carrier visiting the Philippines-the risk of men acquiring
gonorrhoea from infected females as about 22%. How

many of those men who " escape " the infection are really
carriers ? It appears that the more thoroughly asympto-
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