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fluenza isolates grow poorly under laboratory conditions until
adapted by lengthy serial passage in eggs. However, as a
result of E. D. Kilbourne's work7 8 in the U.S.A. it is now
possi,ble to produce in the laboratory genetic recombinants
between the new variant influenza A virus and a well-
established and rapidly growing laboratory strain. In the
case of the A/England/42/72 strain high-yielding recom-
binants antigenically identical to the new variant were made
in at least two laboratories within a few days of recognizing
the epidemiological significance of the new variant. Such
recombinants are now in use in the production of vaccine
and should reduce by several months the time taken to
produce the first 250,000 doses. Such procedures will be of
considerable importance in the future if hopes derived from
other recent technical9 10 advances in the manufacture of
influenza vaccine are realized, allowing the production of
vaccines of improved quality and efficacy for general use in
the population.
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Renal Localization of
Infection
The consensus of opinion is that urinary infection is caused
by organisms present in the bowel which colonize the
vaginal introitus and the anterior urethral and enter the
bladder during micturition.2 Since colonization of the introi-
tus3 is widespread, some factor must prevent urinary infec-
tion from being even more common than it is.

Several processes might be concerned in preventing urin-
ary infection. If transfer of gut flora to the introitus and
hence to the bladder is a purely mechanical process then the
bacteria concerned should be those which predominate in the
faeces, and much evidence suggests that this is so.4 Once in-
side the urinary tract, however, some organisms can probably
survive and multiply much more readily than others. Two
systems are concerned in disposing of the organisms which
stray into the bladder. Bacteria in the urine itself are diluted
by incoming ureteric urine and discharged at the next mic-
turition. Those which remain on the bladder wall in the norm-
ally small volume of residual urine are believed to be killed
by humoral factors or engulfed by the bladder epithelium.5
The process of discharge in the urine must operate non-
specifically against any organism in the urine.
The humoral or cellular factors will kill some species or
strains more readily than others and hence theoretically such
species would be less likely to produce urinary infection.
Though we still have no evidence that some strains do

have a clearly superior ability to survive in the bladder, some
evidence suggests that particular organisms may more readily
establish themselves in the kidney. Infection in the kidneys
generally starts in much the same way as in the bladder:
during micturition reflux up the ureters causes organisms in
the bladder urine to be injected into the kidneys. Here, as
in the bladder, they are subjected both to mechanical factors

-dilution and displacement6-and to attack by humoral and
cellular mechanisms.

A. A. Glynn and his colleagues7 showed that patients with
renal infection and high circulating antibody titres had an
excess of organisms rich in K-antigens. The latter may have
made the organisms unduly resistant to defence mechanisms.
What kind of defences could be offset by the presence of
K-antigen is unknown, but it may involve mechanisms
based on the natural bactericidal activity of serum
against Gram-negative bacilli. P. E. Gower and his co-
workers8 have shown that defects in this system or resis-
tance to it by the invading organism is a feature of the up-
per urinary-tract infection in these patients. In patients
with infection confined to the lower urinary tract the organ-
isms were sensitive to the serum bactericidal system. In
patients with infection of the upper urinary tract, however,
sensitive organisms were found in only a third of cases; the
others were either infected with strains resistant to the serum
bactericidal system or showed a specific defect in the ability
of the serum to kill the infecting organism.
One of the most intriguing features of this finding is that

no absolute relationship was shown between defects in serum
killing and the site of infection. Although they were in the
minority, organisms sensitive to the serum bactericidal sys-
tem or organisms poor in K-antigen were certainly found in
patients with disease of the upper urinary tract. If anyone
doubts that a multifactorial system is concerned in the est-
ablishment, spread, and resolution of urinary infection, the
addition of yet another factor-defects in serum killing-
must surely help to dispel their doubts.
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Tumours of the Salivary
Glands
Tumours arising from the tissues peculiar to the salivary
glands vary from benign to frankly malignant, while some are
of limited malignancy. Consequently their classification has
given rise to considerable debate.
The major salivary glands-parotid, submandibular, and

sublingual-the minor glands of the mucous surfaces of the
oral cavity, and similar minor glands of the respiratory tract
and lachrymal apparatus are each sites of predilection for
certain tumours.1-5 But it is fair to say that most of these
neoplasms may arise from nearly all of those sites. In the
parotid, on the lip, and inside the cheek these tumours are
less likely to be malignant, whereas in the floor of the mouth,
on the palate, and in the submandibular region6 the likeli-
hood of malignancy increases. They can grow to a great
size, weighing as much as 3 kg.

Pleomorphic adenomata ("mixed" tumours) are far the
commonest, arising mainly in the parotid glands of young
adults. Benign, but protected by an inadequate capsule, they
grow slowly but steadily as a hard painless mass in the
cheek. Some present at or extend to the pharyngeal wall
from the deep part of the parotid gland, the facial nerve
being spared. Biopsy either by drill or aspiration has its
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