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tee is the creation of large mental hospitals having a primarily
custodial function, which has been shown to be no answer and
should be discouraged. A hopeful sign is that the emphasis in
this report, though not eschewing treatment, has moved
towards prevention-in which ultimately there must lie much
greater profit.
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Prolactin, pregnancy, and
lactation
There are two distinct phases of lactation; milk secretion, the
synthesis of milk within the mammary alveolar cells and its
excretion into the alveolar lumen; and milk ejection, the trans-
fer ofthe secreted milk into the larger ducts and sinuses, where
it is obtainable by suckling.' The first phase is dependent on the
anterior pituitary hormone prolactin and the second on
oxytocin released from the posterior pituitary. Prolactin is
normally under inhibitory control from the hypothalamus,
and recent evidence suggests that the prolactin inhibitory
factor is not a polypeptide similar to the hypothalamic-
releasing hormones but is dopamine itself.2 Recently, interest
in this first phase of milk secretion has been stimulated by the
development of a specific radioimmunoassay for prolactin3 4
and the introduction of bromocriptine,5 a dopaminergic drug
which inihibits prolactin secretion.

Prolactin has been shown to enhance the production of
specific enzymes concerned in the synthesis of milk protein6
and lactose,7 and it may also affect the production of nucleic
acids.8 In pregnancy the prolactin level becomes raised by the
eighth week of gestation and rises steadily to term. If the
woman does not breast feed it returns to normal within two to
three weeks of delivery.9 This rise in prolactin, which is of
pituitary origin, is paralleled by an increase in placental
production of a similar hormone, human placental lactogen
(HPL). Both hormones are lactogenic; nevertheless, little or no
lactation occurs before parturition, because increased levels of
ovarian and placental steroids block their peripheral actions-
as was first suggested by the classic experiments of Lyons'0
and Nandi" in hypophysectomised rats and mice. They
showed that lobuloalveolar proliferation could be induced by
a combination of oestrogen, progesterone, prolactin, growth
hormone, and adrenal corticoids and that milk secretion could
then be initiated by continuing the injections of prolactin and
corticoids while stopping those of the ovarian hormones and
growth hormone. Further indirect evidence was obtained by
Brun et al,12 who found that in patients in the postpartum
period prolactin levels fell immediately after administration of
bromocriptine and that this decrease was associated with lack
of milk formation. Patients treated with a standard oestrogen
preparation also did not lactate, though serum prolactin levels
remained raised.
The relation between the raised prolactin levels and puerperal

amenorrhoea is still disputed. Evidence exists for a direct
action of prolactin on the ovaries, for high levels inhibit
progesterone synthesis in vitro. An action on the hypothala-

mus or pituitary has also been suggested, since puerperal
women have low basal FSH levels, which rise as prolactin falls
during treatment with bromocriptine.'4
When bromocriptine is generally available it will be useful

in the suppression of lactation,15 for oestrogen therapy is
associated with a 12% failure rate16 and a risk of thrombo-
embolism,'7 while diuretics are ineffective when given alone.16
Human prolactin secretion may be stimulated by thyro-

trophin-releasing hormone (TRH)18 and severaldrugsincluding
the phenothiazines, rauwolfia alkaloids, imipramine, haloperi-
dol, methyldopa,metoclopramide, and highdoses ofoestrogens.
TRH is probably not important in the physiological regula-
tion' 9 of prolactin secretion but a rise in endogenous prolactin
secretion in postpartum women using this hormone is associa-
ted with an increase in milk production and milk fat composi-
tion.20 However, there appears to be little therapeutic use
for such drugs in the stimulation of prolactin production.
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Facile mutagenesis by
hair dye constituents
Several highly sensitive techniques based on the use of micro-
organisms have been developed for detecting mutagenic
activity. The hall-mark of such systems is that the changes that
occur do so with great facility. Those who use such tests
claim that, since known carcinogens give positive results, any
other substance ofunknown carcinogenic potential which does
so should also be suspected of carcinogenicity or even
regarded as carcinogenic until proved otherwise.
At the cellular level, it is likely that any mutation-like

change that leads to cancer is rare. A priori, therefore,
it is most doubtful whether a mutational change which is very
easily brought about can be an appropriate model for testing
for carcinogenic potential. In any case the main purpose of
safety tests on environmental chemicals should not be the
relatively academic one of detecting carcinogenic potential but
the more practical one of pin-pointing agents which constitute
real hazards. It is already clear that a number of substances
such as caffeine and formaldehyde, which show definite
mutagenic activity in bacterial systems, present no detectable
carcinogenic hazard for man.
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