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Children and disaster

Children are resilient creatures with great individual varia-
bility,' and we no longer believe that early experience moulds
a child's personality unchangeably or that childhood trauma
leads inevitably to later psychiatric illness. Nevertheless,
children exposed to disaster are twice as likely to develop
psychological disorders as their peers, either in childhood or
later. So how do children respond to disaster and how may
clinicians and others mitigate the adverse effects ?
At a recent symposium at University College Hospital, Ofra

Ayalon from Israel and Morris Fraser,2 who worked in Belfast,
talked about the responses of children to terrorism. Those most
affected were in the area close to the actual attack rather than
in the target zone. "If you have a round pond, full of frogs and
if you throw stones into the middle," said Fraser, "the frogs in
the middle will experience fear and the frogs at the rim, affected
by the ripple, will experience anxiety." The frogs in the middle
can act to escape injury but the ripples cannot be avoided so
easily; we must look at the fringe of the disaster area for
casualties.

This observation has led Ayalon and her colleagues to
develop a crisis-intervention programme inspired by the work
of Caplan.3 For example, when a family in Nahariya were
killed by terrorists many of the other children in the village
failed to come to school next day and had clear symptoms of
anxiety. The children were called together in small groups and
worked with intensively at school by the crisis-intervention
team from the University of Haifa during the next five days,
using ventilation of feelings, role play of the events of the
night, the channelling ofaggressive feelings through games, and
encouragement to use artistic expression to master their fears.
The parents were also counselled at the same time. In this way,
Ayalon claimed, the children slowly came to terms with the
stress of being near-miss victims. Certainly they did well over
the next few months, but such programmes need proper
evaluation.
Another example of a community hit by disaster was the

Welsh mining village of Aberfan, in which in 1966 some 116
children and 28 adults were killed when an avalanche of coal
slurry engulfed the village primary school. A team from the
Tavistock Institute of Human Relations led by Dr C M
Parkes4 visited the village regularly for 18 months to give

support and guidance to the care givers to the benefit of
community morale. Nevertheless, 17% of the surviving child-
ren, of whom only a third had actually lost siblings, were
referred to the child guidance services (G Lacey, paper
delivered at a meeting of the Association for Child Psychology
and Psychiatry, 1971).
A recent controlled study of family therapy with an un-

selected sample of 83 children bereaved of a parent gives hope
that we can improve the outcome for both children and
surviving parents by early intervention aimed at promoting
mourning and family communication about the dead parent.
The study showed that two-fifths of the control children had
behaviour problems at the first anniversary of the parent's
death compared with one-fifth of the treated children. Those
children in whom it was possible to encourage the expression
of grief fared better than the others (D Black and M A
Urbanowicz, paper delivered at the 10th International
Conference of Child Psychiatry, Dublin, 1982).
What makes some children resilient and inoculates them

against disaster was the theme running through the Inter-
national Child Psychiatry Congress held in Dublin earlier this
year. Despite 13 years of "troubles" in Northern Ireland,
children's perceptions of death and violence appeared to be
fairly normal.5 Children who survived concentration camps in
the second world war became parents who were overprotective
of their children, resisted their adolescents' progress to
independence, and were preoccupied with themes ofmourning,
aggression, and death; yet some of the families of survivors
coped successfully. What protects the "good-outcome"
children appears to be the ability of their parents to adapt to the
stress. Research in Israel, Aberfan, Northern Ireland, and
elsewhere has indicated that though children may suffer
trauma by disaster they may also be protected by encouraging
them to anticipate and deal with danger and by helping them
to ventilate and master anxiety. The whole family needs to be
treated, supporting parents and the community. Future
research should address itself to isolating the therapeutic
elements which are most effective and most economical to use.
But the providers of primary care in health, education, and the
social services should, in consultation with psychiatrists and
other mental health workers, now feel better equipped to
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intervene therapeutically with children exposed to disasters
affecting the adults in their world.

DORA BLACK
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New prospects for luteinising
hormone releasing hormone
as a contraceptive and
therapeutic agent
Gonadal function is controlled by luteinising hormone (LH)
and follicle-stimulating hormone (FSH) from the pituitary
gland. Since the release of these hormones depends on
secretion of hypothalamic luteinising hormone releasing
hormone (LHRH), manipulation of this releasing factor has
profound effects on the reproductive system. The synthesis
of potent syinthetic antagonists and agonists of LHRH has
provided the key, firstly, to a new approach to contraception
free of the metabolic effects of steroidal contraceptives and,
secondly, to the ability to induce a "medical gonadectomy."
Use of the antagonists seems the most logical approach to

blocking release of the gonadotrophins, but the development
of sufficiently potent compounds for use in man has been
arduous and clinical trials are only now getting under way.'
Paradoxically, it is the agonists-originally developed to
treat infertility-which have produced the most dramatic
inhibitory effects. For normal function, the pituitary is
stimulated by pulses ofLHRH released from the hypothalamus,
which in turn cause pulsatile secretion of LH, which stimulates
the testis and ovary. This pattern of hormone release may be
overriden by daily administration of an LHRH agonist; its
prolonged biological action soon leads to a process of "down
regulation" of the pituitary gonadotrophs and gonads.

Administration of an agonist can disrupt the function of
both the follicle and the corpus luteum in the normal cycle,
but the simplest approach to contraception is to inhibit
ovulation by daily treatment with an agonist, and this
has been studied in trials in macaque monkeys and in
women.2-8 LHRH agonists are degraded if taken orally, and
nasal sprays have been developed so that the agonist may
be absorbed through the nasal mucosa.

In the normal cycle the gonadotrophins stimulate a follicle
to develop and produce oestradiol. After the midcycle surge
of LH the follicle ovulates to form a corpus luteum producing
progesterone. If an agonist is taken daily, starting at the
beginning of the cycle, there is an initial stimulatory phase,

but continued administration of the agonist decreases the
ability of the pituitary to release the large amounts of gonado-
trophin necessary to cause ovulation.4 The effect on follicular
development, as judged by plasma concentrations of oestradiol,
varies among individuals. In about one-quarter follicular
development is suppressed, while in the remainder the
fluctuating oestrogen concentrations indicate maturation of a
follicle which does not ovulate.

If an LHRH agonist is to be successful as a contraceptive
by this approach it must maintain the secretion of oestradiol
within acceptable limits. Suppression of follicular growth
might be expected to cause symptoms of oestrogen deficiency,
but the indications are, however, that enough oestrogen is
produced to avoid this problem.2 6 Indeed, in those womer
in whom oestrogen is suppressed the only side effect seems to
be amenorrhoea-welcome enough provided the contraceptive
effect is certain.9 When oestrogen secretion is not suppressed,
however, the effects of "unopposed" oestrogen on the
endometrium come into question. In these circumstances
women experience menstrual-type bleeds or "spotting" at
regular or irregular intervals. After prolonged treatment with
an agonist the endometrial activity may range from inactive
to considerable proliferation, though activity tends to decrease
as treatment progresses.3 4 6 One way of overcoming this
problem and of irregular bleeding would be to administer
progesterone to induce a withdrawal bleed-but this approach
detracts from the concept of avoiding exogenous.steroids.
Who would use an LHRH agonist as a contraceptive ?

It would not replace the steroid contraceptives when these are
acceptable. But the agonists may be a suitable alternative for
women who stop the contraceptive pill because of the side
effects they experience and those over the age of 35, who run
an increased risk from continuing with steroids.
Another important possibility is that agonists may have

therapeutic as well as contraceptive actions in women with
menstrual disorders. For example, a lowering of the oestrogen
output combined with absent progesterone peaks may help
to alleviate some symptoms of the premenstrual syndrome.
Since agonists can induce amenorrhoea with an inactive
endometrium in some women, they may be suitable contracep-
tives in women with menorrhagia or endometriosis-conditions
which tend to become more severe towards the end of
reproductive life, when the use of steroids is less desirable.
This approach could be extended to achieve a "medical
oophorectomy" by using high doses of agonist and so sup-
pressing the production of oestrogen as well as inhibiting
ovulation.10 In one pilot study, women with endometriosis
appeared to benefit from this treatment but experienced "hot
flushes," probably related to their low oestrogen outputs.
Perhaps a dose may be found that reduces the severity of this
side effect.
The same concept of medical oophorectomy is being

explored in premenopausal women with breast cancer. These
patients need to have their secretion of oestrogen completely
suppressed, and this can be achieved by injecting amounts of
agonist many times higher than that required for contraception.
Preliminary results in patients with metastatic breast cancer
showed significant improvement in two of four women1l; and
long-term trials are in progress in the United States.

Long-term treatment with LHRH agonists in men has
potential as a contraceptive since it reduces the number of
sperms. As with other methods which interfere with LH as
well as FSH, however, the effect on spermatogenesis is at the
expense of decreasing testosterone production, which causes
loss of libido and impotence.12 A combination of agonist
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