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SUMMARY 

A case of very low PRL level in which pregnancy was achieved 
following use of DA-antagonistic in luteal phase is reported. 

Introduction 

Since the isolation and characterisation 
of prolactin as a distinct pituitary hor­
mone, being predominently under tonic 
inhibitory control (known as PIF- DO­
? AMIN), a large number of evidence 
has accumulated to suggest that patholo­
gical hyperprolactaenaemia is associated 
with anovulation and amenorrhoea with 
or without galactorrhoea. When prolac­
tin level is lowered the normal cyclical 
gonadal activity is restored. (Thorner et 
al, 1976; Tyson et al, 19,77). Thus the bulk 
of the work is directed towards the ad­
verse effects of abnormal elevation of pro­
lactin. But little is known about its pos­
sible biological (specially luteotrophic) 
activity in physiological level. 

Though prolactin is known to be luteo­
trophic in sheep and other rodents (Jaffe 
et al, 1973), no such report is available 
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to support similar phenomenon in human. 
In present clinical practice, apart from 
diurnal variation, the significance of lo­
wer limit of prolactin has not yet been 
clearly established. The above consi­
derations interested us to investigate 
whether or not a very low prolactin level 
could interfere with maintenance of nor­
mal corpus luteum activity. In our infer­
tility clinic, women with persistent low 
prolactin level (less than 5 ng/ml), at­
tempt is being made to achieve modest 
elevation of prolactin in the luteal phase 
and following �~�m�c�h� tentative attempt 
pregnancy has been achieved in 1 case 
which is being repored here. 

CASE HISTORY 

Mrs. K. aged 28, married for 8 years attended 
our clinic on 17-4-82 with history of primary 
infertility. She had regular menstrual cycles 
and no significant abnormality could be elicited 
in !he history, apart from infertility. The re­
port of husband's semen analysis (2-12-80), hy- """ 
sterosalpingogram (23-12-80), premenstrual en­
dometrial biopsy (19-3-81), and post coital test 
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(23-5-81) were available at the time of first visit 
and these reports were quite compatible with 
fertility potential of the couple. 

Laparoscopy was performed on 19-7-82 and 
the findings were: uterus normal in size, mobile; 
both tubes were healthy and freely mobile. 
Pouch of Douglas was clear. Chromotubation 
demonstrated free spill of dye from both tubes. 
There was no evidence of endometriotic spot 
anywhere in the pelvis. 

Basal body temperature was discordant initial­
ly but subsequently the record showed low 
monophasic pattern. Hence probable cause of 
infertility in this case was presumed to be due 
to endocrine dysfunction leading to either ovu­
latory defect or inadequacy. 

Different ovulation inducing drugs were ad­
ministered in phases based on regular monitor­
ing of BBT records. cervical mucus and perio­
dic estimation of related reproductive hormones 
(RIA). 

Pnmary induction of ovulation was planned 
with clomiphene citrate and HCG. This plan­
ning was based on clinical parameters of BBT 
records and cervical mucus. 

She received clomiphene citrate (Tab. Fertyl, 
Arex-50 mgm twice daily) from day 3 to day 7 
and low dose oestrogen (Tab. Lynoral .01 mgm 
-Organon) 1 tab. a day from day 5 to day 11. 
On the 12th and 13th day cervical os and cervi­
cal mucus were examined (Cervical scoring bas­
Ed on Serono chart) but satisfactory response 
could not be achieved. 

The dose of clomiphene was increased to 150 
mgm per day in the next two cycles and inspite 
of this increased dose, the peripheral biologic 
effect of positive ovulation could not be detect­
ed in the cervical mucus and in the basal body 
temperature chart. Hence HCG could not be 
administered in any one of these cycles. This 
regime of induction continued from August 1982 
to October 1982. As ovulation could not be in­
duced with clomiphene and HCG, plasma FSH, 
LH, TSH and prolactin were estimated. 

The reports of analysis of hormones in dif­
ferent periods of menstrual cycle are shown 
below: 

18-10-82 FSH (8th day of menstrual cycle) 
-4 miU (Normal 5-20 miU/ml). 

18-10-82 TSH (Random)-2.0 miU/ml (Nor­
mal l ess than 4 miU /ml) . 

22-10-82 LH (12th day of menstrual cycle) 
- 5.5 mlU/ml (Normal 5-30 miU/ml). 

31-10-82 PRL (21st day of menstrual cycle)--

763 

4 ng/ml (normal less than 25 ng/ml). 
Based on the reports of radioimmunoassay 

and having failed to induce with clomiphene, 
gonadotrophins were next used for induction of 
ovulation. 

In the first cycle, HMG (Pergonal-Serono) 1 
amp each day was administered on 3rd, 5th, 7th 
and 9th post-menstrual day. HCG could not 
be subsequently added because cervical mucus 
did not become thin or reasonably stretchable 
indicating persistence of follicular inadequacy. 

The dose of HMG was doubled in the next 
month-the days of administration was extend­
ed upto 11th day of this cycle. The cervical 
score was positive on the 16th day when HCG 
(Frofasi-serono) 10,000 I. U. was injected. The 
BBT showed distinct biphasic pattern but sug­
gested delayed ovulation and a short luteal 
phase. Plasma progesterone level was not esti­
mated but inadequacy of luteal phase was sus­
pected based on basal body temperature records. 

As pregnancy could not be achieved despite 
ovulation, PRL was again estimated in the next 
cycle following similar schedule of induction. 
Level of PRL was 3 ng/ml 5 days following the 
'thermal' shift (ovulation). Next cycle, in addi­
tion to HlVIG and HCG she received chlorproma­
ine 12.5 mgm (2 tabs. a day) for 7 consecutive 
days from the day following the ovulation (as 
speculated by BBT and cervical mucus study). 
Repeat PRL estimation on the 23rd day of the 
same cycle revealed value of 15 ng/ml. 

She missed her period in the same cycle and 
BBT showed sustained elevated temperature. As 
she developed symptoms and signs of early 
pregnancy urine was tested for HCG (Gravin­
dcx test). This was positive on the 5th day fol­
lowing her last menstrual period. The preg­
r.ancy so far is continuing uneventfully. 

Discussion 

As discussed earlier, the role of basal 
level of PRL in female reproductive en­
docrine function calls for further re­
search. The classical experiment by 
McNatty et al (1974) clearly demonstra­
tes that granulosa cells could synthesize 
steroids in in vitro culture at a maximal 
rate when PRL level was optimum. They 
postulated that 'normal' PRL level is es­
sential for adequate steroidogenesis by 
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corpus luteum. R,obyn et al (1973) show­
ed that if PRL level in luteal phase of a 
large number of patients were aggrevated 
and compared to their values of follicular 
phase there does seem to be an increase 
of PRL level in luteal phase. It has been 
claimed that in hypophysectomized pati­
ents pregnancy can be induced and carri­
ed in absence of PRL by administration 
of pure FSH/ LH. However, in view of 
the very recent observation that PRL is 
also synthesised in the 'desidual cells' 
(Rosenberg et al, 1980), the above claim;;; 
should be further reviewed. It is highly 
interesting and indicative that decidual 
cells which are mainly developed to sus­
tain pregnancy are a potential source of 
PRL. This locally produced PRL could 
in fact might be playing hitherto un­
known role in maintainance of corpus lu·· 
teum. Schultz et al (1978) have shown a 
significant decrease in luteal phase pro­
gesterone secretion in normo-prolactae­
nimic regularly cycling women treated 
with bromocryptine. This observation 
also supports our speculation. Further­
more, it is known that the PRL is one o£ 
the factors responsible for potentiating 
the effect of ACTH on androgen produc­
tion (Vermulan et al, 1977) from zona re­
ticularis. Thus a moderate increase of 
PRL level in luteal phase might also exert 
its luteotrophic effect mediated via an 
optimum androgen level (DHEA-S) 
which is reported to have mild luteotro-

phic effect (Chakravarty and Mukher­
jee, 1H77). 

In the case reported here, low PRL was 
hypothetically thought to be a factor cau­
sing {nadequate luteal phase. As it is 
known that DA-antagonists (Phenothia­
zines) can elevate PRL level in a sho.ct 
time, chlorpromazine was administered. 
Subsequently PRL estimation showed 
-elevation (15 mg/ ml) and pregnancy fol­
lowed. 
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