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INTRODUCTION

HISTORICAL BACKGROUND

Gross sclerocystic changes in the human ovary were
clearly described by Chereau in 1845, and partial resec-
tion of such ovaries was being practiced before 1847 in

Furope by Gusserow, Martin, Wiedow, Zvieifel, and otners.

In the American literature, Findley described
wedge resection for "ocystic degenerution of the ovary®

ac early as 1904,

Although occasional reports cbout this condition
continued to appear over the Yyears, more interest was
aroused in 1935 when this ansiomical abnormality was
related by Stein ané Leventhal to & clinical syndrome
consigting ol "mensirusal irregulsfity featuring ameno-
rrhea, @ history of sterility, masculine type hirsutism,
and less consistently, revarted breasst development and

obesity.

Little of significance occureg to glter the
situation untill the last two decade, when gz continuing
evaliaiion of polycystic ovarisn disease and a revolu-
tion of the lmowlease of hypoiihalamio pituitary-ovarign

- Sy TR . by e - - T L G - 3 ey BT
relgtlonenin began to aned new ~Lsnt on the problism.

~
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INCIDENCE

Searching for patients with polycystic ovarian
disease on the basis of infertility, amenasrriea, andg
hirsutism preselects the symptomatology ansociated with
the anatomical changes. It is of particular importance
to study the incidence of polycystic ovarisn disease as

observed under other circumstances.

In one series of 12.160 unselected gynacologic
laparotomies (Varap, Wieminevs £ey, 1951), for exanple,

an incidence of 1.4% of polyeystic ovaries was reported.

in large groups of infertile women prevalences
of 0.6 to 4.3% have been noted (lcGoofan L.s., 1954,

Breteche J., 1852).

In a series of 740 consecutive autopsies (inciu-
ding an unspecified number of young girls and old
women), bilateral polycystic ovaries were found in 3.5%

(Somners 5.C., Wadman P.J., 1956).

mvidently the rross angiomical lesion is fairl
. & AN

COINMOIL

increasing use of the Lapuroscope will undounte-

Aly clonge our perceniion of trnis disorder still further.
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Clearly, the "syndrome" of Stein and Leventhal identified
only a small and empirically selected frection of the
much larger number of patient who actually have polycys-

tic ovarian disesse.

It follows that adherence to this set of clinical
criteria will deprive many women of the benifit of

appropriate medical and surgical therapy.

Since the gross anatomical lesion of sclerocystic
ovarian disease is relatively common. It is necessary
to re-—-examine the frequency of revelgnt signs and sym-

ptoms in patient who have been surgicaly explored.

In 1962 a comprehensive review of published cases
of surzically proven polycystic ovarian disease
(Goldziecher J.W., Green J.i., 1962) found tne freguen-
cies Tor the major clinical features as summariged in

table (1).

Amenorrhea was pregent in only about 50% of cases,

infertility 74%, hirsutism in 69%, and obesity in 41%.

In some recent series (Yen S5+3.C., Chaney C.,
Guda Hd.bL., 1976) tihe incidence of obesity prior to
menarcue sus been as nigh as 90%. In contrast the

usual ciinical impression, cyclic menses occured in 12%
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and evidence of ovulation in early one-fourth of the

ratients.

Thus, the allegedly characteristic signs and
Symptoms are not found with sufficient consistency to

Justify the designation of a syndrome.
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FREDIS POSING FACTORS TO

POLYCYSTIC OVAuIAN DISEASE

Stein & Leventhal (193%) discussed two possible

causes of the syndrome.

Pirstly, they suggestec that the ovarian changeg
might be due to abnormal horm:nal stimulation from the

anterior pituitary.

Secondly, they postulate- that the thickeneg
ovarian tunicsg might prevent inmature follicles from

ripening and reaching the surface of the ovary.

The latter explanation is clearly invalid as
tiwese patients can cvulate Spontanously ang usually

respond well to ovulation induction therapy.

Recently the biochemical and endocrinologic dgta
that bear orn 28 of polyeystic ovarian disegse
are so voluminosg. These Causes can only be touched

unon here.

AZreenent is svill lacking sbout wiether the

A

primuary deie resides in $ne hypothalamus, the

]
ot

T PR - 40 - o ! . < aen =
PLVULTETY, e ovary or the adrenal.
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However, there are certain factors, the presence
of which scemns to be Hecessary or contributory to the

aetiology of the dissase.

Age:
In observation which has its bearing on the
possible aetiology of polycystic ovarian disease is
nd ~d

that the syndrome is sually seen in the 258 gnd 3;—

decade of life.

Declerg and Ven Je Calseyde (1877) in a series
of patients with polycystic ovariasn disesse noticed

that their mean age in years to be 25 y.

Some Investigators (Yer ef al., 1976) are
theorizing that the factor initiating the self perpe-
tuating preocess of chronic anovulation (which is one
of the main features of Lolycystic ovarian digegse) is
atnormality in the pubertal process,

334!

This avnormality is recponsible for the pathow-

tenesls of volyeystic ovarian disemoe may be an

) - +

the luftter rrocess there is over production

ol pdrenel widrocen soth in aclpoge tisgue ond the
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central nervous system (pituitary system). Thue provi-
ding an inappropriate steroidal feed back, which would

initiate chronic anovulatior.

Obesity:

This feature in the polycystic ovarian patient
aside from being part of the symptom complex of +uhe
disease. It is in itself Pre-existent before its
onset and may be one of the determining factor in

initiating the disease procegs.

The observation that the peripheral conversion
of androgen into ocestrogen (estrone) is facilitated

by tac body fat (Siiteri and KcDonald, 1973).

Obesity, whnich occuring at puberty or later in
the reproductive years, is one mechanism of the onset

of poiycystic ovarian disease.

Siiteri aud MacDonsla, (1973); MacDonald et al.,
(1978} and Bdman et al., (1l978) reported that the
extreslandular gromatization of androgens incresseg

witi: increusing body weight.

favs, st puberty or later, obesity could be the

inZtiszging factor in volycystic ovarian disease.

Central Library - Ain Shams University



The initiation is by increasing estrone production and

censequently altering pituitary gonedotropin secretion

(Yen, 1980),

Bates and Whitworth (1982) Ffound tat simple
welght loss reduced plasma androgen in some women with

androgen excesg and restored cyclic ovule iion.
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GENETIC ASPECTS IN POLYCYSTIC CVARIAN

DISEASE

There have been sucradic reporis of abnormal

karyotypes in patiernts vwitn polycystic ovarisn disegse.

But that reports have not been confirmed in

systematic studies of sizable grecups of individuals.

several investigators (Cooper et al., 1968;
Givens et al., 1971; and licDonough et al., 1972) have
provided informaiion regarding familial patterns in

polycystic ovarian disense.

The findings in one study of 18 familics (Cooper
et al., 1968) were compatanle with autosomal dominant

transmission.

Others (Givens et al., 1971) have believed that

X-linked trensmissicn could not be ruled out.

The broad range of clinicsl findings (from a
small cystic ovary on one gide and a streak ovary on
the other side, to Muiner phenctypes wistih polycystic
ovaries, and moscicioun such as 101X/ 45X) are consis-

cent wiih the veriability of X-linked disoraers in
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Twins with polycystic ovaries and & normal sibling

have been reported (licDonough et al., 1972).

All three =iblings had elevated urinary pregnan-

etricl levels.

In two families in which there were women with
polycystic ovarian disease, three of the women had low
testosterone values ang high luteinizing hormone/
Follicle stimulating hormone ratio (Givens et al.,

1971).

The genetice implicatiocns of 3 B-0Ol-dehydrogenase
deficiency in some patients with polycystic ovaerian
disease (Axelord et al., 1965; Lobo et al., 1980; and

borber et al., 1973) remain to be clarified.

Emotional stress

The menarche and ultimately ovulation result
from activeoition of tie hypothalaemic pituitary ovarisn

system to its finol step of its waturation.

The aveve 1z tnought to result from a 5igznal

orlizinating in the cenirsl nervous aystem.
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