


Both the control groups were age matched with the study

group.

The patients and the control groups were selected from
Hindu Bengali population only as IST had mapped the
gene frequency ot healthy Hindu Bengali population in
respect o the enzyme markers with red cell lysate as

detatled below.

The following enzyme markers were studied :

a) Four enzymes with polymorphic loct e.g.
Phosphoglucomutase (PGM). Acid phosphatase
(ACP) . Esterase D(ESD), Adenylate kinase (AK).

by Six enzymes with monomorphic loci — Lactate
dehvdrogenase (LDH). Maleic dehydrogenase
{MD1). 6-phosphoglyceraldehydrogenase (6-PGD),

(G-6-PD),

anhvdrase (CA-Tand CA-2). These markers were used

Glucose-6-phosphatase Carbonic
to compare the tssue lysate with RBC lysate
standardised with the above mentioned  markers to
confirm that the population studied were uniform or

homogenous.

In the present study the findings of the enzyme markers
in the uterine tissue [yvsate was compared with findings
of the enzyme markers present in the RBC lysate | in
rexpect of the same above markers. Also comparison has

been drawn 1n between the groups.
Mecthods:

The tissues for the enzyme marker study were collected
fresh from OT. washed thoroughly with cold water and
stored at - 20°¢ until use. Tissue extract were prepared
from cach individual uterine tissue following the method
of Coate ct al, (1975). The extracts were subjected to
starch gel electrophoresis for isozyme markers following
the methods of Harris and Hopkinson, (1980), with the
appropriate modifications to suit the focal laboratory

conditions.

Selection of tissues were done on histological study:
aterus showing any uncxpected abnormality were

excluded from the study.

Observations:

Dystunctional uterine bleeding (DUB) specimens did

not show any morbid anatomical abnormality.

Specimens of letomyoma and prolapse of uterus showed

histological pictures appropriate for the condition.

The phenotype and the gene frequency of the uterine
tissue in the three groups were equivocal with the
monomorphic enzyme markers (LDH, MDH. 6- PGD.
G-6-PD) CA 1 and 2, of red cell lysates. This indicated

the uniformity of the population of the groups studicd.

The polymorphic enzyme markers (PGM., ACP, ESD.

AK) studies in the three groups studied showed (Ta

Iy the following features :

a) Association with PGM. ACP, ESD and AK loci in
32.28.32.31 speeimens respectively in the study group
(Set 1), out of 38 specimens.

b) The discased control group (Set I1) showed association
with all the above mentioned markers in 19 specimens
cach out of 40 such.

¢) The specimens of the normal control group (Set 11D
showed association of 22,20,22.21 out ot 40 such with
PGM.ACPESD. and AK respectively.

Thus it was evident that the association of the specimens
of DUB with the four polymorphic markers were more
in numbers than the specimens of the control groups with

the same markers.

To test the equality of phenotypic frequencies among
the study group of the patients and the general Bengahi
population (Hindu), contingecy chi square tests were
employed for each polymorphic locus and for cach organ.
It was evident (Table I1I) that the phenotypic distribution
among the study specimens was significantly different
from that in the general population at the loci of PGM
and ESD. There was an elevation in the frequency of
allele I-I and 2-1 at both PGM uand ESD loci (Table 11).

The cervical tissues also showed similar findings as with

the uterine tissues.
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Table II.
Comparison of phenotype distribution of the study group and the general population at three loci.

Uterme wall Genetic marker enzyme

Chi-square

Tierine wan of DUB
OFrbHUB Phosphoglucomutase (PGM)
Actd phosphatase (ACP)
Fosterase D EST)

Of Leromyoma phosphoglucomutase (PGM)
\uid phosphatase (ACP)
Psterase £ oSy

Of Prolapse uterus Phosphoglucomutase (PGM)
Acrd phosphatase (ACP)
Fsterase DY oBEST)

Value
52469
04715
60648

o

o 1w [

0.9483
1.5873
0.8296

To 12 1o

0.8945
1.5463
3.5463

[ R R )

spectie allele trequencies oo particular entgmatic

diseased organ of DUB.

In primary DUBL 1t has been suggested that main

abnormaliv of menometrorrhagia occurs at the time of

menstruation and results from the disturbances of the

mechanism ot menstruatton ¢.g. disturbances i the
creosanord metabolisme in fibrinolytic system and in
fososomal enzvme systems of endometrium and uterus
(Sheppard and Bonner TO830 Ry bo 19660 Dockeray et
abo POST 0 Bonner eval o 1983 . sull lacking s the
knowledee of mmttiating event tiggering the abnormal

blecdimg

Several authors (Blanco et al © 1904 0 MeAlpme et al,
1970 Coates ot al, 19753 have documented that the
ensyvime changes can trrgeer the mechanisim responsible
tor the diseased without any

Process apparent

morphological abnormalits m the target organ. It has
also been postudated thata detectin the target eell enzvime
gene i the form ol mutaton or deleton of crucial gene
can ultimately
TOST: Bonneretal, TOSI L NMeDevittand Bodmer (1974

have proposed a discased gene akim o the “Immune

precipitate the discase (Dockeray et al.

responise T eene as the cause of ultimate cause of disease.
In the present study, with smatl number of available
markers, assignificant assoctation has been observed with
PO and ESD Tocr i the uterine tissue e, the target

orcan. The study with more number of genetic enzyme

markers will probably be able to find out more number
of such genete enzyme marker associations, triggering

the discase process.,
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