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mmary: A prospective and retrospective study of DUB was made to correlate the menstrual abnormal­
ity with endometrial histopathology in 520 cases, which was found to be statistically highly significant 
(p<0.001). In 164 cases menstrual pattems were correlated in ovarian and endometrial histopathology. 
Stt·omal cell hypet·plasia was found in 23% cases. Relationship of stt·omal cell hypet·plasia with menstrual 
abnormality did not show statistical significance (p>0.05). 

introduction 

The greatly accepted definition of 'dysfunctional uterine 
Jleeding". (DUB) appli es to abnormal bleeding from the 
·tterine endometrium unrelated to gross uterine lesions. 
But it is restricted to those in which, basis is a distur­
bance in the rhythmical production of hormones by the 
ovary (Jeffcoate. 1981 ). 

The defined cause of this problem is functional disturbance 
lffecting hypothalamus-pitutary-ovarian pathway 

..: ontrolling endometrial bleeding. As ovary is most 
,ccessiblc organ in this pathway, this study was carried 
out to correlate the ovarian and endometri al histopathology 
in DUB. 

Matuial & Methods 

The study was carried out in the Deaprtment of Obstetrics 
'Sc Gynaccology at MGIMS, Sevagram, in cases of DUB. 
The analysis included the cases (prospective as well as 
retrospecti\c) admitted for menstrual abnormalities 
without any uterine lesions. There were 7206 
gynaecological admissions during the study period from 
1981 to 1991 amongst whom 520 cases were of DUB 
representing an incidence of 7.22%. Of these 520 cases, 
164 underwent hysterectomy with bilateral 
salpingoopherectomy and the reports of ovarian and 
endometrial histopahology were obtained for study. An 
attempt was made to correlate the menstrual abnormality 
with ovarian and endometrial histopathology in these 
cases. 

Observation and Discussion 

fhe incidence of DUB in the present study was 7.227c. 

THE JOUR 'AL OF OBSTETR ICS AND GYNAECOLOGY OF INDIA 

The incidence reported by various authors ranged from 
I 5 to 20 percent (Devi & Sutaria, 1964; Dawn, 1995; 
Sanfilippo & Pabon, 1996). 

Al l the cases were above 38 years of age. and 28 cases 
presented with postmenopausal bleeding (PMBl 
Purandare & Lalitha ( 1993) had reported that all their 
patients to be above the age of 35 and more than 65c;, 
fell in the group of 40-50 years. 

Table I shows the different abnormal menstrual patterns 
in 520 cases of DUB. The analysis had shown that maxi­
mum number of 208 ( 40.0%) cases presented with men­
orrhagia followed by II 0 (21.1 5%) cases with continu­
ous bleeding. Gleeson ( 1994) reported higher endome­
trial tissue plasminogen activator activity during menses 
in women with menorrhagia. Smith eta! ( 1981) have im­
plicated inverse con-elation between the endometrial PGF2 
a I PGE, and the amount of menstrual loss. 

There were 28 (5.38%) cases who had PMB. The en­
dometrial histopathology of these cases showed hyper­
plasia in 2.11 %. Previously it was believed that hyperpla­
sia could rarely persist for more than a year or two after 
menopause but the concept of postmenopausal function 
by adrenaL ovary and other sites could be of oestrogen 
leading to hyperplasia. Mitra ( 1964) reported that the 
ovaries are stimulated by pituary gonadotrophins even after 
menopause leading to ovarian stromal cell hyperpla:-.ia. 

Procope ( 1969) had reported surgically removed 
ovaries showing stromal hyperplasia causing significant 
reduction in urinary excretion of oestrogen showing the 
possibilit y of association of stromal hyperplasia with vari­
ous endometrial hyperplasia in postmenopausal women. 
Analysis or specific menstrual abnonnalities showed 40Ck 
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A bnormal menstrual pattern 

M enoorhagia 

Pol:- mcnorrh oea 

Po l; menorrhagia 

M etrorrh ag ia 

�C �o �n�t�i�n�u �o �u �~� bleeding 

Postmenopau sal bleeding 

A menorrh oea followed by bleeding 

Total 

Tabl e I 
Diff er ent abnormal menstrual patt ern s 

Number or ca ses 

208 

9 

79 

25 

110 

28 

6 1 

520 

Table- II 

Percentage 

-+0 .0 

1.73 

15 .19 

4.8 1 

21 . 15 

5.38 

11 .74 

100.00 

Con-elati on between diff e1·ent menst•·ual patt ern s and endomet.-i al hi stopathology 
n=520 

Endometrial Patholog; and No. o f �c �a �~�e�s� 

M enstru al pattern 

M enorrhagia 

Polymenorrh oea 

Po I y menorrhagia 

Metrorrh ag ia 

�C�o �n�t�i�n�u �o �u �~� bleeding 

PP 

69 

( 13.27) 

3 
(0.57 ) 

24 

(4.62) 

8 
( 1.54) 

37 

(7 .I I ) 

Postmenopausal 5 
bleed ing (0.96) 

A menorrh oea followed 18 

b; bleeding (3 .46 ) 

Tota l 520 

1 001/r 

( P-<0.00 I ) 

164 
(3 1.54) 

SP 

57 

( 10.96) 

3 
(0 .57) 

18 

(3 .-+6 ) 

5 
(0.96 ) 

13 

(2 .5) 

2 
(0 .38) 

98 

( 18.85) 

Number 111 parenthes is indicates the percentage 

P P Proliferati ve phase 

S P Secretory phase 

HI 
E 
HO 
A H 

IS 

Nt: 

Hormonal imbalance 

Endometrit is 

Hyperoestrogeni sm (hyperplasia) 

Atypi cal hyperplasia 

Irregular shedd ing 

No endometrium 

HI 

44 
(8 .46) 

2 
(0 .38 ) 

22 
(-+.23 ) 

-+ 
(0.77) 

16 

(3 .07) 

3 
(0 .57 ) 

u 
(2.5) 

104 
(20) 
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4 
(0.77) 

2 
(0.38) 

7 

( 1.34) 

I 

(0.19 ) 

2 

(0.38) 

16 

(3 .07 ) 

HO 

25 

(-U;j 

I 

(0 .1 9) 

10 

( 1.92) 

26 

(5 ) 

11 

(2. 11) 

25 

(4 .8) 

98 

( 18.85) 

A H 

-+ 
(0.77) 

1 

(0. 19) 

6 

( 1 .15) 
, 
' 

(0 .57 ) 

2 
(0 .38) 

16 

(3.07) 

IS 

I 

(0. 19) 

2 
(0.38) 

-+ 
(0.77) 

7 
( 1.35 ) 
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(0.57 ) 
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1 

( 0 1l) ) 

17 
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Clini copathological con-elation 
Table lii 

Ovarian histopathology and type of menstrual pattern 
n- 164 

Ovari an histopathol ogy 
T) pe of bleeding GCH TCH SCH sc UnR LC Hy PSC Total 

Menorrhagia 6 2 12 13 26 2 I 62 

(3.65) ( 1.22) (7.32) (7 .93) ( 15.85) ( 1.22) (0 .6) (37.8) 

Pol) menorrhoea I I 
(0.6) (0.6) 

Polymenorrhagia 2 3 4 15 I 25 

( I .22) ( 1.83) (2.44) (9. I 4) (0.6) (IS 24) 

Metrorrhagia 3 4 7 

( I .83) (2.44) (4.26) 

Continuous bleeding I I 9 5 15 31 

(0.6) (0.6) (5.48) (3.04) (9. 14) ( 18.9) 

Postmenopausal I 5 3 7 16 

bleeding (0.6) (3.04) ( I .83) (4.26) (9.75) 

Amenorrhoea fo ll owed I 9 5 6 I 22 

by bleeding (0 .6) (5.48) (3.04) (3 .65) (0 .6) ( 13.4 1) 

Total 12 3 38 33 73 2 2 I 164 

(7 .32) ( I .83) (23 . I 7) (20. I 2) (44.5 I ) (I .22) ( 1.22) (0.6) ( lOOo/c) 

p>O.OS 
Number in parenthesis indicates the percentage 
GCH-granulosa cell hyperplasia 
SCH-stromal cell hyperplasia 

TCH-theca cell hyperplasia 
SC-serous cyst 

U n R-unremarkable LC- Iu teal cyst 
Hy-Hyalinised tissue PSC-Papill ary serous cyst adenoma 

o.- cases had menorrhagia and had 2 I .15% continuous 
bleeding. Simil ar incidence has been reported by Sagar 
( 1 980). Anovulatory endometrium in pati ent with menor­
rhagia was seen in I 3.279c (Table II ). This associati on 
stre\ses the fact that probably anovulati on leads com­
mon!; to menorrhagia. Sanfilippo and Pabon ( I 996) re­
ported anovulatory DUB in 90% cases. Menorrhagia and 
continuous bleeding fo rce the distressing women to seek 
early medical advice. In the present study proli ferative 
endometrium indicating anovulati on was observed in 
maximum number or cases. 

It was observed that the frequent anovulati on occurs after 
40 years of age which may be due to various reasons 
like: 
a) depletion of fo ll ic les with declinin g concentrati ons of 

inhibin like material causing a ri se in FSH levels, 

b) decreased sensitivi ty of the hypothalamus-pitutary axis 
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to the feedback of oestrogens and 

c) relati ve resistance to gonadotrophin stimulation of the 

remaining oocytes after depleti on of oocytes wit h 

normal responsiveness (Menon et al I 980). Cases in 
our study were mostl y above 40 years (68%). 

On correlating the menstrual patterns with endometri al 
patterns it was observed that out of 164 (31 .54o/c) cases 
proli ferati ve pattern was seen in 69 ( 13.27%) presenting 
with menorrhagia, 37 (7. 11 %) with continuous bleeding, 
18 (3.46%) with amenorrhoea fo ll owed by bleeding and 
5(0.90%) with PM B (Table II ). Thi s abnormalit y in 
menstrual pattern could be due to persistent oestrogen 
predominance and resul tant endometri al proli ferati on in 
the absence of progesterone. Inadequate cycling with 
progesterone causes structural instabili ty ( increased 
vasculari ty, hyperglandularity and lack of stromal support) 
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Table IV 

Correlation between ovarian histopathology and endometrial histopathology n = 164 
Endometri al 
hi stopathology SCH GCH TCH 
Pro! iferati ve 9 2 I 

(5 .48) ( 1.22) (0.60) 

Secretory 3 2 

( 1.83) ( I .22) 

Hormonal 9 4 2 

imbalance (5.48) (2.44) ( I .22) 

Hyperplasia 15 4 

(9. 14) (2.44) 

Endometriti s I 

(0.60) 

Irregular 
shedding 
Atypical 
hyperplasia 
No endometrium I 

(0.60) 

Total 38 12 3 
(23. I 7) (7.32) ( I .83) 

p<O.OOJ 
Number in parenthesis indicates the percentage 
GCH-granulosa cell hyperplasia 
SCH-stromal cell hyperplasia 
UnR-unremarkable 
Hy-Hyalinised ti ssue 

sc 
5 

(3.04) 

3 

( I .83) 

12 

(7.32) 

10 

(6.09) 

I 

(0.60) 

I 

(0.60) 

I 

(0.60) 

33 

(20. I 2) 

and irregular shedding from the thickened lining of the 
endometrium (Sanfilippo and Pabon 1996). 

In the present study of 520 cases, I 04 (20%) had hormonal 
imbalance. In these cases of hormonal imbalance fault 
lies in the corpus luteum as reported by Jeffcoate ( 198 I ). 
However, Brewer & Jones ( I 948) believed that the 
endometrium was at fault and stressed that the bleeding 
usually occurs from localised regions of non functioning 
endometrium while rest of the endometrium shows 
secretory changes in normal response to corpus luteum. 

On analysis hyperplastic endometrium was found in more 
than I 8.85% of cases (Table II ), who presented with 
menorrhagia and amenorrhoea followed by bleeding. The 
failure of ovulation is the most common cause of DUB. 
The physiology of anovuation relates to failure of the feed­
back mechanism in which rising oestrogen levels result in 
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Ovarian histopathology 
PSC HY LC UnR 

2 37 

( I .22) (22.56) 

I 10 

(0.60) (6.09) 

I 7 
(0.60) (4.26) 

I 12 

(0.60) (7.32) 

I 

(0.60) 

5 

(3.04) 

I 
(0.60) 

I 2 2 73 
(0 .60) ( I .22) ( I .22) (44.5 I ) 

TCH-theca cell hyperplasia 
SC-serous cyst 
LC-luteal cyst 

Total 
56 

(34. 14) 

19 

(I I .58) 

35 
(21 .34) 

42 

(25 .60) 

3 
( I .83) 

6 

(3.66) 

3 
( I .83) 

164 

(I 009'c) 

PSC-Papillary serous cyst adenoma 

.. 

a declin e in FSH with subsequent decline of oestrogen 
Thus oestrogen secretion continues resultin " •1 

endometrial proliferati on with subsequent unstable g 
and incomplete shedding (Hill ard 1996). 

We had I 6 cases of atypical hyperpl asia. The �p�r�c�~�c�n�c�c� 

of atypia with abnormal proliferation is associated with 
increased ri sk or progression to endometrial carcinoma 
(Hillard 1996). In one study onl y 29'c of 122 patients with 
hyperplasia without atypia progressed to carcinoma. 
Whereas 23% of those with atypical hyperplasia �~�u�b�~�e�­

quently developed carcinoma (Kurman et al 1985). We 
believe that atypical endometrial hyperplasia in postmeno­
pausal women should be treated enthusiasticall y. Follov. 
up is not available in the present series. 

On statistical analysis, the correlation between various 
menstrual patterns and hi stopathological picture of en-

Vol 50 No.4, Aug 2000 



dometrium was found to be highly significant (p < 0.00 I ) 
Table II 

i"able III shows correlati on of ovarian histopathology with 
menstrual pattern. We had 164 cases of DUB where bi­
lateral salpingoopherectomy was done. More than 56% 
had positi ve ovarian pathology. Stromal cell hyperplasia 
was present in 38 (23. 1 %) cases, serous cyst in 20% and 
granulosa cell hyperplasia in 12 (7.32%). 
;:,tromal hyperpl asia refers to abnormal proliferati on of 
ovarian stroma. The transiti onal cell s of cortex produce 
steroid hormone in stromal hyperplasia. The stroma is an 
:111drogenic compartment of ovary. Oestrogen changes 
when present may result fr om peripheral conversion of 
excessive androstenendione to oestrogen. (Young and 
<;cull y 1995). 

We had associati on of serous cyst in 20% cases with 
DUB . It is not unusual to find associated pathology. Mitr a 
( 1964) reported incidence of such cysts in 6.4% cases. 

Ovaries with fo lli cular cysts and granulose cell predomi ­
nance characteri ses the syndrome of metropathi a 
haemorrhagica (Schroders diseases) associated with pro­
duction of oestrogen. This is the commonest type of cyst 
of ovary and some are associated with hormonal dys­
function. (Jeffcoate, 1981, Dawn, 1995). Our study shows 
7 .We GCH (Table IV ). 

An attempt was made to correlate ovari an hi stopathol­
ogy with menstrual pattern which is depicted in Table III. 

�,�~ �s �t �a �t�i �s �t�i �c�a �l� analysis did not show any significant cor­
tew!ion between the type of bleeding and ovarian his­
topathology (p>0.05). 

Correlation of ovari an and endometrial hi stopathology was 
found to be stati sti call y signific ant with p < 0.01 (Table 
TV) . 
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