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Abnormal Vaginal Bleeding

Abnormal vaginal bleeding is an important 
cause of morbidity in women, especially dur-
ing reproductive period. In this first article of 
our series, will be discusses in detail possible 
aetiology of abnormal vaginal bleeding. We 
will focus on uterine bleeding as a response 

to sexual hormones, abnormal vaginal ble-
eding complicating pregnancy, abnormal 
vaginal bleeding of pelvic cause, dysfunc-
tional uterine bleeding and abnormal vagi-
nal bleeding of extra pelvic causes.
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Abstract

Introduction

is an important morbidity cause for 
-

this being one of the fundamental 

gynecologist[1] AVB is responsible for 
the high number of surgical hystero-
scopy procedures (endometrial abla-

thus consuming a lot of money from 
the health system[2]. 

-

rare cases the cause may be related to 

be mentioned first and foremost the 
characteristics of the normal men-
ses. The normal menses takes aro-

takes 4+2 days and the lost blood is 
. In the menstruation 

produced by the dominant follicle 
induces the proliferation of endome-

-

body produces increased quantities 
of progesterone and less estrogen. In 
absence of conception and chorionic 

-

-
cally. Such decrease leads to normal 

-
mation of the entire endometrium. 
This type of physiologic bleeding is 
called bleeding caused by progeste-

enzymatic degradation of the endo-
metrial functional layer associated to 

-

and re-epithelization. The coagula-
tion mechanisms include formation 

-
tion of fibrin (induced by thrombin). 

-

promotes clots lysis.
-
-

nal bleeding before puberty shall be 
considered abnormal .

duration of menstruation and lost blo-

menstruations .
-

rine bleeding : 
 Oligomenorrhea - uterine ble-

days. 
 Polymenorrhea - regular uteri-

less than 21 days. 
 Menorrhagia - uterine bleeding 

-

 Menometrorrhagia is a prolon-

 Amenorrhea is the absence of 

 Metrorrhagia (inter-menses 
ble e ding) - irregular bleeding occur-
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 Spotting at mid-menstruation 
- minimum bleeding occurring befo-

 Post-menopause bleeding - 

-

in post-menopause undergoing sub-

months. 
 Acute excessive uterine blee-

ding

shock. 
 Dysfunctional uterine blee-

ding - abnormal uterine bleeding in 
the absence of genital tract organic 
lesions or hormone treatment.

-

[11] -
-

tity lost during menstruation there 

me nor rhagia is defined as an uteri-

-
. This 

quantity may cause disturbance in 

-

anemia .
-
-

rhea and amenorrhea) shall be dealt 

Uterine bleeding  
as a response to sexual steroids 

Estrogen withdrawal bleeding 
- The uterine bleeding occurs after 

-

-

after castration may be stopped after 

administration of estrogens. The ble-
-

ministration of estrogens is stopped. 

(in absence of progesterone) usually 
causes endometrial bleeding.

Estrogen breakthrough bleeding 

-

lates the continuous endometrial 
-

tragonadal hyperestrogenemia in 

estrogens quantity produced at the 
-

sufficient to hold the endometrial 
structural support. This causes un-

the endometrial surface. The rather 
decreased doses of estrogens cau-

estrogens continued to be adminis-
-

profuse.
Progesterone withdrawal blee-

ding - Typical bleeding from proges-

-

an endometrial desquamation. A si-
milar result occurs at administrating 
and then stopping using synthesis 

-
-

dogenous). If the estrogenic therapy 
-

the bleeding caused by progesterone 
[14]

foreseen a bleeding caused by pro-

current estrogen stimulus.
Progestin breakthrough bleeding 

is a pharmacological phenomenon 

the absence of a sufficient estrogen 

-
-

by estrogenic breakthrough because 
of administrating decreased doses 
of estrogens. This kind of bleeding is 
associated to the combined oral con-

[15]. 

breakthrough is less predictable and 

Etiology 
-

uses of AVB are classified in four 
categories:[16]

 Pregnancy complications.

-
-

nics).
AVB has different characteristics 

-
-

 Pre-puberty AUB causes 

-

. 
The possible causes of AVB at this 

-

Vulvovaginitis is the most frequent 
problem in paediatric gynaecology . 
It is usually about a bacterial or fungi 
infection or T. Vaginalis in rare cases. 
It may or may not be associated to an 

and sometimes minimum bleeding. 

-
metic products or sand.

Intra-vaginal foreign bodies are 

children
body presents a bad smell leucorrhoea 

Trauma in the perineum area is 

little girls. Considering the fact that 
-
-

-

Urethra prolapse is another cau-
se of AVB. Usually it occurs at girls 
aged 6-9 and it is more frequent at 
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-
-

trauma. The urethral prolapse shall 

-
atus.

Genital neoplasms

the pre-puberty period. 

[19]. The 
latter bleed a lot especially if they are 
injured or undergo biopsies.

Malign tumors include botryoid 
-
-

tumors[19] -

uterine bleeding and early incomplete 

production.
 AVB causes during the re pro duc -

tive age 

-

gynecological causes. The obstetrical 
causes are beyond the scope of this 

AVB caused by pregnancy compli-

cations 

pregnancy complication. The potenti-
al causes of AVB related to pregnancy 
include:

-

-

  placenta pathology (placenta pra-

This group of pathologies shall not 

AVB related to pelvic causes

lost during menstruation is controlled 
-

. As 

been identified[21].
Uterine fibroids

-

-

become symptomatic[22]. Occasional-

-

or intramural area) causes menorrh-
agia by local inhibition of hemostasis 

of endometrial surface[22] -

increase factors in the fibromatous 
uterus. Because a lot of these factors 

-
-
-

menorrhagia. Angiogenic factors that 

-

Adenomiosis -
pic presence of endometrial glands 

cases and it is also considered a cause 
of menorrhagia[24].

Endometrial polypi are more often 
-

ly at teenage girls[25]

-

-
trial polyposis is a condition under 

-
-

tain risk of malign transformation (2 
times)[26]

of decreased malignity. 
Their etiology is not clear yet. The 

rather frequent association to en-

unbalanced estrogenic stimulation. 
In most cases they are asymptoma-

-
-
-

channel.
Endometrial hyperplasia may also 

-
-

rian tumors secreting estrogens and 
non-balanced estrogenic therapy.

Endmoetrial cancer is the most 
frequent genital neoplasm. In gene-

-

. Only 5% of patients 

old
endometrial hyperplasia and are the 
result of a continuous estrogenic sti-

-
-

factors are obesity (by transforming 
the androstenedione in estrone at 

-

tardy menopause . AVB is the most 
frequent symptom in cases of endo-

-

Infectious causes

inflammatory disease. They are mostly 

 Cervicitis in most cases is asymp-
-
-

post-coital AVB . The most frequent 
cases are caused by C. Trachomatis. 

-

Vaginalis etc. 
 Pelvic inflammatory disease oc-

ptom does not dominate the clinical 
chart

 Endometritis.

recently that non-puerperal endome-

-
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tritis may sometimes be accompanied by AVB (menorrha-
.

Arteriovenous uterine malformations are a rare cau-
-

traumatisms (surgeries) or cancer. These abnormalities are 

.
Cervical lesions. -

use of AVB.
 Cervical polypi

. Their classic symptom is inter-menstrual ble-

 Cervical dysplasia -
ally post-coitus .

 Cervical cancer

post-coitus).
Coagulopathies.

-
. 

Coagulopathies causes menorrhagia in rare cases. The 
-
-

ge girls

[41]. Other rarer cases of coagulopathies 

-

suffering from AVB[42].
Iatrogenic cases 

-

Intra-uterine devices

-

body -

metrorrhagia[45].
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AVB causes
Table 1

Dysfunctional uterine bleeding (DUB) Coagulopathies 

Anovulatory DUB Trombocitopenia

Ovulatory DUB von Willebrand disease

Pregnancy-related bleeding Other platelet pathologies 

Abortion (miscarriage, incomplete) Deficits of the coagulation factors

Ectopic pregnancy Anti-coagulant therapy 

Molar pregnancy Severe hepatic failure 

Bleeding from the 3rd term / postpartum Benign anatomic lesions 

Miscellaneous Endoemtrial hyperplasia 

Lacerations or pelvic trauma Uterine fibroid 

Intra-uterine devices (IUD) Adenomiosis

Intra-vaginal foreign body Endo-cervical or endometrial polypi 

Hormonal drugs Vaginal or cervical endometriosis 

Hypothyroidism Vaginal adenosis 

Uterine sarcoidosis Müllerien abnormalities associated to partial obstruction 

Neoplasias  Arteriovenous uterine malformations 

Endometrial adenocarcinoma Uterine scars 

Uterine sarcoma Inflammatory processes 

Cervex or vaginal cancer Pelvic inflammatory disease 

Gestational trophoblastic disease Atrophic or infectious vagina 

Phipps WR. Abnormal vaginal bleeding. In: Leppert PC, Peipert JF, eds. Primary Care for Women, 2nd Ed. Philadelphia: Lippincott Williams & Wilkins, 
2004:136
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Herbal substances

gingko and soya supplements may be 
the cause of AVB by altering the estrogen 

[46].
Substitution hormonal therapy. 

AVB may be a side effect of the substi-

a cause for stopping the treatment . 

is administrated daily as compared to 
.

Tamoxifen therapy.

-

endometrium is to stimulate the proli-

. 
-
-

Anticoagulants. -
nificance of anticoagulants in menorrh-

-
creases menstrual bleeding[51]

the thrombolytic therapy (administra-

patients at menstruation does not seem 
to be associated to an increase of men-

already suffer from menorrhagia .
Systemic diseases are a rare cause 

of AVB. Hepatic cirrhosis may be a ca-
use of menorrhagia because of the es-

of hypothyroidism cases and 21.5% of 
hyperthyroidism cases .

Dysfunctional uterine bleeding. 

in absence of an organic pathology is 
-

[56]

.
 Anuvolatory DUB - Most cases of 

because of the hypothalamus-hypophy-
.

estrogens in the non-balanced proges-

is induced the proliferation of the en-

-
trogenic stimulation causes proliferati-
on until the occurrence of endometrial 
hyperplasia -

-
ons. It can be caused by: 

 Estrogenic withdrawal. This me-
-

 The so-called estrogen breakthro-

ugh. The endometrial test is delicate and 
causes spontaneous bleeding because of 

is neither regulated nor self-limited in 

-

-
ter a history of irregular menstruations 

started in the teenage period generally 

[59] -
tion usually is caused by other patholo-

-
-

hyroidism etc . 
 Ovulatory DUB -

-
lism of arachidonic acid in the endome-

-

-
α) 

-
lating effects of prostaglandin E2 (PGE2) 
and prostacyclin (PGI2) in the myometri-
al and endometrial circulation could be 

[61]. 

-

-

[62]

increased concentrations of receptors 
for PGE2 and PGI2 are noticed in the 

menstrual bleeding .

more the menstrual bleeding and the 

feedback) and by local promotion of 
VGEF[64].

-

menstrual bleeding. The menorrhagic 

endometrium[65].

by the pre-menstrual increase of tissue 

delayed increase of plasminogen inhibi-

[66].
There are studies suggesting that an 

-
-

their physiologic inhibitors (tissue in-

menstrual bleeding .

-

factor-β
as endometrial bleeding-associated fac-

-

an important signal in the endometrial 
desquamation and menstrual bleeding 

[69].

Conclusion
Abnormal uterine bleeding is a com-

mon cause of presentation to the doc-
-

causes are suspected.   
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