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FEMALE GENITALIA III

FALLOPIAN TUBE AND GESTATIONAL TROPHOBLASTIC DISEASE
Student-learning Objectives: 

At the end of this lecture the student should be able to: 

· List the causes of acute and chronic salpingitis and describe the gross and microscopic  

        features of  both entities.

· Define endometriosis and discuss its aetiology and complications with respect to the    

        fallopian tubes.

· Discuss tubal ectopic pregnancies in terms of aetiology, clinico-pathological features and outcome.

· Classify gestational trophoblastic disease 

· Discuss the clinico-pathological features and sequelae of hydatidiform mole, invasive  

        mole and choriocarcinoma





FALLOPIAN TUBE

Diseases of the fallopian tube may be thought of under the following headings: 

1) Infection

2) Tubal ectopic pregnancy

3) Non-neoplastic cysts and nodules

4) Neoplasms

Infection

This is the most common and important disorder of the fallopian tube and is usually caused by ascending infection from the lower genital tract. Common aetiological organisms include            N. Gonorrhoea, E. Coli, Chlamydia and Mycoplasma. 

Acute salpingitis is often related to sexually transmitted diseases but may occur after post-abortal or post-partum sepsis, or post-instrumentation (diagnostic or therapeutic) of the lower genital tract or endometrial cavity. The pathological picture is usually typical of acute inflammation and often there is significant pus formation with infiltration of the wall by polymorphs and serosal exudation. Note that acute episodes, especially when due to chlamydial infec​tion, can be asymptomatic.

Chronic salpingitis usually results from repeated episodes of acute infection with inadequate treatment. The epithelial lining is ulcerated and fibrinous adhesions form between the plicae as well as between the serosa and its surroundings (especially the ovary). Organization leads to plical fusion and fibrosis forming blind-ending crypts (diverticula), distorting the lumen of the tube, and causing luminal stenosis and even obliteration. Fibrous adhesions may form between the serosa and pelvic peritoneum and/or viscera. 

Complications and sequelae of chronic salpingitis include pyosalpinx, hydrosalpinx, infertility, ectopic pregnancy, tubo-ovarian abscess, dysmenor​rhoea, pelvic pain and peritonitis.            
Pyosalpinx means distension of the fallopian tube with pus. It occurs when salpingitis causes obstruction of the ends of the tube by fimbrial fusion and/or adhesions to pelvic peritoneum. The tube becomes distended with pus. pyosalpinx 
Hydrosalpinx usually follows a pyosalpinx, i.e. the pus is resorbed and a serous, watery fluid fills the lumen of the tube. The marked distension gives the tube a retort-shape. bilateral hydrosalpinges  
The tube may be affected by granuloma​tous inflammatory diseases, the most common being tuberculosis. This usually shows the typical fibrocase​ous picture and may form a tumour-like mass which may mimic carcinoma. Schistoso​miasis, coccidioidomycosis, actinomycosis and sarcoidosis may affect the tube but these are uncommon.

Non-neoplastic cysts and nodules

1) Hydatid of Morgagni—a small paratubal cyst at the fimbrial end of the tube derived from remnants of the Wolffian duct system.

2) Endometriosis—ectopic foci of endometrial tissue, i.e. glands and  stroma, which tend to occur most frequently in the fallopian tubes, ovaries, pelvic peritoneum and umbilicus (uncommonly far flung sites like lymph nodes and lung can be involved). endometriosis of fallopian tube, histology 

These foci bleed, like normal endometrium would do, and this may result in haemorrhagic and fibrotic masses, which  may organize leading to adhesions between pelvic structures and to distortion of the fallopian tubes.  Complications of tubal endometriosis include pain, infertility and ectopic pregnancy.

The aetiological theories of endometriosis include:

a) Regurgitation or backward menstrual flow via the fallopian tubes with subsequent implantation

b) Metaplasia of the peritoneum (coelomic epithelium) with endometrial differentiation.

c) Vascular dissemination (blood or lymphatic) with extrapelvic implantation.

Tubal Ectopic Pregnancy

Ectopic pregnancies refer to pregnancies which implant in areas other than the usual location in the endometrial cavity. The commonest site is the fallopian tube accounting for 95-98% of cases, but other sites include the ovary, the cervix and the abdomi​nal cavity. Tubal ectopic pregnancies are very common in Jamaica – 1 in 28 live births (reported by C.P.Douglas, 1963). The figure is about 1 in 200 - 300 in the USA and the UK. 

Symptoms include amenorrhoea, abdominal pain and vaginal bleeding. It is important to note that some patients (up to 50% in some series) may have a negative pregnancy test (urinary HCG test). The condition is an important cause of morbidity and/or mortality in young women, and in the USA ectopic pregnancies are the leading cause of first trimester maternal deaths and cause 10% of maternal deaths overall.

Aetiological factors proposed include:

· Chronic salpingitis (pelvic inflammatory disease) – leads to mechanical and functional impairment. This is the most common cause found in most studies.

· Uncommonly, lesions arising outside of the tube or within its wall can  block the lumen and lead to ectopic gestation. These include tubal neoplasms, endometriotic deposits, leiomyomata uteri etc. 

· Very uncommonly congenital tubal abnormalities have been demonstrated

· Idiopathic – in many cases (up to 50% in some series) no gross or microscopic abnormality can be found to account for the tubal dysfunction. There is a possibility that this may be related to hormonal action or imbalance at the level of cellular mediators e.g. prostaglandins, leukotrienes etc.

The outcome of tubal pregnancy includes :

1) Tubal abortion – the conceptus is expelled into the abdominal cavity via the fimbrial end of    

    the tube and dies.

2) Tubal rupture – this is usually accompanied by marked haemorrhage which can be 
    exsanguinating.

3) Spontaneous regression with resorption of foetal material.

4) Mummification (lithopaedion formation) – the foetus dies and becomes desiccated and   

    calcified.

5) Tubal hydatidiform mole (extremely RARE!)

tubal ectopic pregnancy;  ruptured tubal pregnancy
Neoplasms

Primary tubal neoplasms are rare and relatively unimpor​tant. Metastatic tumours do affect the tubes and usually spread from ovarian or endometrial carcinomas.

GESTATIONAL TROPHOBLASTIC DISEASE

This group includes:

(1) Hydatidiform mole

(2) Invasive mole

(3) Choriocarcinoma

There is a range of aggressive behaviour varying from the benign hydatidiform mole to the highly malignant choriocarcinoma. They all produce HUMAN CHORIONIC GONADOTROPIN (HCG) which can be measured in the blood and/or urine of affected patients. HCG levels are useful tools in diagnosing, treating and monitoring recurrences in these diseases.

Hydatidiform Mole

There are two types of hydatidiform mole (HM) – complete and partial. 

The complete HM is an abnormality of conception in which the embryo, amniotic sac and umbilical cord are absent and the placental villi become distended with fluid and resemble a bunch of grapes. These fluid-filled vesicles fill the uterine cavity and may considerably distend it. Microscopically the villi are markedly oedematous and often show central cistern formation. Trophoblastic hyperplasia is present to a variable degree. 

hydatidiform mole, gross ;  histology
The chromosomes of complete HMs are of paternal origin only!  They are diploid, and the majority of them (about 85%) show an XX (46, XX) karyotype, and are thought to represent replication of a cell derived from a single diploid sperm which penetrated a dead or dying ovum. About 15% have an XY (46,XY) constitution, and it is thought that these form when two sperms enter an abnormal ovum, fuse and replicate. 

For unknown reasons, the incidence of HM is much higher in Asia than in Western countries. They are more common before 20 years of age and after 40.  

Clinical Features and Sequelae:

  i)  Rapid uterine enlargement out of keeping with period of amenorrhoea

 ii)  Abortion, preceded by haemorrhage

 iii) About 10% become invasive moles

 iv) About 2-3% subsequently develop into choriocarcinoma. In fact, 50% of choriocarcinomas     

      occur in women with a previous mole.

The partial HM may contain foetal parts , only some of the villi are hydropic, and subsequent development of choriocarcinoma is rare when compared to complete moles. It is almost always triploid, e.g. 69, XXY, and occurs when a normal egg is fertilized by two spermatozoa or a diploid sperm.

Invasive Mole

In most moles the villi do not invade the myometrium. A few (about 5-10%) will invade the myometrium and may even penetrate the uterine wall. Some may even breach myometrial blood vessels and embolise to distant sites, but despite this aggressive behaviour THEY ARE NOT MALIGNANT AND DO NOT SHOW TRUE METASTATIC BEHAVIOUR. The emboli are not true metastases and may regress spontaneously. 

Choriocarcinoma

This is a malignant tumour of  trophoblast, both cyto- and syncytiotrophoblast. Like moles they are much more common in Asia than in Western countries. The tumour is a sequel of pregnancy, which in most cases, is abnormal:

· 50% follow a hydatidiform mole
· 25% follow an abortion
· 25% follow a normal pregnancy. 
The intervening period may be months or years. 

The tumour rapaciously infiltrates the myometrium and invades blood vessels with early and extensive vascular spread, principally to the lungs, liver, brain and vagina. It is important to note that unlike hydatidiform moles and invasive moles, NO CHORIONIC VILLI are seen in choriocarcinoma—the tumour is composed purely of anaplastic trophoblast!! 

choriocarcinoma, gross ; choriocarcinoma, histology
Up to a few decades ago the prognosis was uniformly poor, but nowadays, nearly 100% of patients may be cured by chemotherapy.
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