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revealed the presence of hyper stimulated ovaries leading to
diagnosisof spontaneous Ovarian Hyperstimulation Syndrome (OHSS).
Blood sample revealed high levels of hCG (300000 U/L), which
associated with the ultrasound finding of placenta with vesicular areas,
led to the suspicion of CHM,Dilatation and evacuation (D&E) were
performed at 11 weeks of gestation. The signs and symptoms of OHSS
were the severest on day 4 after D&E, when hCGhad already decreased
We must be aware that OHSS can occur duringmolar pregnancy, and

can be exacerbated after D&E.
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Introduction:-

Ovary hyperstimulation syndrome(OHSS) is enlargement of the ovaries associated with fluid shifts secondary to
ovulation induction therapy with clomiphene citrate or hCG.[1]. in its mild form, it is a common complication, seen
in 5% to 10% of patients undergoing ovulation induction; the moderate form is reported in 2% to 4% of patients
undergoing ovulation induction, and the severe form in 0.1% to 0.5%.2

In this syndrome, endothelial permeability increases, sometimes causing lung edema or severe hemoconcentration,
with the latter sometimes resulting in a thromboembolic tendency, causing brain infarction [2]. Thus, OHSS can

Sometimes become life-threatening.

Although rare, OHSS can also occur even during naturally conceived pregnancy, especially when the level of hCG
is high [3, 4]. OHSS has been reported to be associated with multifetal pregnancy and pregnancy complicated with
hypothyroidism, with the former exhibiting high levels of hCG, and the latter having high levels of thyroid
stimulating hormone acting similarly to hCG [4]. Molar pregnancy is another example [5]. We present a patient with
molar pregnancy in whom OHSS occurred, and it worsened after pregnancy termination. We conducted a literature
review to characterize this condition.

Case report:

A 27-year-old 2 parous naturally conceived woman was admitted with a diagnosis of a hydatidiform mole and
ovarian masses at the 10th week of gestation. On admission, her blood pressure was 105/64 mmHg and pulse was 70
bpm, with white blood cells of 9,600/uL, hematocrit of 38.4 %, albumin of 3.3 g/dL and hCG of 300,000 IU/L.

Corresponding Author:-E.LEMRABOTT 836
ADDRESS:- Service de gynécologie obstétrique « I »CHU Hassan II, Fes. marco universite sidi
mohamed ben abdellah fes.



http://www.journalijar.com/

ISSN: 2320-5407 Int. J. Adv. Res. 8(11), 836-839

Ultrasoundrevealed a “snowstorm” appearance strongly suggestive ofcystic swelling of the chorionic villi and
proliferation of the trophoblastic epithelium (Fig. 1). Ultrasound also revealed bilateral ovarian cystic masses
characteristicof OHSS (Fig. 2). After diagnosing this condition as hydatidiform mole (partial mole or complete
mole) with OHSS, we performed dilatation and evacuation (D&E) at the 10th week of gestation, which yielded
hydropic villi. Histological examination confirmed a diagnosis of complete mole.After D&E, when hCG had already
decreased (9,830 IU/L, day 8 after D&E), the signs and symptoms of OHSS worsened.The ovaries were enlarged,
(2) pleural effusion and ascites aggravated, and (3) she gained weight. All these were the severest on day 4 after the
initial D&E. At 17 days after the first D&E, all three manifestations disappeared and she was discharged. At 1
month after D&E, the ovaries became normal in size without OHSS signs and/or symptoms. The serum hCG level
decreased,Dropping below the detection level (under cut-off) 20 weeks after the initial Dilatation and evacuation.

. f
T P
Fig.1:- Ovary with hyper stimulation Fig.2:-completehydatidiform mole appearance
Discussion:-

OHSS can occur during molar pregnancy without ovulation induction. Since this syndrome is usually accompanied
by a high level of hCG, it usually occurs at ovulation induction with hCG, and it is generally considered to be an
adverse event of infertility treatment. Besides hCG, vascular endothelial growth factor (VEGF) has also been
considered an important factor associated with this syndrome [6, 7]. In short, hCG, in some cases, hyperstimulates
ovarian follicles. They secrete some angiogenetic factors, whichincrease the endothelial permeability [4]; of those
factors, VEGF has attracted wide attention [ 6—7].

OHSS accompanying molar pregnancy are similar to those of OHSS accompanying infertility treatment. The initial
manifestation of OHSS occurred at a median of the 12th week of gestation (range 7-16),

which may be later compared with OHSS caused by ovulation induction. Excluding this, manifestations and/or
features characteristic of OHSS accompanying molar pregnancy may not be present. Any type of molar pregnancy,
i.e., complete, partial, or invasive, can accompany OHSS.

In our patient, OHSS was secondary to molar pregnancy and markedly elevated hCG levels. Hydatidiform mole or
molar pregnancy is a cystic swelling of the chorionic villi and proliferation of the trophoblastic epithelium. Elevated
circulating hCG is thought to lead to ovarian enlargement and multiple cysts; this stimulates the ovaries to secrete
vasoactive substances, increasing vascular permeability, leading to fluid shifts and the accumulation of extravascular
Fluid, resulting in renal failure, hypovolemic shock, ascites, and pleural and pericardial effusions. [8]

This acute shift produces hypovolemia, which may result in multiple organ failure, hemoconcentration (hematocrit >
45%), thrombosis, and disseminated intravascular coagulation from the increased viscosity of the blood, Factors
associated with a high risk of developing OHSS include young age, low body weight, polycystic ovary syndrome, a
high serum estradiol level, and a history of OHSS.[9]
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Grading Of Ohss Is Based On:
Symptoms, Test Results, Imaging:
The severity of OHSS is classified as mild, moderate, or severe, with further grading as follows[8-10]:

Mild OHSS:
Grade 1:Abdominal distention and discomfort.
Grade 2: features of grade 1, plus nausea and vomiting, with or without diarrhea, and ovarian size of 5 to 12 cm.

Moderate OHSS:
Grade 3:Mild OHSS with imaging evidence of ascites.

Severe OHSS:

Grade 4:Moderate OHSS plus clinical evidence of ascites, with or without hydrothorax.

Grade 5: all of the above plus hypovolemia,hemoconcentration (hematocrit> 45%), Coagulation abnormalities, and
oliguria.

Grade 6: all the features of grades 1 to 4 plus hypovolemia, hemoconcentration (hematocrit> 55%), anuria, renal
failure, venousthrombosis, and adult respiratory distress syndrome. This can be life-threatening and may require
hospitalization.

Treatment:

Treatment is generally conservative and includes management of ascites and pleural effusion and supportive care.
Mild OHSS can be treated on an outpatient basis with bed rest, oral analgesics, limited oral intake, and avoidance of
vaginal intercourse, and usually resolves in 10 to 14 days. Moderate and severe OHSS require bed rest and
aggressive fluid resuscitation. OHSS in patients with renal failure, relentless hemoconcentration, or thrombovascular
accident can be life-threatening and may require intensive- care monitoring. Paracentesis may be performed if
tension ascites and oliguria or anuria develop 2Prophylactic anticoagulation with warfarin, heparin, or low
molecular- weight heparin is indicated in women with a high tendency for thrombotic events who develop moderate
to severe OHSS.[11],Surgical intervention may be necessary in patients with ectopic pregnancy, ovarian torsion, or
ruptured ovarian cyst. Our patient was treated conservatively with supportive care and experienced a full recovery.

Conclusion:-

Hydatidiform mole diagnosis requires a high grade of suspicion. Quick intervention allows a better clinical
resolution and it might avoid the development ofGestational Trophoblastic Neoplasia GTN. Spontancous OHSS is a
possible complication of hydatidiform mole. With this in mind, it is fundamental to understand the pathophysiology
of spontaneous OHSS to manage this clinical entity. In our opinion that was due to a quick diagnosis and treatment.
To conclude, it is important to remember that in cases of spontaneous OHSS, Hydatidiform Mole should be
excluded. Communication between Endocrinology and Obstetrics services is fundamental to achieve control of
thyroid functionand resuscitation for better care.
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