
KINAN ALHALABI
Research Intern, Department of Radiology, 
Mayo Clinic, Phoenix, AZ

Ovarian hyperstimulation syndrome
as a complication of molar pregnancy

An 18-year-old woman, pregnant for the
 third time, presented to the emergency 

department with constant vaginal bleed-
ing and intermittent cramping for the past 3 
weeks. Her last menstrual period was 14 weeks 
and 2 days ago. In her previous two pregnan-
cies, she had given birth to one living child 
and had had one miscarriage.
 Physical examination suggested that her 
uterus was bigger than expected for the ges-
tational age, measuring 23 cm from the sym-
physis pubis to the uterine fundus. Ultraso-
nography in the obstetrics service revealed a 
“snowstorm” appearance strongly suggestive of 

molar pregnancy. Her level of beta human cho-
rionic gonadotropin (beta-hCG) was greater 
than 1,125,000 mIU/mL (reference range for 
14 weeks of pregnancy 18,300–137,000). Dila-
tion and curettage was performed, and  patho-
logic study confi rmed molar pregnancy.
 On the 6th day after the procedure, she 
returned to the emergency department with 
progressive abdominal pain, distention, and 
nausea. Her blood urea nitrogen level was 8 
mg/dL (reference range 5–20 mg/dL) and her 
serum creatinine level was 0.5 mg/dL (0.5–
0.9). Computed tomography of the abdomen 
and pelvis demonstrated an enlarged and 
bulky uterus with heterogeneous enhance-
ment. The ovaries were greatly enlarged with 
multiple cysts, and massive ascites was noted 
in the abdomen (Figures 1 and 2). These 
fi ndings confi rmed the diagnosis of ovarian 
hyperstimulation syndrome (OHSS).

 ■ OVARIAN HYPERSTIMULATION SYNDROME

OHSS is enlargement of the ovaries associ-
ated with fl uid shifts secondary to ovulation 
induction therapy with clomiphene citrate or 
hCG.1 In its mild form, it is a common com-
plication, seen in 5% to 10% of patients un-
dergoing ovulation induction; the moderate 
form is reported in 2% to 4% of patients un-
dergoing ovulation induction, and the severe 
form in 0.1% to 0.5%.2 It may also occur spon-
taneously after pregnancy or with any condi-
tion that leads to a rise in hCG levels.
 Factors associated with a high risk of de-
veloping OHSS include young age, low body 
weight, polycystic ovary syndrome, a high se-
rum estradiol level, and a history of OHSS.3,4

 In our patient, OHSS was secondary to mo-
lar pregnancy and markedly elevated hCG lev-
els. Hydatidiform mole or molar pregnancy is a 
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FIGURE 1. Axial computed tomography of the pelvis 
with contrast enhancement demonstrated enlarged 
ovaries (arrows) with innumerable cysts. Ascites was 
seen in the anterior pelvis (arrowhead). 
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FIGURE 2. Coronal view of computed tomography of 
the abdomen and pelvis with contrast enhancement 
showed signifi cant ascites (arrowhead) and enlarge-
ment of both ovaries with multiple cysts (arrows).
The uterus (dashed arrow) also appears heteroge-
neous and edematous with fl uid in the endometrium.

cystic swelling of the chorionic villi and prolifer-
ation 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, in-
creasing vascular permeability, leading to fl uid 
shifts and the accumulation of extravascular fl u-
id, resulting in renal failure, hypovolemic shock, 
ascites, and pleural and pericardial effusions.5 
This acute shift produces hypovolemia, which 
may result in multiple organ failure, hemocon-
centration (hematocrit > 45%), thrombosis, and 
disseminated intravascular coagulation from the 
increased viscosity of the blood.

 ■ GRADING OF OHSS IS BASED ON
SYMPTOMS, TEST RESULTS, IMAGING

The severity of OHSS is classifi ed as mild, mod-
erate, or severe, with further grading as follows5,6:

Mild OHSS
• Grade 1: abdominal distention and dis-

comfort.
• 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 evi-

dence of ascites.

Severe OHSS
• Grade 4: moderate OHSS plus clinical evi-

dence 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, 
venous thrombosis, and adult respiratory 
distress syndrome. This can be life-threat-
ening and may require hospitalization. 

 ■ TREATMENT

Treatment is generally conservative and in-
cludes management of ascites and pleural ef-
fusion and supportive care.
 Mild OHSS can be treated on an outpa-
tient basis with bed rest, oral analgesics, lim-
ited oral intake, and avoidance of vaginal 
intercourse, and usually resolves in 10 to 14 

days. Moderate and severe OHSS require bed 
rest and aggressive fl uid resuscitation. OHSS 
in patients with renal failure, relentless hemo-
concentration, or thrombovascular accident  
can be life-threatening and may require inten-
sive-care monitoring.
 Paracentesis may be performed if tension asci-
tes and oliguria or anuria develop.2 Prophylactic 
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.3,4

 Surgical intervention may be necessary in 
patients with ectopic pregnancy, ovarian tor-
sion, or ruptured ovarian cyst.
 Our patient was treated conservatively 
with supportive care and experienced a full 
recovery. ■
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