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Undiagnosed peripartum 
cardiomyopathy: 
Anesthesiologist’s nightmare!

Madam,
Peripartum cardiomyopathy (PPCM) is a rare heart 
condition with high mortality rate and poses a challenge 
to the anesthesiologist.[1,2] Symptoms like breathlessness, 
chest discomfort, and pedal edema can present in the late 
antenatal period in any parturient making the diagnosis of 
PPCM difficult. A 37 years’ normal patient G2P2L1, with 
history of previous cesarean (CS), was planned for CS for 
breech presentation. Her previous pregnancy and antenatal 
period of this pregnancy were uneventful. Subarachnoid block 
(SAB) was administered at L3‑4 level (0.5% hyperbaric, 
bupivacaine 10 mg, and fentanyl 25 mcg). Five minutes 
following SAB, the patient became drowsy, developed 
bradycardia (HR‑32/min), and unrecordable noninvasive 
blood pressures. Atropine 0.6 mg was administered twice 
followed by 1 mg adrenaline for persistent bradycardia. 
Though the hemodynamics stabilized (HR‑110/min, 
BP‑140/80 mmHg), the patient remained drowsy; hence, 
general anesthesia (GA) was administered and a healthy 

female child was delivered within 10 minutes of intubation. 
Further intraoperative course was uneventful and the patient 
was extubated at the end of surgery.

Although she appeared well immediately after surgery, 
10 hours later she developed breathlessness with 
desaturation (SpO2‑ 90%) and bilateral lung crepitations. 
Postoperatively she had received 1.5 L of crystalloids 
with 10 units’ oxytocin in each 500 ml. A presumptive 
diagnosis of pulmonary edema was done and morphine 
6 mg and furosemide 40 mg were administered. Noninvasive 
ventilation with continuous positive airway pressure 10 cm 
H2O was instituted with improvement in saturations to 
98%. Electrocardiography (ECG) showed sinus tachycardia 
and echocardiograph revealed severe left ventricular (LV) 
dysfunction (ejection fraction: 35%), global hypokinesia, mild 
mitral regurgitation, and LV hypertrophy. Potential causes 
for pulmonary edema were stress (typical or variant type) 
cardiomyopathy and PPCM. As the cardiac enzymes were 
normal and ECG did not show new ST/T changes, diagnosis 
was narrowed to PPCM and treatment with tablet ramipril 
2.5 mg BD and furosemide 20 mg BD was started. She 
responded well to treatment and was discharged on fifth 
postoperative day.
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A diagnosis of PPCM can be done in the context of 
development of cardiac failure in the last month of pregnancy 
or within 5 months postpartum, absence of identifiable 
cause of cardiac failure, absence of heart disease, and 
presence of LV systolic dysfunction on ECH.[1] Etiology of 
PPCM includes myocarditis, abnormal immune response 
to pregnancy, maladaptive response to the hemodynamic 
stresses of pregnancy, stress‑activated cytokines, and prolonged 
tocolysis.[2] Clinical spectrum of stress (typical/atypical) and 
PPCM are overlapping; however, to differentiate between 
them biomarkers like modified prolactin and CRP can be 
used. It was differentiated from stress‑induced Takotsubo 
cardiomyopathy by absence of LV apical ballooning and 
ST/T changes and normal cardiac enzymes.[3] Atypical stress 
cardiomyopathy can be ruled out by doing CRP, which was 
raised in our patient.

There is a delay in the diagnosis of PPCM due to the 
overlap of symptoms and signs of normal late pregnancy 
to heart failure. Quantification of the severity of 
symptoms (orthopnea, dyspnea, unexplained cough, lower 
extremity swelling, excessive weight gain during last month 
of pregnancy, palpitations) has been validated on a metric 
score by Fett JD with each symptom given a score from 0 to 
2. A score greater than 4 points mandates need of additional 
investigations like ECG, B‑type natriuretic peptide, thus 
aiding in early diagnosis.[4] Retrospectively, the index patient 
had a score of 5. We could have done early detection of 
impending heart failure using this score presurgery. In our 
case, SAB may have led to hemodynamic compromise.[5] 
There is no consensus about the choice of anesthesia for CS 
in PPCM patient. Both GA and regional anesthesia (RA) 
have been used.[6] GA allows control of ventilation and 
easier management of pulmonary edema. Combined spinal 
epidural can be used, in which low‑dose spinal provides 
dense blockade and epidural can be utilized to extend 
the block if required. SAB should be avoided as it causes 
intense sympathetic blockade leading to cardiac compromise. 
Recently, single shot low‑dose spinal has been successfully 
used in PPCM patients.[7]

Early detection of PPCM by judging severity of symptoms 
using validated scale by Fett JD can aid in early diagnosis.[4] 
A high index of suspicion for PPCM is required in 
any pregnant patient having increased breathlessness 

toward end of pregnancy/postpartum or presenting with 
intraoperative severe cardiovascular collapse and clinical 
features of heart failure in the postoperative period. 
ECG is advisable in such patients, as PPCM has grave 
prognosis with high chances of recurrence in subsequent 
pregnancies.[8]
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Pregnancy with dengue 
hemorrhagic fever in 
respiratory distress for 
cesarean delivery: Anesthetic 
management

Madam,
Dengue fever in pregnancy can herald serious consequences 
if not managed timely and appropriately.[1‑3] The dreaded 
complication is the occurrence of Dengue Hemorrhagic 
Fever (DHF) characterized by thrombocytopenia (platelet 
count <100 × 109/L), hemorrhagic manifestations and 
increased vascular permeability and in its severe form 
progression to Dengue Shock syndrome (DSS) characterized 
by hemodynamic instability.[4] Although there are no clear 
guidelines regarding the preferred type of anesthesia (general or 
regional), each of the technique has its own merits and demerits 
and thus should be adjudged based on individual patient’s 
condition. We like to report the successful administration of 
spinal anesthesia (SA) for cesarean delivery (CD) without 
any adverse sequelae in a parturient with DHF.

A 27‑year‑old pregnant woman (2nd gravida, no living issue), 
at 37 weeks of gestational age, presented with chief complaints 
of high‑grade fever (103°F) since last 2 days. Fever was 
associated with chills, malaise and myalgia. Blood pressure 
was 144/94 mmHg. The laboratory investigations revealed a 
serum hemoglobin of 9.2 g/dL, a total leukocyte count (TLC) 
of 9400/mm3 and a platelet count (PC) of 60 × 109/L. In 
view of the ongoing dengue outbreak, a possibility of dengue 
fever was considered apart from preeclampsia being the 
primary probable diagnosis. Urine protein was measured as 
trace and serum uric acid was within normal range. Dengue 

NS1 Ag was positive. Serology (IgM antibody) also came 
positive. Investigations repeated 12 hours later showed PC 
of 48 × 109/L with prothrombin time of 11.4 s (reference 
range‑ 11‑16 s) and activated partial thromboplastin time 
of 34 s (reference range‑ 27‑35 s). The following day she 
developed gradual onset breathlessness with  respiratory rate of 
25‑30/min, room air saturation (SpO2) of 87‑89% (92‑93% 
with face mask oxygen) and  fine crepitations (basal) on 
both sides of the chest. In the meantime, NIV (Noninvasive 
ventilation) was used as adjunct for controlling tachypnea 
and maintaining oxygen saturation. A probable diagnosis 
of DHF was made and decision was taken to urgently 
perform CD. Patient was transfused 4 units of Random 
Donor Platelets (RDPs) and a repeat PC was found to be 
80 × 109/L, sufficient enough to allow us to perform SA for 
the proposed surgery.

In the operating room, the routine monitors were applied. 
Oxygen supplementation was done through face mask with a 
target of SpO2 above 92%. On examination, heart rate was 
104/min and blood pressure 134/76 mm Hg. The patient was 
administered single‑shot SA using a 26 G Quincke needle in 
left lateral position. The drugs used were 0.5% bupivacaine 
heavy (1.2 ml, 6 mg) with 0.5 ml (25 mcg) fentanyl. She 
remained hemodynamically stable throughout the surgery. 
Administration of intra‑operative crystalloids was restricted to 
700 ml. Two units of RDPs (200 ml) were further transfused to 
prevent peripartum hemorrhage. Surgery was uneventful and 
a healthy baby was delivered.  Blood loss during the surgery 
was 700‑800 ml. During immediate post‑op period in the 
ICU, the patient tachypnea worsened (30‑32/min)  associated 
with room air saturation of 85‑86% (91‑92% with face 
mask oxygen) and bilateral coarse crepitations. Patient was 
administered intravenous Furosemide 20 mg, as fluid overload 
was suspected with a background of leaky alveolar capillaries 
due to dengue fever. Echocardiography was done and cardiac 
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