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To the Editor: Postpartum cardiomyopathy (PPCM) is a disease kfimman origin and exposes women to a
high risk of mortality after delivery despite optaiirmedical therapy (1).

Prolactin is up-regulated postpartally where ituogls lactation and promotes reshaping of the ut&naactin
exists in at least 2 biologically active forms withposing effects. The physiological full-length3a prolactin
promotes angiogenesis and protects endotheliad edlereas the cleaved 16 kDa derivate induces leslikdit
cell apoptosis and disrupts capillary structures Recent data showed that oxidative stress pramtite
postpartum generation of 16 kDa prolactin, whickassally related to PPCM. In turn, prolactin blad& with
bromocriptine was successful in preventing onsed®?BECM in mice and in patients at high risk for theease
(3). Here, we evaluated the efficacy of bromocniptior recovery in 2 patients with acute PPCM.

Casel

A 32-year-old woman was admitted to a peripheralpital with heart failure (New York Heart Assocaati
[NYHA] functional class Ill) 3 weeks after givingirth to a healthy child. She had no pre-existingdzec
disease, exposure to cardiotoxic agents, or pesifamily history of pregnancy-related heart disease
Echocardiography revealed severe left ventricllsf) dysfunction. Postpartum cardiomyopathy was dizged,
whereupon heart failure therapy was initiated. Haavethe patient's condition did not improve, ahe svas
transferred to our clinic 1 week later. N-termimab-brain natriuretic peptide (NT-proBNP) was maliye
elevated (Table 1); creatine kinase (204 U/l), ctiwe protein (11 mg/l), and S-creatinine (3280l/l) were
mildly elevated while troponin T was within normednge. The patient was breast feeding and displayed
increased levels of total prolactin (128 ng/ml;erehce: <30 ng/ml). Sixteen kDa prolactin was fgadi
detectable by Western blot and was increased kg 30-fold compared with that seen in 3 healthysmg
women. Electrocardiography showed sinus tachycdsdtawas otherwise normal. Echocardiography showed
reduced LV function, LV dilation (Table 1), and mait valve regurgitation grade Il to 11l confirmed loardiac
magnetic resonance imaging.

Lactation was stopped by treatment with bromoanpt5 mg/day, 2 weeks), which was followed by adap
decrease of serum prolactin levels (to 2.3 ng/idra weeks) and resulted in a reduction of 16 kBdactin
below detectable levels. In parallel, LV functiondaheart failure symptoms improved, accompaniedaby
decrease of NT-proBNP (Table 1). Bromocriptine weasitinued for 6 weeks at 2.5 mg/day. Four months
postpartum, LV function and dimensions had furtingproved (Table 1), and after 6 months, LV functhoad
completely recovered (ejection fraction: 60%, L\atastolic diameter 51 mm, LV end-systolic diame3d
mm) and mitral valve regurgitation was only mild. 22 months' follow-up, the patient was in NYHA @tional
class | with normal LV systolic and diastolic fuiuet.

Case?2

The second patient (41 years old) collapsed algstiee cesarian section delivering twins. She w&en to the
intensive care unit with NYHA functional class Ithe diagnosis of PPCM was made, and heart faiheeapy
and bromaocriptine treatment were initiated. Thesraher condition improved rapidly (Table 1).

Discussion

Experimental data implicate a causal role of thekD& prolactin for the development of PPCM in miadjch
was prevented by suppression of prolactin secratith bromocriptine before the onset of the diseg®e
Similarly, in a small pilot study, bromocriptineguented the recurrence of PPCM in a subsequenhaney in
women who survived PPCM in the previous pregnagy (
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The present study reports 2 patients with acuteNPRCwvhom bromocriptine treatment in addition tarsard
heart failure therapy was associated with recowaarg prevention of chronic heart failure. This olkaton
supports the notion that prolactin, specifically 116 kDa derivate, seems to play a crucial roleamby for the
initiation but also for the progression of PPCM.

Experimental data suggest a major protective efifetiromocriptine in PPCM by eliminating 16 kDa [actin

3).

Previous reports attribute positive effects to booriptine treatment in heart failure patients inelegent from
PPCM (4). These 16 kDa prolactin-independent effextbromocriptine may include the elimination bkt
vasoconstrictive 23 kDa prolactin as well as diragonistic effects of bromocriptine on the dopami2
receptors, which may lower norepinephrine releamatagonize aldosterone, and down-regulate type 1
angiotensin receptors (5,6). Therefore, benefiefdcts of bromocriptine on the sympathetic nerveystem
and on hemodynamics may combine to assist recafd?i?CM patients.

However, both patients described here obtained-tiletkers and angiotensin-converting enzyme inbibit
before and during bromocriptine therapy, which mayit the mentioned effects of bromocriptine on
sympathetic tone and hemodynamics. Nevertheless, possible that a multifactorial role of bromgdtime
might ultimately account for its beneficial effects

Table 1. Time Course of NYHA Functional Class, NT-proBNPelevand Echocardiographic Data of Cases 1
and 2

Casel Case?2
Baseline 2Weeks 4 Months Baseline 2Weeks 4 Months

NYHA functional class 1] Il Il \% i I

NT-proBNP (ng/l) 10,611 3,142 n.d. 14,933 462 97
LVEDD (mm) 60 59 51 55 53 43
LVESD (mm) 53 49 34 39 39 32
Fractional shortening (%) 12 17 33 19 26 25
Ejection fraction (%) 17 29 57 30 50 49
Heart rate (beats/min) 123 79 71 119 94 48

LVEDD = left ventricular end-diastolic diameter; B&D = left ventricular end-systolic diameter; n=dhot determined; NT-proBNP = N-
terminal pro-brain natriuretic peptide; NYHA = Netork Heart Association.

As a limitation to the present observation, it dddoe noted that some PPCM patients recover speatesty
(). Therefore, a controlled randomized study isde& in order to determine the true value of braiptioe as a
specific novel therapy for PPCM.
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