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Amplatzer ductal occluder should be preferred as a better and up-to-
date choice of treatment in such cases.

Ayhan Pektas, Serdar Kula
Department of Pediatric Cardiology, Faculty of Medicine, Gazi
University, Ankara, Turkey
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Author reply
Dear Editor,

We thank authors for their comments and concerns of our case report
entitted “Pulmonary artery coil migration after management of patent
ductus arteriosus in a 65-year-old female patient”. It was published in
June 2009 issue of Anatolian Journal of Cardiology.

There are several factors that determine a successful coil closure for
PDA. The PDA size, PDA shape, and the degree of left-to right shunt and
younger age may influence the results of coil occlusion of PDA (1). The
complication occurred in this particular patient for two reasons. Firstly, the
coil used for PDA closure was too small for the patient. Secondly, the
aortic ampulla was large which made the coil unstable. 8 mm was the
largest Cook coil. A second attempt of the coil of 8 mm in diameter was
tried again. But unfortunately the coil seemed to move towards the pulmo-
nary artery. The procedure of closure was stopped because of coil posi-
tion was unstable. In conclusion, any interventionist who undertakes coil
occlusion of the PDA should be familiar with the problem of migration,
thoroughly equipped for foreign body removal, and skilled in the use of all
types of equipment necessary to withdraw a foreign body from a pulmo-
nary artery branch. As claimed by the authors, Amplatzer duct occluder
may be considered for moderate to large PDAs (2).

Sincerely,

Tunay Sentiirk, Zeynel Abidin Yetgin, Tolga Dogan, Ali Aydinlar
Department of Cardiology, Faculty of Medicine, University of
Uludag, Bursa,Turkey
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Do bone morphogenic protein-4 antagonists
have any role in the treatment of human
hypertension?

Kemik morfojenik protein-4  antagonistleri  insanlarda
hipertansiyonun tedavisinde kullaniabilir mi?

To the Editor,

Bone morphogenic protein-4 (BMP-4) is originally identified as a
regulator of cartilage and bone formation (1). However, BMP-4 tran-
scripts are detected in the mesoderm around the developing gut and
the myocardium (2). BMP-4 is found in calcified atherosclerotic
plagues and it plays a role in calcification involving medial smooth
muscle cells (3). BMP-4 might have a novel role in vascular inflamma-
tion in an endothelium-dependent manner.

Chronic BMP-4 infusion was showed to impair endothelium
dependent vasodilatation in mice. It stimulated vascular NADPH oxi-
dase activity and superoxide production which decreased endothelial
nitric oxide (NO) bioavailability and led to hypertension in mice (4).
‘Noggin’ is the recombinant human BMP-4 antagonist that prevented
the BMP-4 induced hypertension with mice. BMP4's role on the
activation of NADPH oxidases and impairment of vasorelaxation
has also been demonstrated along with the prevention of hypertension
by apocynin treatment (Apocynin is the inhibition of the NADPH oxi-
dases) (4).

The actual increase in arterial blood pressure is caused by an
increase in systemic vascular resistance (SVR). Systemic vascular
resistance refers to the resistance blood flow offered by all of the
systemic vasculature in vascular beds. Mechanisms that cause vaso-
constriction increase SVR and those mechanisms that cause vasodila-
tation decrease SVR.

Endothelial dysfunction with decreased NO production is known to
be related to hypertension. The vascular NADPH oxidase contributes
to endothelial dysfunction and high blood pressure in the spontane-
ously hypertensive rat by enhancing superoxide production (5).

Briefly, chronic BMP-4 infusion activates arterial NADPH oxidases
and that this in turn leads to endothelial dysfunction and hypertension.
As BMP-4is a novel mediator of endothelial dysfunction and hyperten-
sion, Noggin, could prevent its effect in mice. To the best of our knowl-
edge, there is no study whether BMP-4 antagonists could be an effec-
tive treatment in cases of human hypertension. Knowing the fact of
required sophisticated studies to evaluate the role on blood pressure,
on the current background, we would like to speculate that BMP-4
antagonists might propose a critical role as an effective antihyperten-
sive medication by potential mechanisms of the suppression of the
raised the systemic vascular resistance in human hypertension.

Ekrem Yeter, Mustafa Kurt! Biilent Ozcakar2, Ali E. Denktas?
Division of Cardiovascular Medicine, Memorial Hermann Heart and
Vascular Institute, Houston, Texas,

TDivision of Cardiovascular Medicine, Methodist Hospital,

Houston, Texas,

2pepartment of Pulmonary Medicine, MD Anderson Cancer Center,
Houston, Texas,

3Division of Cardiovascular Medicine, University of Texas Health
Science Center and Memorial Hermann Heart and Vascular Institute,
Houston, Texas, USA



Anadolu Kardiyol Derg
2009; 9: 353-61

Editore Mektuplar
Letters to the Editor 357

References

1. Wozney JM. The morphogenetic protein family: Multifunctional cellular
regulators in the embryo and adult. Eur J Oral Sci 1998; 106: 160-6.

2. Winnier G, Blessing M, Labosky PA, Hogan BLM. Bone morphogenetic
protein 4 is required for mesoderm formation and patterning in the mouse.
Genes Dev 1995; 9: 2105-16.

3. Bostrom K, Watson KE, Horn S, Wortham C, Herman IM, Demer LL. Bone
morphogenetic protein expression in human atherosclerotic lesions. J Clin
Invest 1993; 91: 1800-9.

4. Miriyala S, Gongora Nieto MC, Mingone C, Smith D, Dikalov S, Harrison DG,
et al. Bone morphogenic protein-4 induces hypertension in mice: role of
noggin, vascular NADPH oxidases, and impaired vasorelaxation. Circulation
2006; 113: 2818-25.

5. Béaumer AT, Kriiger CA, Falkenberg J, Freyhaus HT, Résen R, Fink K, et al.
The NADPH oxidase inhibitor apocynin improves endothelial NO superox-
ide balance and lowers effectively blood pressure in spontaneously hyper-
tensive rats: comparison to calcium channel blockade. Clin Exp Hypertens
2007; 29: 287-99.

Address for Correspondence/Yazisma Adresi: Ekrem Yeter, M.D.

Division of Cardiology, Memorial Hermann Heart & Vascular Institute-TMC

6431 Fannin Street, MSB 1.246 Houston, TX 77030, USA

Department of Cardiovascular Medicine, Ankara Atatiirk Education and Research
Hospital Ankara, Turkey

Phone: +001 713 5006590 Fax: +001 713 5006556

E-mail: ekrem.yeter@uth.tmc.edu

Atriyal fibrilasyon ile komplike Tako-tsubo
sendromu

Tako-tsubo syndrome complicating with atrial fibrillation

Sayin Editdr,

Tako-tsubo sendromu tarif edildikten sonra bildirilen vaka sayilarin-
da belirgin artis olmustur. Cogunlukla psikojenik stres sonrasinda gogiis
agrisi, EKG degisikligi, koroner arter patolojisi olmamasi ve tipik apikal
balonlagma goriintiisii ile tani konur. Maksimum 6 hafta igerisinde nor-
male déner. Ritm bozuklugu nadiren eslik edebilir.

Atriyal fibrilasyon geligen Tako-tsubo sendromlu bir hastamizi sunu-
yoruz. Altmig dokuz yasinda kadin hasta, bir hafta kadar 6nce hasarsiz
bir trafik kazasi gecirmis. Bu olaydan cok etkilenmis. Olayin 3. giiniinde
gbgsiinde baski tarzinda agri, soguk terleme, nefes darligr sikayetleri
baslamis ve birkag giin sonra acil servise bagsvurmus. Istirahat elektro-
kardiyografisinde (EKG) V2-V3 de ST elevasyonu, V3-V4-V5-V6'da derin
T(-)'ligi mevcuttu (Sekil 1). Subakut anteroseptal miyokard infarktiisii ve
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Sekil 1. Hastamin basvuru 12 derivasyonlu EKG'si. V1-V5
derivasyonlarda ST segment elevasyonu ve T (-) liji mevcut
EKG -elektrokardiyogram

kompanze kalp yetersizligi bulgularyla koroner yogun bakima alindi.
Parenteral nitrat, diiiretik, anjiyotensin donistiirlicii enzim inhibitori,
asetil salisilik asit, klopidogrel ve diisiik molekiil agirlkli heparin tedavi-
siyle stabillesti. Troponin I hafif yiiksek (0.86 ng/ml) ve kreatin-kinaz-MB
normal sinirlarda idi, takiplerde yiikselme olmadi. Ertesi giin koroner
anjiyografi yapildi. Koroner anjiyografi normaldi (Sekil-2) ve ventrikiilog-
rafide tipik sistolde apikal balonlagsma goriildi (Sekil 3, 4). Tako-tsubo
sendromu tanisiyla tedavisi yeniden diizenlendi. Koroner anjiyografiden
12 saat sonra hastada hizli ventrikiil cevapl atriyal fibrilasyon gelisti
(Sekil 5), Kordaron infiizyonu ile siniizal ritme dondii. Ekokardiyografik
kontrollerinde sol ventrikiil sistolik fonksiyonlarinda belirgin diizelme
tespit edildi. On giin sonra miyokardiyal nekroz bulgularini ekarte etmek
icin miyokard perfiizyon sintigrafisi yapildi ve iskemi/infarkt saptanmadi.
Hipertiroidi yoniinden tiroid fonksiyon testleri istendi ve normal geldi. Bir
ay sonra poliklinik kontroliinde, EKG ve ekokardiyografi tamamen normaldi.
Tako-tsubo sendromu ilk olarak 1991 yilinda tarif edilmistir (1).
Diastolde ventrikiilografi goriintiisii ahtapot yakalama kabina benzedigin-
den bu isim verilmistir. Cogunlukla postmenopozal kadin, psikojenik stres
sonrasinda asiri sempatik aktivite ile koroner mikrovaskiiler vasospazmin
sorumlu oldugu éne siiriimektedir (2). Bizim hastamiz da 69 yasinda bayan
hasta olup, hasarsiz bir trafik kazasi sonrasinda bu klinik tablo geligmisti.
Ayrica daha geng bayanlarda ve erkek hastalarda da bildiriimektedir.
Literatiire bakildiginda cogunlukla vaka raporlar sunulmakta, cerrahi
veya psikojenik stes, atriyoventrikiil nod ablasyonu, cinsel iliski ve hatta
ilag intoksikasyonu sonrasinda bu sendrom rapor edilmektedir (3). Ayrica
kalp yetersizligi, kardiyojenik sok ile de komplike olabilmektedir. Ancak bu
hastaligin akut ddneminde veya seyri siirecinde baslica ventrikiiler olmak
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Sekil 2. A) Hastanin sol sistemin koroner anjiyografisi normal
goriiniimde B) Hastanin sag koroner anjiyografisi

Sekil 3. Hastanin sol ventrikiilografisi: Sistolde tipik apikal
balonlasma gériintiisii





