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Calcium channel blockers use in iron overload for

thalassemias with regular blood transfusions

Nisa Sae-lim* and Smith Kungwankiattichai?
! Department of Pharrmacy, Siriraj Hospital, Mahidol University

“Division of hematology, Internal medicine department, Siriraj Hospital, Mahidol University

Abstract

Iron overload is a common complication of thalassemia. The iron accumulation in any
organs causes free radicals that damage cells and then lead to cardiomyopathy which serves
as the major cause of death so this complication should be treated appropriately with iron
chelators as the mainstay of therapy. Some patients could not achieve target iron level even
with maximum dosage of iron chelators. Moreover, a number of them suffer from adverse
effects, leading to intolerance to use standard dosage. Therefore, the use of calcium channel
blockers, as an adjunctive therapy with iron chelators for iron overload treatment, is an
appealling option due to their pharmacological activity that can reduce iron accumulation in
myocytes. Several clinical studies have shown that oral calcium channel blockers in addition
to standard iron chelators for iron overload in beta thalassemia major with regular blood
transfusion have had beneficial effects for reduction in myocardial iron as well as having
tolerable adverse effects. Nevertheless, the meta analysis showed that the use of calcium
channel blockers as an adjunctive therapy with iron chelators had no significant reduction of
iron amount in the heart because there is not enough good quality study thus the true benefits
of this therapy can not be concluded. Therefore, further studies are needed in the future and
the application of calcium channel blockers to patients with thalassemia should be selected
in specific cases with advers effects and failure of target iron level after treatment with all

types of iron chelators according to therapeutic guidelines.
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anaIINFATiugIU fo 4089.8+1029.9 ng/mL (p = 0.007)

- nawit 18 A NT-pro BNP 7 3 Lfleu fio 131.2+47.1 pg/mL anasaInan
ugm D 156.1+60.2 pg/mL (p = 0.0009) Uag ﬂaam 2 # A1 NT-pro BNP

7i 3 o Ao 151.2453.7 pg/mL amaqmﬂmwumu fD 167.2+61.7 pg/mL
(o = 0.017)

** AV block = artioventricular block, LVEF = left ventricular ejection fraction, MRI =

magnetic resonance imaging
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A13197 1 NsAnwInsidenguliniudeswaaden wsulunssnwvinnzminiiu Tuftelsalainasuisdadidewees Mdesiuidenainaue (Me)

n3ANEN sUuuY a1 | n@Ew | e ineudiAnaan YUINEN nsianaans nan13Anen

Khaled et | A single 6 40 1.6-20 U 918 >20 U, f1 naunaany ol wan: Wisuiieua MIC* | - ﬂejwmaaqﬁﬁ%aﬁ'ﬂ MIC* 71 6 \fiou #ie 0.51+0.07 me/e anasaIN

al. 201916 | center, WU 2. 5uldemun 2 | serum ferritin Y <30 ke T wagAl cardiac T,* S¥9114 m“ﬁugwu fio 0.76:0.11 (p < 0.001) way cardiac T,* 71 6 ew Ao
prospective g <1000 ng/mL, amlodipine 2.5 mg miﬁugwu Uil 6 1iou 43.25+5.35 ms Lﬁwﬁumﬂmﬁug’m f9 40.63+5.45 (p < 0.001)
randomized, 3. serum AasUSuendu fotu uavdninven | see wWisuifsuen LIC™, | - ﬂ@iuﬂm@uﬁﬁ%a?ﬂla MIC** 71 6 vilou o 0.8+0.11 mg/g Wy
placebo- ferritin >1000 | wiénlutie 6 >30 kg 1% A1 serum ferritin, A1 mnmﬁugm fi0 0.7420.11 (p < 0.001) war cardiac T,* 7 6 ey
controlled ng/mL audant, amlodipine 5 mg fio | LVEF**, wagan liver T,* 79 52.99+6.6 ms aﬂaamﬂmﬁﬁugw A9 53.2346.61 (p = 0.009)
trial with Wlaney (EF* U+ DFX: 20-40 sgwiseniiugu fuil 6 - nauAUALlASTs g LY liver T,* 71 6 \fiou e 20.00+2.23

allocation of

a 1:1 ratio

<30%),
wag deiuly

N1361599 MRI**

mg/kg/day ,
ngueuay Tien
#aen + DFX: 20-40
mg/kg/day

a
LABDU

anasIINATiLgIY A 20.19+2.21 ms (p = 0.004)

- 91msthadesiin leun emsldauienmaduewng nguaiuau
70% NEuNAaY 30% WarNguneaaInUeIMIisufsey 20% uaz
YaLinuln 15%

- lungumaass linugtheselanfennsanudue vislady

*¥* EF = ejection fraction, LIC = liver iron concentration, LVEF = left ventricular ejection fraction, MIC = myocardial iron concentration, mg/g = milligram by gram of heart weight, MRI = magnetic

resonance imaging
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