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Dear Editor,

We read the article “Cardiac troponin I
and creatine kinase MB isoenzyme
in patients with chronic renal
failure” written by Larry M. Flores-
Solis et al. with interest.! The
authors concluded that the cut-off
value proposed in this study for
both cardiac troponin I (cTI) in
patients with chronic renal failure
(CRF) (stage 3 to 5) to diagnose
acute coronary syndrome (ACS) is
significantly different from that of
the general population.! Thank to
the authors for their contribution of
a study designed and documented
successfully. We believe that these
findings will guide further studies
about cTI and creatine kinase
MB(CK-MB) levels and CRF.

¢TI and CK-MB levels in patients
presenting  with a  suspected
acute coronary syndrome help
in the diagnosis of patients. It
was proposed in a previous study
that estimation of the glomerular
filtration rate based on a normal
creatinine level on admission
provided important information on
short-term prognosis®> and also it
was recommended that glomerular
filtration rate should be included
in the risk assessment of patients
with normal serum creatinine levels.
But there is another issue which is
the basement of the present study
that patients with high creatinine
levels due to CRF may be expected
to have elevated cTI levels due to
decreased glomerular filtration.
However, cTnl is again the preferred
biomarker for myocardial damage in
patients with CRF? as it is one of
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the least changed markers. When
the patients with an elevated serum
creatinine levels, especially those on
dialysis treatment,* are candidates
for increased cardiovascular
accidents, it is an additive factor
that this situation may lead to
some difficulties and can be more
problematic in diagnosis of patients
with a suspected acute coronary
syndrome.

In addition to renal failure, cTnl
levels may frequently be measured
above normal values in several
disease states in which myocardial
necrosis is not a prominent aspect,
especially in pulmonary embolism,
heart failure, liver cirrhosis, septic
shock, and arterial hypertension.’
Our challenge is on the issue that
the study would be stronger if all the
additional factors that might elevate
cTI levels were mentioned in the
study.
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Sr. Director:

Agradecemos los comentarios y
el interés del Dr. Cakar M. y sus
colaboradores sobre nuestro estu-
dio titulado «Troponina I cardiaca
y creatina cinasa MB en pacientes
con insuficiencia renal crdénica»,
en el que incluimos 484 pacien-
tes consecutivos con insuficiencia
renal crénica (IRC) y sospecha de
sindrome coronario agudo (SCA).
Debido a que los pacientes con IRC
son una poblacién de alto riesgo
cardiovascular, decidimos aplicar
una estrategia que permitiera au-
mentar la sensibilidad diagndstica
y obtuvimos un valor de corte de
troponina I cardfaca (Tnlc) signifi-
cativamente diferente del utilizado
para la poblacién general para di-

Nefrologia 2013;33(6):849-67



agnosticar SCA, aunque se ha de-
scrito que al disminuir el percen-
til 99 de Tnlc (valor de corte) se
identificarfa a mds pacientes con
SCA! en riesgo de infarto de mio-
cardio (IM) recurrente o muerte,
pero incrementaria el diagndstico
de IM en un 47 %>

Por otra parte, es importante saber
que cualquier dafio cardiaco puede
causar liberacién de troponina de los
miocitos como complejos o como
troponina libre a la circulacién y ex-
isten miultiples causas de elevacién
de troponinas no relacionadas con
el SCA, entre las que estdn: 1) cau-
sas cardiacas (insuficiencia cardiaca
congestiva, taquicardia, hipertro-
fia ventricular izquierda, contusién
cardiaca, miocarditis, pericarditis,
amiloidosis cardiaca, cirugfa cardfa-
ca, cardioversion, intervencion
coronaria percutdnea, vasoespasmo
coronario, ablacién por radiofre-
cuencia, otras), 2) causas no cardia-
cas (insuficiencia renal cronica,
sepsis, accidente cerebrovascular,
tromboembolia pulmonar, hiperten-
si6én pulmonar primaria, pacientes
en estado critico, quimioterapia,
agentes simpaticomiméticos, ejer-
cicio de resistencia intenso, otros)
y 3) causas metodoldgicas (fibrina,
hemdlisis, anticuerpos heterdfilos,
factor reumatoide, otros)3*.

En los pacientes con IRC, los me-
canismos que pueden explicar las
elevaciones inespecificas de Tnlc
son principalmente el mayor dafio
cardiaco y la funcién renal disminu-
ida’. En nuestro estudio, las princi-
pales causas de elevacion de Tnlc
en el grupo Otras Patologias Cardia-
cas (OPC) fueron la insuficiencia
cardiaca congestiva, fibrilacion au-
ricular y taquicardia, mientras que
en el grupo Otras Patologias No
Cardiacas (OPNC) fueron hiperten-
sion arterial, accidente cerebrovas-
cular y neumonia, pero considera-
mos que todas las causas descritas
deben tenerse en consideracion
como posibles factores de confusion
cuando se encuentran concentracio-
nes elevadas de Tnlc en pacientes
con IRC y ausencia de SCA.
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Dear Editor,

The association of nephrotic syndrome
that was presented with IgA nephropa-
thy (IgA-N) and malignancy has been
previously reported.

IgA —N was first described by Berger
and Hinglais in 1968. It is now gene-
rally known to be the most common

cause of primary glomerulonephritis
worldwide and is characterized by
mesangial proliferation and deposi-
tion of IgA.' Malignancies that have
been reported to be associated with
IgA-N include Hodgkin’s disease,’
and non-Hodgkin lymphoma® renal
cell carcinoma,* cancers of the lung,’
larynx and esophagus.®
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