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Kawasaki disease: A rare pediatric pathology in Mexico
Twenty cases report from the Hospital Infantil del Estado
de Sonora

Norberto Sotelo,* Luis Antonio González**

Summary

Background: Kawasaki disease (KD) is an eti-
ological illness that is relatively unknown and
scarcely identified in Mexico; it affects children
mainly aged 1–4 years, evolves with fever, vas-
culitis in diverse organs, and in the heart the
disease mainly affects the coronary arteries.
Objectives: Our aim was to inform the clinical
findings and evolution of 20 patients diagnosed
with KD. Materials and methods: We reviewed
the patient clinical files retrospectively and de-
scriptively to obtain information with regard to
age, sex, clinical signs, laboratory and consul-
tory results, echocardiography findings, compli-
cations, evolution during hospitalization, follow-
up, and out-patient ambulatory consultations.
Results: Eighteen patients were male, two were
female, six developed coronary damage, two
aortic mitral-valve insufficiency, one pericardial
shedding, and one, myocarditis. All patients re-
ceived gamma globulin treatment with aspirin,
and 16 were controlled during 6–8 months after
the acute medical profile. Conclusions: The
opportune clinical diagnostic it is fundamental
to establish an early treatment with gammma-
globuline to avoid injuries in the arterial coro-
nary level. This injury may cause eventualy is-
chemia or myocardial infarct
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Resumen

ENFERMEDAD DE KAWASAKI: UNA PATOLOGÍA PEDIÁTRICA

RARA EN MÉXICO. REPORTE  DE 20 CASOS DEL

HOSPITAL INFANTIL DEL ESTADO DE SONORA

Introducción: La enfermedad de Kawasaki (EK)
es un padecimiento de etiología, aún descono-
cida, poco identificado en México; afecta a ni-
ños principalmente entre el año y cinco años de
edad, evoluciona con fiebre, vasculitis en diver-
sos órganos y en corazón se afectan más las
arterias coronarias. Objetivos: Informar sobre
los hallazgos clínicos y evolución de 20 pacien-
tes diagnosticados con EK. Material y méto-
dos: Se revisaron de manera retrospectiva y
descriptiva los expedientes clínicos para obte-
ner información acerca de edad, género, sig-
nos clínicos, resultados de laboratorio y gabi-
nete, hallazgos ecocardiográficos, complicacio-
nes, evolución durante su hospitalización y
seguimiento en la consulta ambulatoria. Resul-
tados: 18 pacientes eran del género masculi-
no, dos femeninos, seis desarrollaron lesiones
coronarias, dos insuficiencia aórtica y dos insu-
ficiencia de válvula mitral, uno con derrame
pericárdico y uno con miocarditis; todos reci-
bieron tratamiento con gammaglobulina y aspi-
rina; 16 fueron controlados durante 6 a 8 meses
después del cuadro agudo. Conclusiones: El
diagnóstico clínico oportuno es fundamental
para establecer un tratamiento temprano con
gammaglobulina con el fin de evitar, en lo posi-
ble, lesión a nivel arterial coronario. Dicha le-
sión puede provocar, eventualmente isquemia
o infarto del miocardio.
(Arch Cardiol Mex 2007; 77:299-307)
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Introduction
awasaki disease (KD) is an unknown
etiologic illness that is manifested by
acute-course febrile syndrome associ-

ated with vasculitis that can involve diverse or-
gans. KD was originally described by T. Kawasa-
ki in 1967.1

From the epidemiological viewpoint, it is known
that this disease is more frequently found in Asi-
atic, and principally in Japanese, population. In
North America, the highest number of cases are
reported annually in the U.S.2,3 The etiology in-
cludes very diverse bacterial and viral agents,
chemical substances and acaros (dermatopha-
goides) without fully convincing evidence.4-6

In Mexico, the first case of KD was reported by
Rodríguez in 1977;7 from that date, cases pub-
lished in medical journals in Mexico have
amounted to < 50.7–14

Recently about etiology, at least in theory, a
complementary auto- antigen has been invoked,
suggesting that it is an infectious agent and that
it is that it is a vasculitis-associated neutrophil
plasma antibody trigger. New studies have re-
ported the presence of parvovirus B19 and herp-
esvirus in giant-cell arteritis. In addition, a new
virus has also been identified in humans, is
named the New Haven coronavirus (Nco-NH),
and has been found in the respiratory secretions
of children with KD.4–6

In the disease pathology, the participation has
been studied of different proteinases elaborated
in the disease’s acute phase, which damage the
wall of the same vessels that play a primordial
role in the genesis of aneurysms. There is also an
overproduction of proinflammatory cytokines
with endothelial-cell activation. RNA levels and
the expression of Th1/Th2 cytokines, interferon
gamma (IFN gamma), and interleukin 4 (1L-4)
have been analyzed together ,along with Th1/
Th2- inducing of transcription factors (T-bet and
GATA-3), known for the role they play in the
development of Th1/Th2,3 interleukin 1 (IL-1),
acting as an activator factor of leukocytes and
endogenous pyrogen. This provokes an increase
in tumor necrosis factor (TNF) alpha that itself
stimulates IL1, increasing in the vascular endot-
helium the production of chemokines and ad-
herence molecules. These in turn activate inter-

feron B-generated polymorphonuclears that
favour elevated and prolonged fever. The eleva-
tion of interleukin 7 (IL-7), serine proteases pro-
duced by activated TCD4 leukocytes, induce
the production of the interleukin 6 (IL-6) factor,
which is stimulated at the service of immuno-
globins by plasmatic cells, the latter favoring
thrombosis. There are other immunological
mechanisms that are related with the different
physical signs such as adenopathy, edema, and
dilatation of the small blood vessels in the skin,
these resulting in diverse interaction among IL-
15, TCD4, and CD8-Th cells, alpha chemokines
(XCL-O), and T-bet cells.15–20 The transcendence
of early identification of this disease lies in ini-
tiating treatment with gamma globulin and as-
pirin during the course of the first week of dis-
ease evolution and to avoid the development of
coronary damage and other cardiovascular com-
plications that leave sequel and place a risk the
children’s very live.2,3,21,22

Materials and methods
We reviewed the clinical files of 20 patients ad-
mitted to the Hospital Infantil del Estado de
Sonora in whom a diagnosis of Kawasaki dis-
ease had been established between January 1988
and December 2006. Data obtained included the
following: place from; age; sex; diagnosis at
admission; season of the year; clinical manifes-
tations, and the laboratory and consultory stud-
ies on which the disease diagnosis, complica-
tions, and evolution were sustained.

Re su l t s
In April 1988, the first cases of KD (n = 20) were
identified at the Hospital Infantil del Estado de
Sonora. Eleven patients were residents of the
northern Mexican city of Hermosillo, Sonora,
five lived in the Sonora desert area, one patient
resided on the northern Sonora state border with
the U.S., and three were residents in a rural area
of Sonora state.

Season of the year
With regard to the season of the year in which
the patients were hospitalized, three hospital-
izations occurred during the month of February,
11 from March through May, three during the



Kawasaki disease 301

Vol. 77 Número 4/Octubre-Diciembre 2007:299-307

www.medigraphic.com

months of August and September, and three from
October through December.

Sex, age, and diagnosis on hospital
admiss ion
With respect to gender, 18 patients were males
and two, females. Patient ages fluctuated between
5 months and 15 years; younger patients includ-
ed one aged 5 months, another aged 12 months,
and another aged 18 months. There were 11 pa-
tients between the ages of 2 and 5 years, two
between 6 and 8 years of age, and three patients
aged 9–15 years. Diagnosis at hospital admis-
sion was KD in 9, unknown fever in five, with
the remainder of the patients shown in Table I.
In terms of disease evolution prior to hospital

admission, the profile presented in nine chil-
dren was between 5 and 10 days, and in the re-
maining patients, between 15 and 21 days.

Clinical profile
Diagnosis was basically established on the fol-
lowing criteria: fever; non-suppurative, hypere-
mia conjunctival; macular-papullary exanthema;
lesions on the lips and oral cavity; changes in the
skin of the extremities, and aggregated signs such
as precordial murmur, respiratory difficulty, ab-
dominal pain, dysuria, hepatomegalia, arthralgia,
neck ridigity, and seizure (Table II).

Laboratory parameters
Nineteen patients accumulated globular speed,
18 presented leukocytosis con neutrophilia, 14
had thrombocytosis, C-reactive protein was pos-
itive in eight, including four patients with an
elevation of > 6 μgr/dL, eight patients presented
moderate elevation of aspartate and alanine
aminotransferases of not > 100 μ/L (these pa-
tients had negative serology for hepatitis A, B,
and C), one patient had an elevation of lactic
dehydrogenase and creatine phosphokinase, one
with an elevation of antistreptolysines of > 500
μ/L, and in one patient we observed an eleva-
tion of immunoglobulin E. During the study
period, we carried out during the study period
and on the majority of patients additional labo-

Table I. Diagnoses at hospital admission in 20 chil-
dren with Kawasaki disease.

Diagnosis N Proportion

Kawasaki disease 9 0.45
Unknown fever 5 0.25
Viral exanthema 1 0.05
Adenopathy 1 0.05
Neuroinfection,
urinary tract infection 1 0.05
Gingivostomatitis 1 0.05
Guillain-Barre syndrome 1 0.05
Hepatitis 1 0.05

Table II. Clinical data found in 20 patients with Kawasaki disease.

Signs Cases Proportion

Basic
Fever of 5 or more days of evolution 20 1.00
Conjunctival injection without exudate 20 1.00
Exanthema (maculopapullary in trunk, 20 1.00
multiform erythema multiforme (non-vesicular) 20 1.00
Changes in lips and oral cavity (pharyngeal erythema,
labial fissures, strawberry tongue 20 1.00
Cervical lymphadenopathy of 1.5 cm 15 0.75

Changes in extremities
Acute erythema and edema 20 1.00

Convalescence
Scaling of the fingertips 19 0.95

 Aggregated clinical dates
Cough 6 0.30
Abdominal pain 6 0.30
Hepatomegalia 7 0.35
Irritability, neck ridigity 2 0.10
Generalized tonic-clonic convulsions 2 0.10
Pain in the articulations 5 0.25
Precordial murmur 3 0.15
Dysuria 4 0.20
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ratory examinations including the following:
febrile reactions; hemocultures; pharyngeal cul-
ture; cutaneous reactions to coccidioidomyco-
sis and tuberculosis-purified protein derivative

Table III. Laboratory and consultory studies in 20 patients with Kawasaki disease*.

Study Cases, n Proportion

Laboratory studies
Elevated erythrocytes sedimentation rate 19 0.95
Leukocytosis with neutrophilia 18 0.90
Thrombocytosis 14 0.70
Positive reactive C protein 8 0.40
Reactive C protein > 6 mg/dL 4 0.20
Aspartate aminotransferases and alanine
Aminotransferase rise 8 0.40
Hemoglobin < 10 g/dL 9 0.45
Elevated E immunoglobulin 1 0.05
Antiestreptolysine > 500 µ/L 1 0.05
Positive urine culture 1 0.05
Hemolytic beta streptococcus pharyngeal culture 2 0.10
Billirrubins >2 mg/dL 2 0.10

Radiographies of thorax
Bronchopneumonic infiltrate 5 0.25
Cardiomegalia 1 0.05

Electrocardiogram
Tachycardia 8 0.40
Prolonged Qtc 3 0.15
PR-QT prolongation 2 0.10
Normal S-T segment 2 0.10

Echocardiogram
Coronary artery dilatation > 4 mm (diameter) 6 0.30
Myocarditis 1 0.05
Pericardial effusion 1 0.05
Left ventricle dyskinesia 1 0.05
Aortic insufficiency 2 0.10
Mitral insufficiency 2 0.10

* All patients were administered an electrocardiogram and an echocardiogram.

Table IV. Treatment received by 20 patients with
Kawasaki disease.

Modality Cases, n Proportion

• Gammaglobulin
 400 mg/kg/day for 5 days 10 0.50
 2 g/kg, one dose, 12-h infusion 9 0.45
• Aspirin
 80 mg/kg/day for 15 days 19 0.95
 5 mg/kg/day for 10 weeks 19 0.95
• Dipiridamol
 1 mg/kg/day for 4–6 weeks 2 0.10
• Pentoxyphilin
 10 mg/kg/day for 15 days 2 0.10
• Prednisone 2 0.10

*One patient received 0.5 g intramuscularly divided in two
doses for 5 days.

(PPD) tuberculosis; immunoglobulins IgA, IgG,
IgM, and IgE; antimycoplasma antibodies
(AMA) in five patients; rheumatoid factor; anti-
DNA antibodies, and neutrophil anticytoplas-
ma antibodies, with negative results (Table III).
In consultory studies, five patients showed in-
filtrated bronchopneumonic infiltrate and we ob-
served cardiomegalia in one. We carried out an
echocardiogram in all patients; six patients
showed coronary artery dilatation with variable
diameter, between 4mm to 6mm, in five was lo-
cated in the left coronary and one with in the
right coronary, all patients began after 10 days
evolution , we observed valvular alteration in
four patients, two patients had aortic insufficien-
cy, and two presented slight mitral insufficien-
cy (Table IV) (Figs. 1 and 2).

Therapeutic procedures
Nineteen children received gamma globulin,
nine patients were administered gamma globu-
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lin intravenously IGIV 1–4 at a dose of 400 mg/
kg/day for 5 days. In the first case of KD diag-
nosed at the hospital in 1988, one 15-year-old
adolescent, due to the lack of gamma globulin,
was administered gamma globulina intramus-
cularly (i.m.) at a dose of 65 mg/kg/day for 5
days (total daily dose was 0.5 gr divided into
two fractions for administration every 12 h). The
remaining nine patients were administered IGIV
(a sole dose at 2 g/kg/day in a 12-h infusion), 19
received aspirin at a dose of 80 mg/kg/day for
15 days and subsequently 5 mg/kg/day for 10–
12 weeks. In one 6-year-old patient with coro-
nary dilatation > 6 mm, it was required to ad-
minister two additional doses of gamma globu-
lin due to fever that persisted for 3 weeks. Two
patients received dypiridamol and pentoxyph-
illin, as demonstrated in Table IV. In eight pa-
tients, there was the need to utilize additionally
penicillin-type antibiotics, and three of patients
were also administered amikacin.

Evolution and control in ambulatory
patient appointments
Hospitalization time of the first eight cases ranged
from 1 week to 40 days: two patients were hospi-
talized for 1 week, five required during 15 to 21
days, and one patient remained on the hospital
for 40 days. Of the 12 remaining patients, two
were hospitalized for < 3 days, one was trans-
ferred to another hospital after treatment initia-
tion, and yet another was taken to another sec-
ondary-level institution for treatment adminis-
tration; nine patients remained hospitalized for 7
days, one for between 7 and 13 days.
Of the 16 patients who attended ambulatory
control, the six patients with coronary dilata-
tion, the average time for coronary dilatation
involution were 10 weeks, evolved with im-
provement with follow-up for at least 8 months
after hospital discharge; four patients with aor-
tic and mitral valve insufficiency evolved with-
out sequel, while evolution was unknown in
two patients because they were seen at another
institution. For patients with follow-up at our
hospital , these were required to attend out-
patient ambulatory appointments at the Inter-
nal Medicine and Cardiology Services until
reaching the age of 18 years.

Discuss ion
Kawasaki disease principally affects children
residing in Oriental countries. An annual inci-

dence of KD has been reported for Japan and
Korea of up to 150 cases per 100,000 habitants,
while in Caucasian race incidence is between 6
and 10 cases per 100,000 inhabitants of < 5 years
of age. In Latin America, it has been estimated
that there are 3 cases per 100,000 inhabitants; in

Fig. 1. Left coronary dilatation.

Fig. 2. (A) Mitral valve; (Arrow) regurgitation.

Fig. 2. (B) Mitral valve: Doppler high frequency showed
regurgitation.
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Mexico, there are no precise statistics, the first
cases of KD identified from 1977, 10 years after
Dr. T. Kawasaki’s description of the disease.1

At the moment of writing this article, there had
been 53 cases of KD reported in pediatric medi-
cal journals in Mexico; these 53 cases were re-
ported in 29 years, indicating the rarity of KD in
Mexico, although it is possible that additional
cases exist that were identified and treated but
not published.7–14,24–26

KD is most frequently diagnosed in children < 5
years of age and it predominates in males at a
ratio of 1.5:1; in this series, we have patients
from breast-feeding age, the youngest 5 months
of age, and we also have two adolescents. The
greatest number of patients were aged between
2 and 6 years, as described in the literature, al-
though cases have also been identified in in-
fants aged < 3 months.6,10,11,26–28

Regarding the season of the year for KD presen-
tation, it is known that epidemic outbreaks29

can occur during the winter and spring months.
In this series, the largest number of cases were
registered in the period from February through
May.
To date, the causal agent of KD has not been iden-
tified. During 40 years, many causal agents have
been applied as being possible, although during
the past decade insistence has been placed on the
participation of viral and bacterial infectious
agents, among these Staphylococcus aureus,
streptococcus, influenza virus, morbilivirus,
paramyxovirus, bunyavirus, and the action of
bacterial super antigens.15–20 More recently, evi-
dence has increased in importance concerning
the participation of adenovirus and a novel hu-
man coronavirus denominated New Haven coro-
navirus (Nco-NH), identified in respiratory-tract
secretions from a 6-months-of-age breast-feeding
infant with typical KD. In addition, Nco-NH was
found to be positive in eight of 11 children uti-
lizing the reverse transcription-polymerase chain
reaction technique; also, Mycoplasma pneumo-
niae infection has been reported of late.6,30,31

With regard to the cases with which we are con-
cerned here, affirmations cannot be set forth with
respect to the etiology, due to the fact of having
found Antiestreptolysin O, of 500 u in one pa-
tient and a pharyngeal culture positive for beta-
hemolytic streptococcus in other two.
To date, the most important elements for diag-
nosis are based on the clinical findings; 19 pa-
tients presented the five principal criteria for KD,

although we also observed additional clinical
signs such as hepatomegaly, abdominal pain,
arthralgias, and dysuria. Cases have been de-
scribed with an atypical beginning, and clinical
signs have presented during the course of the
first 10 days of the disease;6 one of our patients
initially manifested fever, ictericia, uretritis, and
pyuria, developing the characteristic signs of
KD in the second week, with a 6-mm left coro-
nary dilatation.10

At the time of patient hospital admission, 4 of
10 patients were considered to have KD and other
diverse ailments. During the hospital stay, the
necessary clinical elements were identified for
definitive KD diagnosis, as expressed in Table I.
There are no specific laboratory studies, al-
though the following trend appears to be ob-
served with greater frequency during the first 2
weeks: leukocytosis; increase in globular sedi-
mentation speed; discrete billirrubin elevation
in 10% of patients, as well as moderate eleva-
tion of transaminases in 40% of cases, the gener-
al urine examination can demonstrate elevated
leukocytes in 6 of every 10 patients, thromb-
ocytosis with a duration of 3–6 weeks, and also
the positive C- reactive protein and in concen-
trations > 6 mg/L. Other studies have been rec-
ommended that suggest vasculitis, such as anti-
nuclear antibodies (ANA), neutrophil anticyto-
plasma antibodies, endothelial anti-cell
antibodies that have not fully demonstrated use-
fulness and that can give rise to confu-
sion.19,20,32,33

X-ray thorax can show bronchopneumonic in-
filtrate and especially in patients who present
cough and difficulty in breathing in 15% of cas-
es and as a mean in five of the patients, although
radiological changes can also be provoked by
pneumonitis, haemorrhages, and vasculitis-as-
sociated pulmonary nodules.22,34

The electrocardiogram can be normal in the first
phases on demonstrating changes such as tachy-
cardia, PR-QT prolongation, and abnormal Q
waves (data of an infarction); this study was per-
formed in all patients, finding predominantly
tachycardia and prolonged QT.2,6,8–10 Echocar-
diograph studies form an important part of KD
diagnosis and are crucial, particularly in chil-
dren with atypical or incomplete clinical pro-
files who manifest fever and fewer than four ba-
sic signs.2,16

Coronary-artery damage was found in 6 of the
20 patients; in five, this affected the left coro-
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nary artery, and in one patient there was dilata-
tion in the right as well as in the left coronary
artery. Four patients additionally presented aor-
tic and mitral insufficiency; in two, this was as-
sociated with coronary-artery dilatation. In the
remaining two patients and as a unique finding,
one child manifested left ventricular dyskinesia
and cardiomegalia without coronary damage.
Aortic and mitral vascular damage has been re-
ported less frequently, although this type of le-
sion can be expected as a consequence of cardi-
ac value inflammation. In paediatrics areas it is
very important the knowledge of the following
coronary disease risk factor: Male gender, Age
less than one year old, pericarditis, myocarditis,
fever more than 10 days, haemoglobin less than
10 g/dL, C reactive protein more 10 mg/dL, re-
current fever.2,6,12,26,33,35

There are two additional more precise tests that
are utilized in the identification of coronary dam-
age: included among these are myocardiac and
coronariograph perfusion gammagrams. In addi-
tion, coronary angiography by magnetic reso-
nance (MRA) provides images equivalent to cor-
onary angiography that additionally inform on
flow in dilated arteries. Other procedures include
Electron beam computed tomography (EBCT)
that is used to estimate the characteristics of my-
ocardial ischemia and that is useful in detecting
progressive myocardial ischemia, as well as Mul-
tislice spiral computed tomography.(MSCT) a
non-invasive resource comparable to coronary
angiographies for visualizing arterial stenosis in
children with KD. Some of these procedures may
constitute the standards for diagnosis6,33,36,37 at
our hospital in the future. In the meanwhile and
during the time during which we do not possess
this technology, patients can be transferred to oth-
er medical centers in the city of Hermosillo for
angiographies.
The most utilized treatment is the application of
IGIV at a single dose of 2 g/kg for 12-h infusion;
this is the most acceptable treatment and has
allowed to reduce the prevalence of aneurysms
by < 5% and mortality from 2–0.3%,14 although
we have also employed an IGIV scheme at two
gamma-globulin doses at 400 mg/kg/day for 5
days, in addition to aspirin at 80–100 mg/kg/
day. According to the patient response, the IGIV
dose can be repeated or corticoids may be add-
ed, especially in refractory cases. Other thera-
peutic agents have been recommended, such as
cyclosphosphamide, cyclosporine, and ulinas-

tatin in a limited number of cases.6 A product
has been recently recommended that is based on
monoclonal antibodies against the alpha tumor
necrosis factor, namely, Infliximab, which has
been employed successfully.3,6,33 And even more
recently, a monoclonal antibody has been uti-
lized that inhibits the IIb/IIIa platelet glicopro-
tein IIb/IIIa receptor and known by the name
Abciximab, this favoring the more rapid resolu-
tion of aneurysms.3,6,38

In the present report, nine patients received gam-
ma globulin at a dose of 400 mg/kg/day during
a 5-day period associated with aspirin in all cas-
es treated between 1989 and 2000; later, IGIV
was administered in a sole dose of 2 g/kg, and
aspirin at conventional doses. In two patients,
we additionally utilized prednisone; one of these
patients presented an atypical disease course and
there was the need to apply two additional dos-
es of IGIV due to the persistence of fever and
coronary dilatation. This treatment permitted
coronary artery-damage remission and improve-
ment, and the patient experienced an evolution
without sequel during the following 9 months
of patient follow-up in out-patient consultations.
Special mention is merited for the case of the
first adolescent diagnosed in 1988 with the char-
acteristic KD profile and who presented left cor-
onary dilatation. Because IGIV was unavailable
at the time, after a desperate decision gamma
globulin i.m. was used at a dose of 65 mg/kg/for
5 days, with a total dose of 0.5 gramos daily
divided into two fractions and aspirin at 80 mg/
kg/day orally. The patient was followed up for a
period of 3 months in out-patient consultations
and later transferred to control at another medi-
cal care center. The patient at present is 32 years
of age and exhibits no manifestations of the car-
diovascular problem.
The use of gamma globulin i.m. treatment is not
recommended, primarily because product pre-
sentations do not cover dosage requirements. In
addition, there is the risk of side effects due to
the mercurials used as a vehicle.39–42

In eight patients administered IGIV at doses of 2
g/kg, none developed coronary changes and
hospitalization time was notably better. Sixteen
patients were followed up for periods of 6–8
months in out-patient medical and cardiologic
consultations without sequel, although surveil-
lance is on-going for these patients.
According to the actually criteria to following
evolution of coronary disease in KD are: The
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limits for a coronary diameter: In children young-
er than 3 years old should not have more 3 mm,
and children of 5 years not more than 4 mm.
Also the irregular lumen or when the front seg-
ment has a diameter of 1.5 times bigger.
Nowadays through the surface body area, we can
establish the percentile values for the coronary
diameter.
The coronary aneurysms is small if it has only 5
mm of diameter. His medium when the diameter
is between 6 to 8 mm, and it is giant if the diam-
eter is bigger than 8 mm. The echocardiography
review it is very important to take a look of the
proximal coronary artery.
The following of coronary dilatation should be
done by bidimentional echocardiogram between
the second week and a month. If the coronary
artery persisting dilated a coronary gammagraphy
would be necessary and a coronary angiographies
after 6 to 12 months initial diagnostic of KD.

The patient with giant aneurysm (> 8 mm) 5 mg/
K of aspirin once a day indefinitely.
The next clinical control of the patient by the
paediatrician and cardiologist would be every 6
months and the echocardiogram once on a year.
The effort proof, most be starting at 5 years old,
and more over remember: 1. Clinical control
during two year of aneurysms > 8 mm diameter,
2. Only 50% of the aneurysms with > 8 mm di-
ameter have involution and the stenosis risk it is
greater, 3. the revascularization surgery should
be made before the myocardial infarction.2,14,33

It is well known that if KD is recognized in a
timely fashion, it is possible to diminish con-
siderably the possibility of coronary damage
and also of cardiovasculary sequel. In Mexico
to date, the exact number is unknown of pa-
tients who have presented KD and who have
arrived at adulthood manifesting early-onset
myocardial ischemia.2,35

Re f e r en c e s

1. KAWASAKI T, KOSAKI F: Febrile oculo-orocutane-
ous acrodesquamatous syndrome with or without
acute non-suppurative cervical lymphadenitis in
infancy and childhood: clinical observations of 50
cases. Allergy 1967; 16: 178-222.

2. NEWBURGER JW, TAKAHASHI M, GERBER MA, GE-
WITZ MH, TANI LY, BURNS JC, ET AL: Committee on
Rheumatic Fever, Endocarditis and Kawasaki Dis-
ease, Council on Cardiovascular Disease in the
Young, American Heart Association. Diagnosis,
treatment, and long term management of Kawasaki
disease: a statement for health professionals from
the Committee on Rheumatic Fever, Endocarditis
and Kawasaki Disease, Council on Cardiovascu-
lar Disease in the Young. Circulation 2004; 110:
2747-2771.

3. BURNS JC, GLODE MP: Kawasaki syndrome. Lan-
cet 2004; 364: 533-544.

4. ROCHOLL C, GERBER K, DALY J, PAVIA AT, BYING-
TON CL: Adenoviral infections in children: the
impact of rapid diagnosis. Pediatrics 2004; 113:
51-56.

5. ESPER F, SHAPIRO ED, WEIBEL C, FERGUSON D, LAN-
DRY ML, KAHN JS: Association between novel hu-
man coronarovirus and Kawasaki disease. J In-
fect Dis 2005; 191: 499-502.

6. FALCINI F: Kawasaki disease. Curr Opin Rheuma-
tol 2006; 18: 33-38.

7. RODRÍGUEZ-SUÁREZ S: Síndrome linfomucocutáneo.
Bol Med Hosp Infant Mex 1977; 34: 53-57.

8. VIZCAÍNO-ALARCÓN A, ARÉVALO-SALAS A, RO-
DRÍGUEZ-LÓPEZ AM, SADOWINSKI PS: Enfermedad

de Kawasaki en niños mexicanos. Bol Med Hosp
Infant Mex 1991; 48: 398-408.

9. RODRÍGUEZ-HERRERA R, CARVAJAL-RODRÍGUEZ L,
REYNÉS-MANZUR J, GARCÍA-PIÑA C, BARRIOS-FU-
ENTES R, Y COLS: Enfermedad de Kawasaki. Acta
Pediatr Mex 2001; 22(2): 97-103.

10. SOTELO-CRUZ N, GONZÁLEZ-RAMOS LA, GÓMEZ-
RIVERA N, MANZO-RÍOS MA: Enfermedad de Ka-
wasaki. Experiencia en siete niños. Rev Mex Pe-
diatr 2001; 68(5): 189-195.

11. CORONEL-RODRÍGUEZ W, TELLO GI, ERDMENGER-
ORELLANA J, CORIA-LORENZO JJ, GÓMEZ-BARRETO

D: Síndrome de Kawasaki. paciente de menor
edad reportado en la casuística del Hospital In-
fantil de México Federico Gómez y revisión de la
literatura. Bol Med Hosp Infant Mex 2002; 59:
430-435.

12. FRENKEL-SALAMAN M, OCAÑA-GARCÍA LA, BAU-
TISTA-SANTOS A, CORTINA-RAMÍREZ M, CORTINA-
WATSON J: Enfermedad de Kawasaki. Experiencia
en ocho casos del Centro Médico ABC. An Med
Asoc Med Hosp ABC 2004; 49(2): 66-72.

13. CASTILLO-MACHADO R, CORIA-LORENZO JJ, ESPINO-
ZA-OLIVA M, GÓMEZ-BARRETO D: Síndrome de
Kawasaki asociado a infección por Streptococcus
pyogenes. Informe de un caso y revisión de la
literatura. Alerg Asma Inmunol Pediatr 1999; 8(4):
105-108.

14. CERVANTES-SALAZAR JL, CALDERÓN-COLMENERO J,
GARCÍA-MONTES JA, PATIÑO-BAHENA E, GONZÁLEZ-
PACHECO H, SOULE-EGEA M, RAMÍREZ-MARROQUÍN

S: Enfermedad de Kawasaki, conceptos sobre la



Kawasaki disease 307

Vol. 77 Número 4/Octubre-Diciembre 2007:299-307

www.medigraphic.com

cirugía de resvascularización coronaria en edad
pediátrica. Arch Cardiol Mex 2006; 76: 75-79.

15. MEISSNER HC, LEUNG DY: Kawasaki syndrome. Where
are the answers? Pediatrics 2003; 112: 672-675.

16. MEISSNER HC, LEUNG DY: Superantigens, conven-
tional antigen and the etiology of Kawasaki syn-
drome. Pediatr Infect Dis J 2000; 19: 91-94.

17. SUSUKI H, NODA E, MIYAWAKI M, TAKEUCHI T, VE-
MURA S, KOIKE M: Serum levels of neutrophil acti-
vation cytokines in Kawasaki disease. Pediatr Int
2001: 43: 115-119.

18. SOHN MH, NOH SY, CHANG W, SHIN KM, KIM DS:
Circulating interleukin 17 is increased in the acute
stage of Kawasaki disease. Scand J Rheumatol
2003; 32: 364-366.

19. AVIÑA-FIERRO JA, LÓPEZ-BAUTISTA R, TORO-CAS-
TRO L: Bases inmunológicas actuales de la enfer-
medad de Kawasaki. Alerg Asma Inmunol Pediatr
2004; 13(3): 104-108.

20. RODRÍGUEZ-PLA A, STONE JH: Vasculitis and infec-
tions. Curr Opin Rheumatol 2006; 18: 39-47.

21. KATO H. SUGIMURA T, AGAKI N, SATO N, HASHINO K,
MAENO Y, ET AL: Long term consequences of Ka-
wasaki disease at 10 to 21 years. Follow up study of
594 patients. Circulation 1996; 89: 919-922.

22. YANAGAWA H, NAKAMURA Y, YASHIRO M, OKI T,
HIRATA SH, ZHANG T, KAWASAKI T. Incidence sur-
vey of Kawasaki disease in 1977-1998 in Japan.
Pediatrics 2001; 107(3): p.e. 33.

23. GONZÁLEZ-GALANARES M, URBAN-VÁZQUEZ H, SAN-
TAMARÍA-DÍAZ M, GARBEA-ROBLES MC: Enfermedad
de Kawasaki en México. Análisis de 13 casos. Bol
Med Hosp Infant Mex 1991; 48: 409-446.

24. ALVA-ESPINOZA C, DÍAZ-ARANZO A, MOJARRA-RÍOS

TA, JIMÉNEZ-ZEPEDA D: Enfermedad de Kawasaki.
Diagnóstico ecocardiográfico de los aneurismas
coronarios. Informe de dos casos. Arch Inst Car-
diol Mex 1995; 65: 73-75.

25. VARGAS JB, ANDRADE AF: Diagnósticos de eco-
cardiografía bidimensional Doppler de aneuris-
mas coronarios en un niño mexicano con enfer-
medad de Kawasaki. Arch Inst Cardiol Mex 1988;
58: 227-229.

26. RODRÍGUEZ-HERRERA R, CARBAJAL-RODRÍGUEZ L,
REYNES-MANZUR J, MORA-TISCAREÑO A, ZARCO-
ROMÁN J: Enfermedad de Kawasaki complicada
con aneurismas gigantes e infarto del miocardio.
Informe de un caso. Acta Pediatr Mex 2006; 27:
128-132.

27. MAYA ENERO S, COLS ROIG M, ROS VELADOMS JB,
POU FERNÁNDEZ J: Kawasaki disease in a 3 month
old infant. Ann Pediatr (Barc) 2004; 61: 271-272.

28. BHATT M, ANIL SR, SILVERKUMAR K, KUMAR K:
Neonatal Kawasaki disease. Indian J Pediatr 2004;
71: 353-354.

29. RAUCH AM, GLODE MP, WIGGINS JW, RODRÍGUEZ

JG, HOPKINS RS, HURTWITZ ES, ET AL: Outbreak of
Kawasaki syndrome in Denver, Colorado. Asso-
ciation with rug and carpet cleaning. Pediatrics
1991; 87: 663-669.

30. HORITA N, YOKOTA S, FUSE S, TAKAMURO M, TOM-
ITA H, SATO K, ET AL: The throat flora and its
mytogenic activity in patients with Kawasaki dis-
ease. Mycobiol Immunol 2004; 48: 899-903.

31. MERLIN E, AL FATUHI H, CROST P: Kawasaki syn-
drome and Mycoplasma pneumoniae infection.
Arch Pediatr 2004; 11: 972-973.

32. SHULMAN ST, ROWLY AH: Advances in Kawasaki
disease. Eur J Pediatr 2004; 163: 289-291.

33. RODRÍGUEZ HERRERA R, CARBAJAL-RODRÍGUEZ L,
REYNÉS-MANZUR J, BARRIOS-FUENTES R, ZARCO-
ROMÁN J: Abordaje diagnóstico y terapéutico de
la enfermedad de Kawasaki. Acta Pediatr Mex
2006; 27(1): 36-49.

34. FREEMAN A, CRAWFORD S, FINN L, LÓPEZ AJ, FER-
RANDO MS, PÉREZ TD, ET AL: Inflammatory pul-
monary nodules in Kawasaki disease. Pediatr Pul-
monol 2003; 36: 102-106.

35. MUTA H, ISIHII M, SAKAUE T, EGAMI K, FURUI J,
SUGAHARA Y, ET AL: Older age is a risk factor for
the development cardiovascular sequelae in Ka-
wasaki disease. Pediatrics 2004; 114: 751-754.

36. MAVROGENI S, PAPADOPULOS G, DOUSKOU M, KAK-
LIS  S, SEIMENIS I, BARAS P, ET AL: Magnetic reso-
nance angiography is equivalent to X-ray coro-
nary angiography for the evaluation of coronary
arteries in Kawasaki disease. J Am Coll Cardiol
2004; 43: 649-652.

37. ENDOH H, TSUKANO S, ISHIKAWA Y, TAKAMURO M,
TSUDA E, ONO Y, ET AL: Usefulness of electron beam
computed tomography for quantitative estimation
of myocardial ischemia in patients. Pediatr Int
2004; 46: 704-710.

38. WILLIAMS RV, WILKE VM, TANI LY, ET AL: Does
Abciximab enhance regression of coronary aneu-
rysm resulting from Kawasaki disease. Pediatrics
2002; 109(1): E 4.

39. FREEMAN AF, SHULMAN ST: Refractory Kawasaki
disease. Pediatr Infect Dis J 2004; 23: 463-464.

40. BASTA M, FRIES LF: Atención del daño inmunitar-
io provocado por complemento mediante inmuno-
globulina intravenosa En: Rewold E, Morell A,
eds. Inmodulación mediante inmunoglobulinas in-
travenosa. New York USA. Ed. Parthenon Pub-
lishing Group Pearl River, 1992; 47-61.

41. WALLACE CA, FRENCH JW, KAHAN SJ, SHERRY DD:
Initial intravenous gamma globulin treatment in
Kawasaki disease. Pediatrcs 2000; 105: p.e.78.

42. Consejo de Salubridad General: Cuadro básico.
Catálogo de medicamentos. 2ª ed. 1999, p. 23-28.


