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Introduction

Kawasaki disease (KD) was first reported by Tomi-
saku Kawasaki in a four-year-old child (Red Cross 
Hospital in Tokyo, Japan, January 1961) [1]. This dis-
ease is an acute vasculitis in children with the mortal-
ity rate of 0.1-2%. The incidence among Asian children 
is significantly higher than in children from other re-
gions, 134-135 per 100,000 children under 5 years of 

age, but this disease occurs throughout the world and 
in all ethnic groups [2–4]. KD occurs primarily in 
young children, with 80% of patients under the age of 
4, and with the peak incidence occurring at 9 to 11 
months of age. The illness is extremely rare in infants 
younger than 3 months of age, while the youngest re-
ported patient in the literature is a 2-week-old neonate 
[5]. The disease is more common in male children, the 
ratio between boys and girls being 1.7:1 [1]. 
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Summary
Introduction. Kawasaki disease is an acute vasculitis which 
occurs primarily in children under the age of 5. The etiology of 
the disease is still unknown. Diagnostic criteria for Kawasaki 
disease are fever and at least four of the five additional clinical 
signs. Incomplete Kawasaki disease should be taken into consid-
eration in case of all children with unexplained fever for more 
than 5 days, associated with 2 or 3 of the main clinical findings 
of Kawasaki disease. The diagnosis of incomplete Kawasaki 
disease is based on echocardiographic findings indicating the 
involvement of the coronary arteries. Cardiac complications, 
mostly coronary artery aneurysm, can occur in 20% to 25% of 
untreated patients and in 4% of treated patients. Case Report.  
In this report we present a case of atypical Kawasaki disease in 
a 3.5-month-old infant. As soon as the diagnosis was made, the 
patient received high doses of intravenous immunoglobulin, with 
the initial introduction of ibuprofen, then aspirin with a good 
clinical response. Due to the presence of aneurysm of coronary 
arteries, further therapy involved aspirin and clopidogrel over 
the following 3 months, and then only aspirin for 2 years. There 
was a gradual regression of the changes in the coronary blood 
vessels to the normalization of the echocardiographic findings 
after 2 years. Conclusion. Kawasaki disease is the second most 
common vasculitis of childhood, so it should be included in the 
differential diagnosis for any child with a prolonged unexplained 
fever. Atypical Kawasaki disease should be taken into consid-
eration in cases when not all clinical criteria are present but 
coronary abnormalities are documented.
Keywords: Mucocutaneous Lymph Node Syndrome; Infant; 
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Origin; Vasculitis; Coronary Vessel Anomalies; Immunoglob-
ulins, Intravenous; Aspirin; Diagnosis; Treatment Outcome

Sažetak
Uvod. Kavasakijeva bolest je akutni vaskulitis koji se prvenstve-
no javlja kod dece mlađe od 5 godina. Etiologija bolesti je još 
uvek nepoznata. Dijagnostički kriterijumi za Kavasakijevu bolest 
su povišena telesna temperatura i najmanje četiri od pet dodatnih 
kliničkih znakova. O atipičnoj Kavasakijevoj bolesti treba misli-
ti kod sve dece sa neobjašnjivom febrilnošću koja traje duže od 
5 dana, koja je praćena sa dva ili tri dodatna klinička znaka. 
Dijagnoza atipične Kavasakijeve bolesti bazirana je na ehokar-
diografskom nalazu koji ukazuje na zahvaćenost koronarnih 
arterija. Srčane komplikacije, najčešće aneurizma koronarnih 
arterija, sreću se kod oko 20−25% nelečenih pacijenata i kod oko 
4% lečenih pacijenata. Prikaz slučaja.  Opisan je slučaj atipične 
Kavasakijeve bolesti kod odojčeta uzrasta 3,5 meseca. Po postav-
ljanju dijagnoze dete je primilo visoke doze intravenskih imuno-
globulina, sa inicijalnim uvođenjem ibuprofena, potom i aspirina, 
uz dobar klinički odgovor. S obzirom na prisustvo aneurizme 
koronarnih arterija, dalja terapija je nastavljena aspirinom i klo-
pidogrelom naredna tri meseca, potom samo aspirinom tokom 
dve godine. Došlo je do postepene regresije promena na koronar-
nim krvnim sudovima, sve do normalizacije ehokardiografskog 
nalaza nakon dve godine. Zaključak. Kavasakijeva bolest je 
drugi po učestalosti vaskulitis u dečjem uzrastu, te treba biti 
uključena u diferencijalnu dijagnozu kod svakog deteta sa pro-
longiranom febrilnošću nepoznatog uzroka. U slučajevima kada 
nisu prisutni svi klinički kriterijumi bolesti, ali je utvrđeno po-
stojanje promena na koronarnim krvnim sudovima, potrebno je 
razmotriti atipičnu Kavasakijevu bolest.  
Ključne reči: Kawasakijeva bolest; Odojče; Predškolsko dete; 
Znaci i simptomi; Groznica nepoznatog uzroka; Vaskulitis; 
Anomalije koronarnih krvnih sudova; Intravenski imunoglo-
bulini; Aspirin; Dijagnoza; Ishod lečenja
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The etiology of the disease is unknown, but clin-
ical and epidemiological presentation suggests an 
infectious origin. However, a particular virus or bac-
teria has not been implicated. There are circumstan-
tial data supporting the role of certain bacterial toxins 
(e.g. staphylococcal toxic shock toxin, streptococcal 
erythrogenic toxin), viruses (Epstein-Barr virus, par-
vovirus, human immunodeficiency virus (HIV)-2) or 
ubiquitous microorganisms that cause clinically man-
ifested disease in genetically predisposed individuals. 
Considering the fact that the disease is more common 
in children of Asian origin, it is likely that genetic 
factors play a role as well [2, 6, 7]. This theory is cor-
roborated by the fact that the disease is more common 
in twins and siblings of affected patients than in gen-
eral population, and is more common in children 
whose parents had the illness in their childhood [6].

Kawasaki disease consists of generalized systemic 
vasculitis, affecting predominantly medium-sized ves-
sels [1]. Coronary arteries are most frequently affected, 
but the process may occur in other extraparenchymal 
muscular arteries such as celiac, mesenteric, femoral, 
iliac, renal, axillary and brachial artery [6]. 

The diagnosis is based on the recognition of char-
acteristic clinical signs [1]. It is important to realize that 
often not all of the symptoms are present at the same 
time, so it is necessary to repeat clinical examinations 
in order to make the diagnosis [7]. Diagnostic criteria 
for KD are fever and at least four of the five addi-
tional clinical signs. Fever within KD can last from 5 
to 25 days, usually reaches 40°C and is unresponsive 
to antibiotics and minimally responsive to antipyretics. 
Other clinical signs are: 1. bilateral bulbar conjunctival 
injections not accompanied by suppuration, usually 
without involvement of the limbus, often accompanied 
by photophobia; 2. changes in the mucosa of the 
oropharynx (bright red, swollen lips with vertical 
cracking and bleeding, red oropharynx, strawberry 
tongue); 3. changes in the peripheral extremities (ery-
thema of the palms and soles, which is often accom-
panied by painful, brawny edema of the dorsa of the 
hands or the feet in the acute phase, followed by desq-
uamation of the fingers which begins at the periungual 
region); 4. polymorphous rash, usually diffuse macu-
lopapular, although it can be scarlatiniform,  multi-
form, urticarial, rarely micropustular, but never bullous 
or vesicular; 5. cervical lymphadenophathy (more than 
1 lymph node exceeding 1.5 cm in diameter), without 
suppuration, usually unilateral, with involvement of 
the front cervical lymph nodes [1, 6, 7].

The least common clinical sign is cervical lym-
phadenopathy, which is present in only about 50% of 

children with KD and significantly more often in old-
er children [8]. Younger children with KD tend to be 
more irritable. Although not included in the diagnostic 
criteria, gastrointestinal symptoms such as nausea, 
vomiting and diarrhoea, as well as arthritis and arthral-
gia, are common in children with KD [9]. In addition, 
other clinical manifestations may be present in some 
cases such as aseptic meningitis, facial palsy, ataxia, 
encephalopathy, hemiplegia, cerebrovascular accident, 
sensorineural hearing loss, pleural effusion, pulmonary 
infiltrates, otitis media, acute renal failure, abdominal 
pain, hepatitis, gallbladder hydrops, pancreatitis, jaun-
dice, swelling of the testicles, urethritis and, very 
rarely, rhabdomyolysis and hemophagocytic syndrome 
[1, 3, 4, 6].

Incomplete or atypical KD should be taken into 
consideration in case of all children with unexplained 
fever for more than 5 days, associated with 2 or 3 of 
the main clinical findings of KD [1]. The diagnosis of 
incomplete KD is based on echocardiographic findings 
indicating the involvement of the coronary arteries [1, 
6]. Ten percent of children with aneurismal changes in 
coronary vessels fall into this category. Incomplete 
clinical presentation of KD is very common in infants, 
especially under the age of 6 months [7]. Two most 
commonly absent symptoms in atypical cases are cer-
vical lymphadenopathy and polymorphous rash while 
mucosal changes are nearly always found [3].

Kawasaki disease is usually self-limiting, having 
a triphasic course, with an average duration of symp-
toms of approximately 12 days [3, 7]. The acute phase 
begins with fever, conjunctivitis, oral changes, lym-
phadenopathy and rash and lasts for almost one to two 
weeks. The subacute phase is characterized by desq-
uamation of the hands and feet and conjunctivitis may 
also persist during this phase. The convalescent phase 
starts when all the clinical signs have resolved and 
ends when the laboratory abnormalities have returned 
to normal, usually four to six weeks after the onset of 
disease [3].

The diagnosis of KD is based on clinical charac-
teristics; there are no confirmatory laboratory tests. 
However, certain laboratory tests can be used to sup-
port the diagnosis, such as elevated erythrocyte sed-
imentation rate (ESR) (≥40 mm/h) or elevated C-reac-
tive protein level (CRP) (≥3 mg/l), leukocytosis (≥15000/
µL) with predominance of granulocytes, normochromic 
and normocytic anemia, sterile pyuria (≥ 10 leukocytes 
in the sediment, although suprapubic urine generally 
does not show piura, which suggests urethritis) and pro-
teinuria. It is expected to find a moderate increase in 
the levels of transaminases, especially serum alanine 
aminotransferase >50 U/L (can be found in about 30% 
of patients due to congestion of the liver), gamma 
glutamyl transferase (GGT) increase (in almost 70% of 
patients), mild hyperbilirubinemia (in about 10% of 
patients), hypoalbuminemia, thrombocytosis ≥450000/
mm3 (an increase in the platelet count is recorded in the 
second week of illness with a peak in the third week; 
thrombocytopenia is very rare and is a risk factor for 
coronary aneurysms), abnormal serum lipid levels, in-
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cluding elevated triglyceride levels and low-density li-
poprotein (LDL) levels and decreased high-density li-
poprotein (HDL) levels, hyponatremia (<135 mEq/L, 
which is associated with an increased risk of coronary 
artery aneurysms) and elevated serum IgE levels. Pleo-
cytosis with predominance of mononuclear cells can be 
detected in the cerebrospinal fluid, as well as the in-
flammatory cells in the synovial fluid [1, 6, 7]. Clinical 
experience suggests that KD is unlikely if acute-
phase inflammatory reactants and platelet count are 
within normal values   after seven days of illness [6].

Kawasaki disease, which was initially thought to 
be a benign, self-limiting febrile illness, is now known 
to be associated with sudden death in about one percent 
of the affected children due to acute coronary vasculi-
tis, which leads to thrombus formation in the affected 
vessels and myocardial infarction [9]. Cardiac compli-
cations can occur in 20% to 25% of untreated patients 
and in 4% of treated patients. The most common car-
diac complication seen in KD is coronary artery aneu-
rysm [7]. Changes in blood vessels usually occur 10 
days to 4 weeks after the onset of symptoms, but they 
may occur earlier, while their presence for more than 
5 weeks after the onset of fever is uncommon [7, 9]. 
They tend to resolve in 50% of patients within 5 to 
18 months. Expeditious diagnosis is crucial, because 
treatment with immunoglobulin within the first 10 
days of illness significantly reduces the incidence of 
coronary artery aneurysms [7]. For this reason, it is 
recommended to perform at least three echocardio-
grams in children with KD in the first 6 weeks of the 
disease [10]. 

Since the etiology is unknown, pharmacological 
therapy is non-specific and directed towards modula-
tion of the inflammatory response and inhibition of 
platelet activation with the aim of preventing coronary 
artery aneurysms [11]. Treatment should begin with 
intravenous immunoglobulin (IVIG) and high doses 
of aspirin as soon as the diagnosis is made. The recom-
mended dose of IVIG is 2 g/kg given as a one-time 
infu sion during an 8- to 12-hour period. It is recom-
mended to start this therapy within the first 10 days of 
the illness. The exact mechanism of IVIG’s action is 
unknown, but it appears to have generalized anti-in-
flammatory activity [7]. In addition to prevention of 
coronary ar tery aneurysms, normalization of lipid pro-
files and improvement of cardiac contractility seem to 
be other effects. The patient should also be given as-
pirin for its antiinflammatory and antiplatelet activity. 
In addition to aspirin, other antiplatelet drugs can be 
used such as clopidogrel and inhibitors of the platelet 
glycoprotein IIb/IIIa receptor [1, 11]. For treatment of 
IVIG-resistant patients, a variety of therapies has been 
tried including repeated dose of IVIG, high-dose pulse 
methylprednisolone, cyclophosphamide or methotrex-
ate, but there is no established guideline for the choice 
of treatment. One possibility is the use of infliximab, 
a monoclonal antibody against tumor necrosis factor 
alpha (TNF-alpha), as well as plasmapheresis [12]. 

The overall prognosis for patients with KD de-
pends on the severity of coronary artery involvement 

as a risk factor for myocardial ischemia (MI). Pa-
tients with aneurysms larger than 8 mm are at the 
highest risk for MI. Aneurysms that are 8 mm or 
smaller tend to regress over time, and those that are 
6 mm or smaller tend to resolve completely. Patients 
without any cardiovascular abnormalities tend to do 
well, and are generally asymp tomatic at their long-
term follow-up examination [7].

Case Report

The patient is a 3.5-month-old female infant, who 
developed the symptoms of fever (39.2 oC axillary), 
cough and diarrhea, followed by redness of the skin 
on the trunk next day. Ambulatory oral antibiotic 
therapy (amoxicillin) was introduced. However, the 
child was hospitalized the same day because of the 
recurrence of fever. On admission to hospital, the 
child had clinical signs of disease in the form of rose-
colored exanthema on the trunk, dry and intensely 
red lips, extreme hyperemia of the mucosa of the 
oropharynx, bilateral suboccipital and submandibu-
lar lymph nodes palpable to 0.5 cm. The laboratory 
analysis showed a high level of CRP (96 mg/l), ele-
vated ESR (48 mm/1h), leukocytes within normal 
ranges, prolonged activated partial thromboplastin 
time (APTT) (37.7 sec), elevated level of GGT (2.04 
ukat/l) and increased titters of specific IgM antibod-
ies for Adenovirus and Epstein Barr virus. Antinu-
clear, antimitochondrial, antiparietal, anti-smooth 
muscle antibodies, serum immunoglobulin, C3 and 
C4 complement components were within normal 
ranges. Urine analysis showed proteinuria and sterile 
pyuria (25-30 leukocytes in the sediment, uricult 
negative). Bacteriological culture of blood, cerebro-
spinal fluid and stool were negative. Staphylococcus 
aureus was isolated from the nasal swab, while the 
throat swab showed Candida albicans in large num-
bers. Ultrasound of the neck pointed to the enlarge-
ment of lymph nodes along the sternocleidomastoid 
muscle, of approximately 12.5 mm in diameter. 
Echocardiography detected a previously diagnosed 
heart defect (atrial septal defect and stenosis arteriae 
pulmonalis) with suspected aberrant coronary blood 
vessel. The child was examined by an otorhinolaryn-
gologist three times to exclude focal point in the 
otorhinolaryngeal region.

As soon as the patient was hospitalized, parenter-
al antibiotic therapy (ceftazidime) was introduced 
with antipyretic for a suspected systemic infection. 
Despite the applied therapy, the child had daily 4 to 
5 episodes of high fever (39.4 °C). Initially present 
macular rash decreased gradually, while the redness 
of the lips and buccal mucosa maintained, with the 
appearance of strawberry tongue and conjunctival 
injection. In the further course, diarrhea started with 
5-7 watery stools. On the 7th day of hospitalization 
another parenteral antibiotic (amikacin) was intro-
duced. Since the febricity continued with persistent 
clinical findings and an increase in the level of acute-
phase inflammatory reactants (CRP 96 mg/l, ESR 
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78 mm/1h, procalcitonin 0.09 ng/ml, leukocytes 
19,82 x 109/l, platelets 806 x 1012/l), the diagnosis of 
atypical KD was made after other differential diag-
nostic possibilities had been excluded. On the 13th 
day of hospitalization the patient received high dos-
es of IVIG (a total of 11 g for 4 days, about 1.8 g/kg), 
with initial introduction of ibuprofen 30 mg/kg/day, 
then aspirin 50 mg/kg/day. The child became subfe-
brile after the first dose of IVIG and the following 
day the child was afebrile. All previously described 
clinical signs of disease withdrew and the laboratory 
parameters returned to the normal values. During the 
hospitalization, the child was repeatedly examined 
by a cardiologist with echocardiographic evaluation 
at the beginning and at the end of treatment. The 
initial finding, as previously described, spoke in fa-
vor of aberrant coronary artery, while the subsequent 
ultrasound monitoring, after completion of IVIG 
therapy, detected suspected dilatation of this vessel. 
Because of the need for sophisticated cardiac diag-
nostic and monitoring procedures and the possible 
development of complications, the child was trans-
ferred to the Institute for Health Protection of Mother 
and Child in Belgrade on the 17th day of hospitaliza-
tion. During hospitalization in that institution, the 
aneurysm of both coronary arteries was diagnosed 
with the presence of thrombus, so further therapy in-
volved continued administration of aspirin (5 mg/kg/
day) and clopidogrel (0.13 mg/kg/day) over the follow-
ing 3 months, and after that period only aspirin (8 mg/
kg/day) for 2 years. In the further course of treatment 
there was a gradual regression of the changes in coro-
nary blood vessels, to the normalization of the 
echocardiographic findings after 2 years.

Discussion

Kawaski disease is a multisystem vasculitis 
mainly affecting medium-sized blood vessels. It is 
the second most common cause of vasculitis after 
Henoch Scholein Purpura (HSP) in children [13]. In 
a study sample of 1,374 patients with KD, only 61 
patients (4%) were under 6 months of age at diag-
nosis, while 114 patients (8%) were between the 
ages of 6 months and a year [14]. Therefore, our 
patient, aged 3.5 months, belongs to the age group 
where the occurrence of KD can be expected, but 
it is a rarity. This disease more frequently occurs is 
boys [1]. In contrast, in our case it was a female 
infant. The etiology of the disease remains un-
known. It is considered that an autoimmune and 
genetic component may have an impact on the oc-
currence of the disease. A possible infectious agent 
is often mentioned as well [13, 15]. In our case, all 
bacteriological cultures taken were negative, nasal 
swab detected Staphylococcus aureus, while the 
specific IgM antibodies for some virus were elevat-
ed, indicating the actual viral infection.

It is important to keep in mind that about 20% of 
fevers in childhood have no apparent cause. A sig-
nificant number of these children may have a serious 

bacterial infection. Whenever the fever of unknown 
cause is present in children 0-36 months of age, we 
should closely monitor these children and thorough-
ly seek for the cause of fever [16]. Diagnosis of KD 
is based on clinical criteria. The most important and 
the only criterion which is always present is pro-
longed fever, lasting longer than 5 days. It cannot be 
reduced by antibiotic therapy and is relatively resist-
ant to antipyretics [1]. This criterion is met in the 
case of our patient, in whom fever persisted despite 
the applied dual parenteral antibiotic therapy and 
antipyretics. Other criteria are the presence of bi-
lateral conjunctivitis, changes of the oropharyngeal 
musoca, and changes in the periphery of the ex-
tremities, cervical lymphadenopathy and rashes on 
the skin [7]. Our patient had three of the five crite-
ria, which is a characteristic of atypical manifesta-
tion of KD. Exanthema on the trunk and severe 
oropharyngeal mucosal hyperaemia were present at 
the very beginning of the disease, while in the fur-
ther course bulbar hyperaemia appeared.

In addition to these clinical signs of disease, which 
are important criteria for the diagnosis, KD can be 
characterized by the presence of clinical manifestations 
of other organ systems [7]. Our patient had diarrhea as 
well. According to the literature, the disease often 
manifests with less than 4 characteristic criteria in chil-
dren under 6 months and over 5 years of age, which is 
beyond the typical age for KD appearance. These chil-
dren are also at greater risk for making a diagnosis 
after 12 days from the onset of the disease [14]. All of 
this was confirmed in the case of our patient.

As far as laboratory analysis is concerned, no 
single finding is crucial for the diagnosis of KD. 
However, associated pathological values   of certain 
laboratory parameters can help us to make the diag-
nosis. In case of KD and related laboratory findings, 
we expect an increase in the level of acute-phase 
inflammatory reactants, anemia, thrombocytosis, 
hypoalbuminemia, hyponatremia, hypertriglyceri-
demia, a decreased level of HDL with an increased 
level of transaminases [1, 6, 7]. In our patient, the 
laboratory analysis revealed an increase in CRP, fi-
brinogen and procalcitonin level, leukocytosis, 
thrombocytosis and an increased level of GGT. Urine 
analyses of patient with KD often show sterile pyuria 
and proteinuria [6], as observed in our case. Other 
laboratory tests were within normal ranges.

When KD is diagnosed on the basis of clinical 
manifestations and laboratory criteria, the therapy 
should be immediately introduced in order to prevent 
possible complications [10]. The aim of the therapy in 
the acute phase is to reduce inflammation in the walls 
of the coronary arteries and to prevent coronary 
thrombosis [6]. Treatment using a high dose of IVIG 
with aspirin, based on randomized controlled trials 
and meta-analyzes, clearly reduces the risk of occur-
rence of aneurysm of the coronary arteries. Two g/kg 
of IVIG is the optimal dose, usually given as a single 
infusion and this regimen is considered to have a 
greater therapeutic effect in prevention of aneurysm 
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comparing to the 4-day regimen (400 mg/kg/day for 
four consecutive days). Currently, aspirin at a dose of 
30–50 mg/kg/day is recommended during the acute 
phase of the illness. It has not been proved that treat-
ment with higher doses of aspirin is more effective in 
reducing the incidence of complications. Lower doses 
are better tolerated in terms of gastrointestinal and 
other side effects [10].

In case of our patient, the diagnosis was not made 
at the onset of the disease due to the atypical clinical 
presentation, and the treatment started at a later phase 
of the disease, on the 13th day of hospitalization. Our 
patient had been receiving IVIG for four days in a 
total dose of 1.8 g/kg with aspirin in a dose of 50 mg/
kg/day and the clinical improvement was observed 
immediately after the introduction of therapy with 
IVIG and aspirin, and the laboratory parameters re-
turned to the normal values. Cardiac complications 
can occur in 20% to 25% of untreated patients and in 
4% of treated ones. Patients under 1 year of age are 
more likely to have coronary artery abnormalities [7, 
14]. In spite of the applied therapy, some complications 
appeared in our patient. Echocardiographic monitoring 
revealed aneurysms of the coronary arteries with the 
subsequent occurrence of thrombosis on the 13th day 

of treatment. Long-term therapy for patients who de-
velop coronary artery aneurysms is aimed at prevent-
ing myocardial ischemia and myocardial infarction [6]. 
If aneurysms persist, low doses of aspirin are recom-
mended. Clopidogrel is an alternative therapy that may 
be taken into consideration [10]. In our case, both as-
pirin and clopidogrel were initially introduced due to 
the persistence of aneurysms and in the later course 
only aspirin was continued leading to gradual regres-
sion of the mentioned complications after 2 years.

Conclusion

Kawasaki disease is the second most common vas-
culitis of childhood, so it should be included in the 
differential diagnosis for any child with a prolonged 
unexplained fever. Atypical Kawasaki disease should 
be taken into consideration in cases when not all clin-
ical criteria are present but coronary abnormalities are 
documented. Making the early diagnosis is the main 
challenge for the physicians because treatment in the 
first ten days modifies the prognosis of the disease. 
As soon as the diagnosis is made, the therapy should 
start and the patient should be carefully re-evaluated 
for possible development of complications.

References
1.  Deaconu A, Voda D, Popovici B, Ispas M. Atypical Kawa-

saki disease case report. Bulletin of the Transilvania University of 
Brasov. 2012;5(54):105-13.

2. Jamieson N, Singh-Grewal D. Kawasaki disease: a 
clinician’s update. Int J Pediatr. 2013;2013:645391.

3. Billoo AG, Lone SW, Siddiqui S, Atiq H. Incomplete Kawa-
saki disease: are we missing it? J Pak Med Assoc. 2009;59(1):42-3.

4. Tizard EJ. Complications of Kawasaki disease. Curr Pae-
diatr. 2005;15(1):62-8.

5. Kara A, Tezer H, Devrim I, Kilic Korkmaz E, Karagoz T, 
Ozer S, et al. Kawasaki disease a case report in extreme of pedia-
trics. Infect Dis Pract 2006;14:333-4.

6. Newburger JW, Takahashi M, Gerber MA, Gewitz MH, 
Tani LY, Burns JC, et al. Diagnosis, treatment and long-term ma-
nagement of Kawasaki disease: a statement for health professionals 
from the Committee on rheumatic fever, endocarditis, and Kawa-
saki disease, Council on cardiovascular disease in the young, 
American Heart Association. Circulation. 2004;110:2747-71.

7. Cox JR, Sallis RE. Recognition of Kawasaki disease. Perm 
J. 2009;13(1):57-61.

8. Lee ST, Nar MY, Kua KE, Chen WC, Wang NK. Kawasa-
ki disease presenting as cervical lymphadenitis and a retropharyn-
geal abscess: a case report. FJJM. 2007;5(4):221-6.

9. Owa JA, Ahmad N, Abusrair HA, Shawfey SH. Kawasaki 
disease: report of three cases. Bahrain Med Bull. 1995;17(2).

10. Eleftheriou D, Levin M, Shingadia D, Tulloh R, Klein NJ, 
Brogan PA. Management of Kawasaki disease. Arch Dis Child. 
2014;99(1):74-83.

11. Williams RV, Minich LL, Tani LY. Pharmacological the-
rapy for patients with Kawasaki disease. Paediatr Drugs. 
2001;3(9):649-60.

12. Yu HJ, Lee SJ, Sohn S. Infliximab treatment for a patient 
with refractory Kawasaki disease. Korean J Pediatr. 2006; 
49(9):987-90. 

13. Rashid AM, Kamal SM, Ashrafuzzaman M, Mustafa KG. 
Kawasaki disease and its treatment: an update. Curr Rheumatol 
Rev. 2015;10(2):109-16.

14. Manlhiot C, Yeung RS, Clarizia NA, Chahal N, McCrindle 
BW. Kawasaki disease at the extremes of the age spectrum. Pedi-
atrics. 2009;124(3):410-5.

15. Tsai HC, Chang LY, Lu CY, Shao PL, Fan TY, Cheng AL, 
et al. Transmission of acute infectious illness among cases of 
Kawasaki disease and their household members. J Formos Med 
Assoc. 2015;114(1):72-6.

16. Kuzmanović S, Rončević N, Stojadinović A. Febrilnost 
bez fokusa kod dece uzrasta do 36 meseci. Med Pregl. 2006;59(3-
4):187-91.

Rad je primljen 19. IV 2015.
Recenziran 2. IX 2015.
Prihvaćen za štampu 4. IX 2015.
BIBLID.0025-8105:(2016):LXIX:1-2:53-57. 


