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Summary
Kawasaki disease appears to be the most common 
cause of acquired heart disease and later on myocar-
dial infarction in children. It draws special attention 
to itself because of its undisclosed etiopathogenesis 
of developing coronary arteries aneurysms and is-
chemic heart disease as well as lack of pathogno-
monic symptoms or definite diagnostic criteria. It 
is usually diagnosed when fever is present for five 
or more days together with various mucocutaneous 
manifestations. Although there are no specific labo-
ratory findings, inflammatory markers are most of-
ten helpful to rule out Kawasaki disease or to pre-
dict the risk of its complications. Cardiac imaging 
is also essential because coronary abnormalities is 
one of the most severe complications of the disease. 
Though treatment schemes are established, new ap-
proaches appear due to intensive research programs 
and constantly updating news on etiology, patho-
genesis and previous cases outcomes.

Introduction
Kawasaki disease (KD), first described by Tomisaku 

Kawasaki in Japan in 1967, is an acute systemic vasculitis 
of the small- and medium-sized arteries that most common-
ly affects children between 6 months and 5 years of age. 
However, older children and even adults with Kawasaki 
disease have been described [1, 2]. The clinical characteris-
tics of KD are prolonged fever, conjunctivitis, diffuse mu-
cosal inflammation, polymorphous skin rashes, indurative 
edema of the hands and feet associated with subsequent 

peeling of the skin of the fingertips, and nonsuppurative 
cervical lymphadenopathy [3]. KD is the leading cause of 
acquired heart disease in children that results in coronary 
artery aneurysms in 20% to 25% if untreated [4, 5]. Ad-
vancement in treatment with intravenous immunoglobulin 
and aspirin has reduced the incidence of coronary artery le-
sions from about 25% to 5%. Studies reveal, that more than 
20 percent of patients have various post Kawasaki disease 
cardiac sequalae, including coronary artery stenosis which 
occurs ≥15 years after the disease onset. As more patients 
with a history of Kawasaki disease and coronary aneurysms 
reach young adulthood, acute myocardial infarction is now 
being increasingly recognized in this population making 
the disease a matter of adults’ health as well. [6, 7]. 

The aim of this review is to overview the latest infor-
mation about kawasaki disease, news in ethiopathogenesis, 
diagnostics and treatment the main focus giving to the heart 
damage.

Design and methods
Epidemiology. Kawasaki disease (KD), first described 

by a Japanese pediatrician in 1967, is the second common-
est vasculitis of childhood after Henoch Schönlein purpura 
and the most common cause of acquired heart disease in 
children of developed countries [8, 9]. The disease has a 
male predominance (the male to female ratio is 1.5:1) [1], 
seasonality and occasional epidemics [9]. KD is most of-
ten seen in children between 6 months and 5 years of age. 
The incidence of KD is highest in Japan and other Eastern 
Asia countries, as well as in Asians born and living in low 
incidence countries, suggesting a genetic predisposition 
to susceptibility [1, 10]. The disease has attracted special 
interest, because death is most frequently attributable to 
ischemic heart disease in children caused by thrombosed 
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coronary artery aneurysms, secondary to coronary arteritis 
[11]. Without treatment, 1 in 5 children develops coronary 
artery aneurysms and about 2,5% of KD cases are compli-
cated with myocardial infarction [4, 12, 8].

Etiology. Despite four decades of research, the etiol-
ogy of KD remains unproven; it seems most likely that KD 
is triggered by an infectious agent or agents in genetically 
susceptible children [4]. A number of bacterial and viral 
pathogens, including retroviruses, human adenoviruses, 
Epstein–Barr virus, coronavirus, propionibacterium acnes, 
staphylococcal and streptococcal superantigens, and un-
identified virus particles were implicated as infectious trig-
gers of KD. To date, no single pathogen has been confirmed 
in subsequent studies [1, 9, 13]. Many different studies sug-
gest that the trigger of KD is most likely a currently uniden-
tified virus, as viral-like cytoplasmic inclusion bodies have 
recently been detected in acute KD tissues [1, 14, 10].

Although an etiologic agent(s) has not been found, the 
role of genetic susceptibility to KD has long been evident 
through its striking predilection for children of Japanese 
ethnicity regardless of their country of residence [8]. Cur-
rently genetic studies have identified a number of immune 
and apoptosis-related genes which have been associat-
ed with susceptibility and/or disease outcome as well as 
genes, accountable for aneurysm formation and response 
to  intravenous immunoglobulin (IVIG) [9, 13, 14, 15]. 
Susceptibility to KD is highly likely to be polygenic, and 

additional genes will undoubtedly be identified over time.
Pathogenesis. Autopsy studies of fatal cases have 

clearly demonstrated that inflammation occurs in multiple 
organs and tissues in KD [14]. A large number of T cells, 
large mononuclear cells, macrophages and plasma cells, 
with a smaller number of neutrophils, are observed in vari-
ous organ tissues in fatal cases of acute KD. Additionally, 
various inflammatory cytokines and chemokines (tumor 
necrosis factor alfa, nuclear factor-kappa B, interleukin 
(IL)-17, transforming growth factor beta, granulocyte col-
ony stimulating factor, IL-1b, IL-6, follistatin-like protein 
1, Toll-like receptors 2 and 4), matrix metalloproteinases, 
nitric oxide production, autoantibody production, and ad-
hesive molecule expression are also overactivated in the 
acute stage of KD which are considered to facilitate vas-
cular endothelial inflammation and then participate in the 
pathogenesis of KD and coronary arteries lesions (CALs) 
formation [1, 7, 16]. Inflammation of the coronary arteries 
is the most clinically significant aspect of the illness. In-
flammatory cells invade the intima and destroy the internal 
elastic lamina continuing to infiltrate tunica media. With 
inflammatory cell invasion from the adventitia, panvascu-
litis develops. The internal and external elastic layers be-
come fragmented, and when aortic blood pressure becomes 
unbearably high, aneurysm formation begins [10, 17]. An-
eurysms develop on about the 12th day after disease onset, 
when the damage is severe. The blood eddies in the aneu-

Fever persisting for at least 5 days
Fever is generally high and spiking (often to 400 C or higher) 
and persists in untreated patients for 1–2 weeks or longer.

Presence of at least four of the following five principal features:
1) Changes in distal extremities These changes are distinctive and acutely include erythema, 

edema and, sometimes, induration of the hands and feet and 
periungual desquamation of the fingers and toes.

2) Polymorphic exanthema Skin eruptions involve the trunk and extremities and 
may have several forms including urticarial exanthema, a 
morbilliformmaculopapular eruption (occasionally with target 
lesions) or a diffuse scarlatiniform rash.

3) Nonexudative, painless, bilateral 
conjunctival injection (5% are 
exudative)

The bulbar conjunctivae, rather than the palpebral or tarsal 
conjunctivae, are involved.

4) Changes in the lips and oral cavity Strawberry tongue, redness and cracking of the lips, and erythema 
of the lips and oropharyngeal mucosa. Ulcerative lesions are not 
seen.

5) Cervical lymphadenopathy (at 
least one lymph node with a diameter 
of 1.5 cm or more)

The lymphadenopathy is usually unilateral, with firm and slightly 
tender nodes.

Table 1. Diagnostic criteria for Kawasaki disease delineated by the American Heart Association
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rysm, making it easy for thrombi to form, and thrombotic 
occlusion is found in the coronary artery aneurysm of many 
autopsies of acute-stage KD patients. However, two-thirds 
of patients have no symptomatic episodes. Moreover, 50% 
aneurismal segments, regress to normal internal lumen di-
ameter within 2 years after illness onset. The likelihood of 
regression is inversely proportional to aneurysm size, and 
regression rarely continues after 2 years [4, 11, 17].

Clinical findings and diagnosis. The clinical course 
for KD has been divided into 3 phases: acute (lasts from 
the onset of fever until its resolution, and without treatment 
lasts for an average of 11 days), subacute (begins once the 
fever resolves and lasts until all of the clinical features of 
KD have resolved, which typically takes about 2 weeks), 
and convalescent (starts after the subacute phase and is 
considered to be complete once the erythrocyte sedimenta-
tion rate (ESR) and platelet count have normalized, usually 
4 to 8 weeks after fever onset) [1].

Diagnostic criteria. If possible, it is best to make a di-
agnosis of Kawasaki disease within 10 days of the onset 
of illness. To date, there is no specific diagnostic test or 
pathognomonic finding for KD. Diagnosis is based on the 
presence of fever lasting 5 days or longer with at least 4 of 
5 specific clinical criteria delineated by the American Heart 
Association (AHA) (Table 1) [4, 1, 15, 18]. Approximately 
90% of patients have mucocutaneous manifestations. Poly-
morphous eruptions, that in almost all cases occurs on the 
trunk and extremities, often with perineal accentuation, a 
scarlatiniform groin area dermatitis, erythema and edema 
of the hands and feet, oral mucosa changes, conjunctival 
injection, and cervical lymphadenopathy are key mucocu-
taneous signs of Kawasaki disease [1].

The classic criteria for KD are not fulfilled in almost 
one-third of children with coronary aneurysms. Therefore 
patients with fever for at least 5 days and less than four 
principal features can be diagnosed as having Kawasaki 
disease when coronary artery disease (coronary aneurysm 
or dilatation) is detected by two-dimensional echocardiog-
raphy or coronary angiography [4, 15, 18].

A variety of nonmucocutaneous features that are not 
part of the diagnostic criteria may be seen in association 
with KD. It includes arthritis that may be polyarticular or 
oligoarticular, mainly involves the large and it is often quite 
painful. Gastrointestinal complaints, mainly abdominal 
pain, diarrhea, and vomiting, are another common feature 
that may be seen in up to one-third of patients. Bile duct 
inflammation, hepatitis, gall bladder hydrops, jaundice, 
pancreatitis, aseptic meningitis, respiratory symptoms, 
otitis media or tympanitis, facial nerve palsies have been 
reported to be associated with KD [1].

Laboratory findings. No laboratory result is specific 
for Kawasaki disease, but laboratory studies help to rule 
out Kawasaki disease and predict the risk of complications. 
KD is invariably associated with an inflammatory process, 
with elevation of ESR, C-reactive protein (CRP) and white 
cell count (elevated neutrophil count and decreased lym-
phocyte count). In the absence of significant inflammation, 
the diagnosis of KD is unlikely [1, 9].

Abnormal laboratory values such as high ESR, high 
platelet count (>450,000/mm3), low hematocrit, low al-
bumin levels, and refractory Kawasaki disease have been 
found to correlate with the development of coronary artery 
lesions after KD [1, 19]. Moreover, patients with WBCs, 
neutrophils, and CRP levels that continue to increase after 
IVIG therapy also portend a higher risk for coronary artery 
complications [1].

Cardiac imaging. Cardiac imaging is essential early 
in the disease course to seek coronary abnormalities [5]. 
Echocardiography, as the American Heart Association 
(AHA) 2004 guidelines recommend, is the first choice for 
routine coronary artery surveillance and is used to screen 
patients with KD for the presence of coronary artery pa-
thology [20]. Conventional coronary angiography is the 
gold standard for coronary artery lumen evaluation and is 
able to detect CAAs, coronary artery stenosis and coro-
nary occlusion. Angiography finding shows that CALs of 
Kawasaki disease usually involve the proximal segments 
of the major branches, left anterior descending and right 
coronary arteries, and tend to be localized [2]. However, 
these imaging modalities have some significant limitations. 
With echocardiography it is only usually the proximal part 
of the coronary arteries that can be visualized adequately. 
Furthermore, there are risks associated with conventional 
coronary angiography because of its invasive nature and 
with the exposure to contrast agents and radiation. Car-
diovascular magnetic resonance (CMR) has the ability to 
perform non-invasive and radiation-free evaluation of the 
proximal and mid-portion of the coronary artery lumen and 
vessel wall. It can also image myocardial inflammation, 
ischemia that can be accessed by using pharmacological 
stress testing, and fibrosis [5, 20].

Cardiac complications. Cardiac complications includ-
ing myocarditis, pericarditis, valvular dysfunction, arrhyth-
mias, coronary artery aneurysms, thrombosis, congestive 
heart failure or myocardial insufficiency are the leading 
causes of morbidity and mortality in patients with Kawa-
saki disease, affecting an estimated 20 – 30% of patients. 
Despite the fact that coronary disease requiring revascu-
larization is rare, coronary artery lesions such as coronary 
artery fistula formation, coronary artery dilatation, and cor-
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onary artery aneurysms resulting in myocardial infarction 
are the most common complications of Kawasaki disease. 
[4, 5, 15, 12]. The most widely used definition of CAL is 
based on the Japanese Ministry of Health criteria: maxi-
mum absolute internal diameter >3 mm in children younger 
than 5 years of age or >4 mm in children 5 years and older, 
or a segmental diameter 1.5 times greater than that of an 
adjacent segment, or the presence of luminal irregularity. 
Coronary artery aneurysms are considered small when the 
diameter is <5 mm, medium when the aneurysm is 5 to 8 
mm in diameter, and giant when the diameter is >8 mm; the 
larger the aneurysm, the poorer the prognosis, especially in 
these who occasionally have aneurysms not only in coro-
nary arteries but also in systemic vessels. [4, 5, 15]. Risk 
factors for coronary aneurysms include male gender, age 
younger than 1 year (especially <6 months) or older than 
5 years (especially >9 years), persistent fever despite ade-
quate treatment using IVIG therapy, anemia, hypoalbumin-
emia, high CRP levels at presentation and other laboratory 
markers indicating more severe vasculitis [4,5,20].

Aneurysms which form during the acute phase of Ka-
wasaki disease can remodel, remain unchanged, progress 
to stenotic lesions, or thrombose. Low blood flow within 
the aneurysm predisposes to thrombus formation leading to 
ischemia and/or infarction [2, 6, 20]. The most prominent 
late histological feature of CAL in Kawasaki disease is in-
timal thickening. Excessive intimal thickening can develop 
into localized stenosis. Regional stenosis is caused mainly by 
inward luminal intimal thickening and usually develops in 
both the inflow and outflow shoulders of the aneurysm [17,7].

Myocardial infarction due to thrombosis in inflamed 
coronary arteries may present with symptoms of unrest, 
vomiting, and abdominal pain. However, two-thirds of pa-
tients with occlusion have no symptomatic episodes. This 
is a characteristic finding of KD which is consistent with 
histological findings, such as recanalization and well-de-

veloped collateral arteries. “Arteries in artery” is the typical 
histological form of Kawasaki disease, which is the result 
of recanalized vessels after aneurysm occlusion [5,17,7].

Advancement in treatment with intravenous immuno-
globulin and aspirin during the acute phase has dramatically 
reduced the incidence of CALs from about 25% to 5%. How-
ever, up to 5% of those affected develop coronary aneurysms, 
predisposing them to thrombotic complications [12,7].

Most aneurysms tend to decrease in size. Small-to me-
dium-sized aneurysms are likely to regress within 1 to 2 
years after disease onset, after that, regression is less likely 
to occur. The frequency of regression is 32% to 50%. How-
ever, patients with giant coronary aneurysms are less likely 
to experience aneurysm regression. In addition, morpho-
logical changes such as intimal thickening, reduced ability 
to dilate and abnormal endothelial cell function have been 
reported in affected segments [17, 12, 20].

Carotid intima-media thickness, a surrogate marker of 
atherosclerosis, is associated with systemic arterial stiff-
ness in children several years after diagnosis of Kawasaki 
disease. This finding is more frequent in those who had cor-
onary lesions, but can also occur in the group with normal 
coronary arteries. Atherosclerosis in KD patients greatly 
differs histologically from common atherosclerotic find-
ings. Autopsies of patients who died late after KD revealed 
calcified aneurysms (a pathognomonic sign of KD in later 
life), myointimal proliferation and organised thrombi with 
recanalisation, whereas lipid-laden macrophages and cho-
lesterol crystals, the hallmarks of common atherosclerosis 
were not observed [21, 22, 2].

Atypical KD. Incomplete and atypical forms of KD have 
been described for patients who do not meet clinical crite-
ria but have no other diagnosis that fits their symptoms. Ac-
cording to the 2004 AHA guidelines, a patient with at least 
5 days of fever, 2 or 3 additional clinical diagnostic criteria, 
and abnormal laboratory values typical for KD should be 
diagnosed with incomplete KD. These patients may be out-
side the age range for KD: incomplete KD is more common 
in young infants than in older children [1, 15]. In atypi-
cal KD, the clinical picture is dominated by an unusual 
symptom as seizure, bloody diarrhea, compressive cervi-
cal adenopathy, nephrotic syndrome or hyponatremia [21]. 

The AHA 2004 supplemental laboratory criteria are 
helpful for diagnosing incomplete KD (Table 2). Patients 
with unexplained fever lasting more than five days (with 2 
or 3 principal clinical features of KD) should undergo labo-
ratory testing, and if there is evidence of systemic inflam-
mation, an echocardiogram should be obtained even if the 
patient does not fully meet the clinical criteria of KD. [15]

Post-Kawasaki and follow-up. The follow-up is orga-

Fever of >5 d associated with 2 or 3 clinical criteria 
and:

▪ C-reactive protein ≥3.0 mg/dL and/or:
▪ erythrocyte sedimentation rate ≥40 mm/h with 

the following criteria:

1) albumin ≤3.0 g/dL;
2) anemia for age;
3) elevation of alanine aminotransferase;
4) platelets after 7 d ≥450,000/mm3

5) white blood cell count ≥15,000/mm3

6) urine ≥10 white blood cells/high-power field

Table 2. The 2004 AHA supplemental laboratory criteria
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nized according to the existence or non-existence of coro-
nary artery lesions. For children, who had no or regressive 
CALs, it is essential to recommend a cardiovascular risk 
factors prevention strategy further in life. All patients with 
KD should undergo echocardiography at diagnosis and 6–8 
weeks after the onset of the disease. Echocardiography 
should be performed at least weekly in those with aneu-
rysms detected on initial echocardiography and those with 
ongoing active inflammation to monitor aneurysm size pro-
gression or thrombi formation. Depending on the size of 
the aneurysms, electrocardiography and echocardiography 
performed 6–12 monthly is recommended [21, 9].

Treatment
The standard of care for KD is the intravenous adminis-

tration of immunoglobulin (a single 2 g/kg dose) plus high 
dose aspirin (usually 80-100 mg/kg per day) as early as 
possible within 10 days of symptom onset [5, 15, 18, 21, 
23].  Practices regarding the duration of high-dose aspirin 
administration vary across institutions, and many centers 
reduce the aspirin dose after the child has been afebrile for 
48 to 72 hours. Other clinicians continue high dose aspirin 
until day 14 of illness and 48 to 72 hours after fever ces-
sation. This treatment is effective in reducing systemic in-
flammation and the occurrence of CALs. When high-dose 
aspirin is discontinued, low-dose (3-5 mg/kg/day) is given 
until there is no evidence of CAL and inflammatory mark-
ers as well as until normal echocardiogram is observed in 
children, who develop CALs [15, 22]. If giant aneurysms 
predilected to thrombosis develop, a combination of anti-
platelet agents and anticoagulants is used [4]. Unfortunate-
ly, IVIG resistance occurs in up to 20% of cases [9, 21]. It 
is alternatively cured with a second IVIG pulse or addition-
al 3 day methylprednisolone pulse therapy or alternative 
medications such as tumour necrosis factor-alpha (TNF-a) 
blockers or inhibitors, cytotoxic agents and plasmapheresis 
[5, 15].  It is important to note, that corticosteroids may be 
a beneficial adjunctive treatment but should not be admin-
istered as monotherapy [5]. 

In addition to this, therapy with statins is being inves-
tigated as they seem to significantly improve chronic vas-
cular inflammation and endothelial dysfunction in children 
with coronary arterial abnormality in the chronic stage of 
KD [24].

Myocardial infarction in KD patients has a standart 
treatment: series of percutaneous coronary interventions 
(PCI) and coronary artery bypass graft (CABG) operations 
have been performed as well as thrombolytic therapy with 
urokinase, streptokinase or tPA [12].

Conclusions
Kawasaki disease is a serious matter of children’s 

rheumatology and cardiology today. Though its etiopatho-
genesis is still in research stage, it is essential to continue 
studies and clarification of the disease itself and of its treat-
ment. Laboratory tests and cardiac imaging are useful in 
predicting severe complications such as CA aneurysmatic 
lesions and myocardial infarction. Early and precise diag-
nosis together with adequate multidisciplinary treatment 
plays a key role in preventing poor outcomes of Kawasaki 
disease.

References
1. Bayers S, Shulman ST, Paller AS. Kawasaki disease Part I. 

Diagnosis, clinical features, and pathogenesis. J Am Acad 
Dermatol 2013; 69:501.e1-11.

2. Hartopo AB, Setianto BY. Coronary Artery Sequel of Kawasaki 
Disease in Adulthood, a Concern for Internists and Cardiolo-
gists. Acta Med Indones-Indones J Intern Med 2013;  45:1.

3. Chen C-H, Lin L-Y, Yang KD. et al.: Kawasaki disease with 
G6PD deficiency - Report of one case and literature review. 
Journal of Microbiology, Immunology and Infection (2012), 
doi: 10.1016/j.jmii.2012.05.022

4. Newburger JW, Fulton DR. Coronary Revascularization in 
Patients with Kawasaki Disease. The Journal of Pediatrics 
2010; 157:1. 

5. Bayers S, Shulman ST, Paller AS. Kawasaki disease Part 
II. Complications and treatment. J Am AcadDermatol 2013; 
69:513.e1-8.

6. Danielsa LB, Gordonb JB, Burns JC. Kawasaki disease: late 
cardiovascular sequelae. Curr Opin Cardiol 2012; 27:572 – 577.

7. Fukazawa R. Long-term prognosis of Kawasaki disease: incre-
ased cardiovascular risk? Current Opinion in Pediatrics 2010; 
22:587–592.

8. Burns JC, Newburger JW. Genetics Insights Into the Patho-
genesis of Kawasaki Disease. CircCardiovasc Genet. 2012; 
5:277-278.

9. Eleftheriou D, Levin M, Shingadia D, et al.Management of 
Kawasaki disease. Arch Dis Child published online October 
25, 2013 doi: 10.1136/archdischild-2012-302841

10. Yim D, Curtis N, Cheung M, et al.: Update on Kawasaki di-
sease: Epidemiology, aetiology and pathogenesis. Journal of 
Paediatrics and Child Health 2013; 49:704–708.

11. Takahashi K, Oharaseki T, Yokouchi Y. Pathogenesis of Ka-
wasaki disease. Clinical and Experimental Immunology 2011; 
164:20–22.

12. Paredesa N, Mondalb T, Branda ̃o LR. et al.: Management of 
myocardial infarction in children with Kawasaki disease. Blood 
Coagulation and Fibrinolysis 2010; 21:620–631.

13. Lee K-Y, Rhim J-W, Kang J-H. Kawasaki Disease: Laboratory 
Findings and an Immunopathogenesis on the Premise of a “Pro-
tein Homeostasis System”. Yonsei Med J 2012; 53(2):262-275.



32
14. Rowley AH, Shulman ST. Pathogenesis and management of 

Kawasaki disease. Expert Rev Anti Infect Ther. 2010 February; 
8(2): 197–203.

15. Kuo H-C, Yang KD, Chang W-C. et al.: Kawasaki Disease: An 
Update on Diagnosis and Treatment. Pediatrics and Neonato-
logy 2012; 53:4-11.

16. Lv Y-W, Wang J, Sun L. et al.: Understanding the Pathogene-
sis of Kawasaki Disease by Network and Pathway Analysis. 
Computational and Mathematical Methods in Medicine 2013; 
Article ID 989307

17. Fukazawa R, Ogawa S. Long-Term Prognosis of Patients 
with Kawasaki Disease: At Risk for Future Atherosclerosis? J 
Nippon Med Sch 2009; 76: 124―133.

18. Sivalingama SK, Parthasarathyb HK, Choong CK, et al.: Severe 
triple vessel coronary artery disease and aneurysms in a young 
white man: disease progression of childhood Kawasaki disease. 
Journal of Cardiovascular Medicine 2009; 10:170–173.

19. Ghelani SJ, Kwatra NS, Spurney CF. Can Coronary Artery 
Involvement in Kawasaki Disease be Predicted? Diagnostics 
2013; 3:232-243.

20. Mavrogeni S, Papadopoulos G, Hussain T. et al.: The emerging 
role of cardiovascular magnetic resonance in the evaluation of 
Kawasaki disease. Int J Cardiovasc Imaging 2013; doi: 10.1007/
s10554-013-0276-9

21. Bajolle F, Laux D. Kawasaki disease: What you need to know. 
Archives de pédiatrie 2012; 19:1264–1268.

22. Sabatier I, Chabrier S,  Brun A. et al.: Stroke by Carotid Ar-
tery Complete Occlusion in Kawasaki Disease: Case Report 
and Review of Literature. Pediatric Neurology (2013), doi: 
10.1016/j.pediatrneurol.2013.08.011

23. Kobayashi T, Saji T, Otani T. et al.: Efficacy of immunoglobulin 
plus prednisolone for prevention of coronary artery abnormali-
ties in severe Kawasaki disease (RAISE study): a randomised, 
open-label, blinded-endpoints trial. Lancet 2012; 379: 1613–20.

24. Weng K-P, Ou S-F, Lin C-C. et al.: Recent advances in the 
treatment of Kawasaki disease. Journal of the Chinese Medical 
Association 2011; 74:481-484.

KAVASAKI LIGOS SUKELTAS ŠIRDIES PAŽEIDIMAS
P. Šerpytis, Ž. Petrulionienė, U. Gargalskaitė, A. Gedminaitė, 

V. Panavienė
Raktažodžiai: Kavasaki liga, vainikinių arterijų pažeidimai, 

aneurizminis išsiplėtimas, imunoglobulinas.
Santrauka
Kavasaki liga yra dažniausia vaikų įgytos širdies patologijos, 

vėliau sąlygojančios miokardo infarktą, priežastis. Jai skiriamas 
ypatingas dėmesys, kadangi kol kas nėra iki galo išaiškinta 
vainikinių arterijų aneurizmų susidarymo ir išeminės širdies 
ligos etiopatogenezė. Be to, Kavasaki ligai trūksta patognominių 
simptomų bei tikslių diagnostinių kriterijų. Dažniausiai liga 
diagnozuojama esant karščiavimui, užsitęsusiam penkias ar 
daugiau dienų, bei kartu pasireiškiant įvairiems odos ir gleivinių 
pažeidimo simptomams. Nors specifinių laboratorinių žymenų 
nėra, ligai būdingas uždegiminių rodiklių padidėjimas, padedantis 
ne tik nustatyti diagnozę, bet ir nuspėti komplikacijų išsivystymo 
riziką. Viena iš sunkiausių komplikacijų yra vainikinių kraujagyslių 
pakitimai, dėl to vaizdiniai širdies tyrimai taip pat yra labai svarbūs. 
Nors ir yra sudarytos gydymo schemos, tačiau vis atsiranda naujų 
pasiūlymų, nes Kavasaki ligos etiologija, patogenezė bei aprašyti 
atvejai nuolat intensyviai tyrinėjami.

Straipsnio tikslas – apžvelgti naujausios literatūros pateikiamus 
duomenis apie Kavasaki ligą, jos etiopatogenezės, klinikos, 
diagnostikos bei gydymo naujoves, ypatingą dėmesį atkreipiant į 
šios ligos sukeliamus širdies pažeidimus.
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