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Summary The long-held notion was that tissue macrophages replenish from circulation monocytes. Howev-
er, evidence has established that the majority of macrophages are established prenatally, originating from yolk sac
progenitors and fetal liver monocytes, and maintained via in situ proliferation by using genetic fate mapping and
lineage tracing techniques to investigate the origin of the cardiac macrophages. For their embryonic origin and self-
renewal capacity, this population is defined as cardiac resident macrophage (CRM). CRMs are involved in the im-
mune response in steady and following the disruption of homeostasis, including their specific role and contribution
in the process of myocardial infarction and ischemia-reperfusion injury. According to the latest research progress,
this review introduces the origin and classification of CRM. We describe their crucial roles in response to inflam-

mation during cardiac ischemic injury, to provide new ideas for improving the clinical prognosis of myocardial in-

farction.
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Figure 1 Origin of the CRM
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Table 1 Surface markers of the macrophage in human
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One case report of neuroblastoma complicated with catecholamine

cardiomyopathy in children
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Summary One case of neuroblastoma with catecholamine cardiomyopathy in children was reported and relat-
ed literatures were reviewed. A 3-year and 10-month old child with insidious onset, chronic cardiac insufficiency as
the main manifestation, combined with hypertension. Through cardiac color Doppler ultrasound, blood and urine
catecholamines, abdominal imaging and postoperative pathological examination, the final diagnosis of "left adrenal
gland" ganglion cell neuroblastoma(nodular type). Neuroblastoma long-term secretion of excessive catecholamines
leads to catecholamine cardiomyopathy and hypertension. Catecholamine cardiomyopathy in children is rare. For
onset of cardiac insufficiency, especially with hypertension in children, tumor-derived catecholamine cardiomyopa-
thy should be considered, relevant examinations should be carried out early to improve cardiac function and early
surgery to improve prognosis.

Key words catecholamine cardiomyopathy; hypertension; neuroblastoma; children
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