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[ Abstract )

infants, which is easy to cause a variety of complications and sequelae, and has poor clinical diagnosis and treatment effect.

Periventricular—intraventricular hemorrhages (PVH-IVH) is a common nervous system disease in premature

Clarifying the mechanism of PVH-IVH in premature infants is the focus of research in this field. A large amount of evidence
shows that the development of the auto-regulating system of subependymal embryonic germinal matrix (GM) and cerebral blood
flow (CBF) in premature infants is closely related to the occurrence of PVH-IVH. This article reviews the mechanism of PVH-

IVH in premature infants, in order to improve the understanding of researchers and clinicians on PVH-IVH, and provide ideas for

clinical diagnosis and treatment.
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Figure 1 Vascular characteristics of GM in premature infants
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