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Histochemical Expression of Iron in the Brain of Normal and
Hypoxic- Ischemic-Insulted Neonatal Rats

HEI Ming Yan, KUAN G ShouwJin, YIN Ping
Department of Pediatrics, Third Xiangya Hospital , Central South University, Changsha 410013, China

Abstract :  Objective  To study the iron histochemica expresson in the brain of norma and hypoxic-ischemic
insulted neonata rats. Methods Theiron histochemica changesin the brain were observed under the light microscope at
12 h,24h,3d, 7 dand 14 d &ter the hypoxicischemic encgphaopathy (HIE) modd was established (HIE group , n=
15). Brain sections were stained by the perl’ s method. Twelve norma age-matched neonata rats were used as the
oontrols. Results In the controls, there were small patchesof iron postive cdlslocated mainly in the corpus callosum and
cingulum, periventricular zone, interna cgpsule, and tip of the externa cgpsule. Morphologicdly , iron postive cdls
resembled oligodendrocytes and microglia. There was no dgnificant difference in the podtive staining between the HIE
group and controlsat 12 h ater HI. At 24 h ater HI , the number of ironpostive cdls sarted to increasein the ipslatera
hemighere in the HIE group. There was gpparently postive staining of glia and paravascular postive staining foci. The
postive staining further increased time dependently and peaked at 7 d ater HI in the cortex, internal cgpsule and
hippocapus. At 14 d ater HI, the number of iron postive cels decreased yet did not return to norma. Conclusions
Brain iron histochemistry is upregulated ater HI insult and it could be used to assess the degree of cerebra damage in the
moderate or late stage.
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