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Fig. 1. Representative immunofluorscence micrographs of sections of cerebellar cortex from P8 pups revealing VEGF (A), Flk-1 (B),
and Flt-1 (C) expressions. Purkinje cells are stained intensively with anti-VEGF, anti-FIk-1, and anti-Flt-1. Also Flt-1 expression
reveded in cellsin granular layer (Objective: x 10) (G: Granular layer, M: Molecular layer, *: Purkinje cell layer).

Fig. 2. Representative immunofluorscence micrographs of sections of cerebellar cortex from P11 pups reveaing VEGF (A), FIk-1 (B),
and Flt-1 (C) expressions. Purkinje cells are stained intensively with anti-VEGF and anti-FIk-1 (A, D). Higher magnification of
Purkinje cell layer (D). Note that Purkinje cellular processes are stained intensively. But immunoreactivity of Flt-1 decreases in
all layers(C) (A-C: Objectives x 10, D: x 25), (G: Granular layer, M: Molecular layer, *: Purkinje cell layer).
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Fig. 3. Representative immunofluorscence micrographs of sections of cerebellar cortex from P18 pups revealing VEGF (A), Flk-1 (B),
and FIt-1 (C) expressions. Purkinje cell body and processes are stained intensively with anti-VEGF (D). Microvascular FIk-1 ex-
pression was revealed in granular layer (B). Immunoreactivity of Flt-1 was decreased markedly in Purkinje cells of P18 pups(A-
C: Objectives: x 10, D: x 25), (G: Granular layer, M: Molecular layer, *: Purkinje cell layer).
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Abstract

Expression of VEGF and its Receptors, Flk-1 and Flt-1in
Postnatal Murine Cerebellum

Hyun Kim, Ho Chan Kim?

Department of Anatomy, *Psychiatry Kosin University, College of Medicine, Busan, Korea

VEGF and its receptors, flk-1 and flt-1 have been characterized as critical factors in angiogenesis and neurogenesis
during development.

Here we investigated the expression of VEGF and its receptors in postnatal murine cerebellum in terms of time-depen-
dency and regional distribution.

Immunofluorescence staining showed that the expression of VEGF was restricted only to Purkinje cells and was in-
creased in their processes on the postnatal development. FIk-1 was expressed in Purkinje cellular bodies on postnatal
day (P) 8, 11, 18. Flt-1 was expressed in Purkinje cells on P8 but gradually disappeared in all of cerebellar layers on the
postnatal development.

These results suggest that VEGF may contribute to postnatal development of cerebellum via its receptors. And they
suggest that changes in the expression of VEGF and its receptors related to the difference in maturation and prolifera-
tion of Purkinje cellsin the cerebellum.

Key words: Postnatal cerebellum, VEGF, FIk-1, Flt-1
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