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Fig. 1. Schematic diagram of substantianigrain arat (Bregma —

5.20mm).
SNC means substantia nigra compacta Fig. 3. Calbindin immunostaining of the substantia nigra lateralis
SNL means substantia nigra lateralis inarat. X200

SNR means substantia nigrareticularis

Fig. 4. Calbindin immunostaining of the substantia nigra reti-
cularisinarat. x 200

Fig. 2. Calbindin immunostaining of the substantia nigra com-
pactainarat. X200

Table 1. Number of calbindin immunostained cells in the
A0 Bew =z cabindin oFA Al A 2 Ssubstantia nigra of rat
7} 2t A4l -520mm HE 4] X SNC SNL SNR

"l H o)== 11+1.87) o Fig. 2), 7}&xe 17. Bregma —4.80mm 9.3+25 10.4+23 21+09
S Hel™ (Fig. 2), 7H5-4-4) Bregma —-520mm  11.0+18 17.8+14 26+07

+

[ee]

+147] 0] 3L (Fig. 3), ZER-9E 2607747} #& Bregma —5.60mm  106+13 182+19 19+11

oz RYE (A5EA —4.80mm)dA] me|Z= Bregma —6.04 mm 82+09 19.7+26 2716

(zal_/'\_ﬂzé —6.04mm)°1] ol2x= A EMxA Aot Values shown represent the mean S.E. of cell counts made three coronal

o sections taken at corresponding levels on Paxinos Atlas.
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Abstract

Distribution of Calbindin Immunostained Neuronsin the Rat
Substantia Nigra

Young Bok Yoo

Department of Anatomy, College of Medicine, Dankook University

It is suggested that calbindin buffers the concentration of intracellular calcium as the calcium binding protein in the
cell. In the neurodegerative disease such as Parkinsonian disease, Huntington' disease, Alzheimer’ disease there is
some change of calbindin. The calcium mediated neurotoxicity begins due to the decrease of calbindin gene in those
disease. In this study the substantia nigra of the normal rat is immunostained with anti-calbindin antibody, the
morphological characteristics and distribution of calbindin positive neurons are studied to confirm the suggestive
neuroprotective role of calbindin in the Parkinsonian disease.

In the substantia nigra tissues of rats, calbindin was immunostained in the cell body and cellular processes of the
polygonal or ovoid neurons. The calbindin immumostained neurons were distributed mainly in the substantia nigra
lateralis than substantia nigra compacta and have even distribution from cephalic section to caudal section. The degree
of calbindin-immunostaining was similar from medial area to lateral area, from ventral area to dorsal areain the one
section of substantia nigra. These results support the potentiative neuroprotective role of calbindin in the Parkinsonian
disease.

Key words : Calbindin, Substantia nigra, |mmunohistochemistry, Parkinsonian disease, Calcium binding protein, Rat
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