204 HiRsEE 96% 2%

Iz 5 T0kD = + v ATBHADRTE
BEHEEBLOERE S v F O

o =%Y, WO EFY, Vinod P. Gaur?,
Michael Tytell?, James E. Turner”
VHEAEAFESEIBRIEHE, P2V 2 — 2 7 2 VA P RFEESE SRS

z #

70kD R + L 2EB (stress protein 70 ; SPT0) ORMEFE (-6 2 BT 4 RAEHEBEA CHRFTL, #EiEH
& (Royal College of Surgeons; RCS) J v b & IE% (Sprague-Dawley;SD) Jw b A LE# L7z, 478
HEO®RCS v L USD 7 v+ DE@RETIEE, SP70 0RhGll{t2EaEs ) THRBOZOEREIZH
(Boohiz, S22 BEORCS L USD T v r BT TE, 7Y FHEBEOZKOAB O % &EE# L
BIEEL, MERERCLBESHTRBENBO LN, £EW0BHED RCS 5 v b OBEMETE, BEEM
ROBEMBEFREF I EHEEXL, b h ) PHEOBOEEMEIERLE, SDT v TR, 0k
IBEEFRENAG 512, LI >TEZRIWWBENORCS 7 F TEREBAWREICH XL S SPTI0EHIE
TFL, Z)V7HEBCERANLRAGEIFELTVAZ e REEAT, (BIESEE 9 . 204—208, 1992)

F—J7—F  BHE X PLREA, BEHET v b, #ERER

Distribution of 70kD Stress Protein in the Optic Nerve
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Abstract

The immunolocalization of the 70kD stress protein (SP70) was investigated and compared in the
optic nerve of normal Sprague-Dawley (SD) rats and that of the Royal College of Surgeons (RCS) rat
with inherited retinal dystrophy. At postnatal day 8, SP70 was present in the maturing glial cell bodies
of both rat strains. At postnatal day 22, SP 70 was observed in the glial cell bodies and optic nerve
fibers of both rat strains. At postnatal day 40 RCS rat, SP70 was diminished in the optic nerve fibers
and glial cell bodies but was increased in the glial cell nuclei. This suggests that axonal transportation
of SP70 from the retina may be reduced following retinal degeneration. In the SD optic nerve, the
normal distribution of immunostaining for SP70 was preserved. Stress proteins are thought to play an
important role in cellular development and survival mechanisms. It was suggested that optic nerve
was damaged by the retinal degeneration in the RCS rat. (Acta Soe Ophthalmol Jpn 96 : 204—208,
1992)
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