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Abstrast

We reported previously selective damage of the
outer segment of the photoreceptors and retinal
pigment epithelium after intravitreal injection of
netilmicin sulfate in the rabbit. The cellular damage
was thought due to active damage of phospholipase
C enzeme, preventing it from performing phos-
pholipid inositol metabolism, and to the presence of
calcium. Therefore we investigated the retinal
damage following after intravitreal injection of
calcium and netilmicin sulfate in the rabbit.
Morphologically, the retina did not show any struc-
tural change after intravitreal injection of CaCl, at

any concentration. After an intravitreal injection
of netilmicin sulfate mixed with CaCl,, the damage
in the photoreceptor outer segment was reduced at
a concentration of 200 xg/0.1 ml and in the retinal
pigment epithelium at a concentration of 1,000 »g/
0.1 ml. This showed that retinal damage due to
netilmicin sulfate can be reduced by the addition of
calcium. (J Jpn Ophthalmol Soc 98 : 150—156, 1994)
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EEREIM L L CIMEE 2~3 kg ORBAEEREKE X HH
L., BBy 2 s vHIBERLURAY P AALE R —AF
P DA (R 742—1®) OBEILLLZLEHEBTIC
T, FiABEEEL AV TROERET -1, ERIE
5T T
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D CaCl, (&F=:110.99)

TR ERE ) bEERE, 75 200 kg, 1,000
g, 2,000 £g/0.1ml o 3FEREE L, ATERK (+=
H—FMA®) @ L, 0 0.1ml #RKEHFEHNIC
EAREWTFEA Ca (4 + v IBE 1.1mM, 5.3mM,
10.6mM) L7z, coRETO pH, BEFERXThEh
200 pg: pH 7.2, 305mOsm « 1,000 xg: pH 7.0, 465
mOsm » 2,000 xg: pH 6.8, 659 mOsm TH - 7z,

2) MBxFr=qvv (BFE720.77)

Wil F <4 > /15500 £g/0.1ml DEEREE L, +
“A = F MA®ZEMRL, 2D 0.1 ml EFERIEA
Lic, ZORETOpH, BFHK (X pH 7.2, 303 mOsm
ThHoiz,

3 CaCl, & Hilgr 71 ~1 > vIEREH

Wi+ F =1~ v 500 g/0.1ml & CaCl, (200 g,
1,0002g, 2,000ug/0.1ml) OEEHI% + <% — FMA®
CE#HL, £00.1ml #HFEARCEA LR, Z0RE
T pH, BEE RS54 =1 >~ 500 ug+CaCl, 1.1
mM : pH 7.0, 305 mOsm, B & F 1~ 41 v 500 ug+
CaCl, 5.3 mM : pH 6.8, 470 mOsm, BHEE+F L~ A =
v 500 ug+CaCl, 10.6 mM : pH 6.6, 665 mOsm TH -
1E,
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MBLLTAdYAE = (5FE 0 182.17) 500 g/
0.lmlZA<#—FMA®ZERL, £00.1ml #4
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A AT s & VN B B 3 BRI iR R R Ao, s s b O R AT B R RE 2 Aoy,

A=k 2 pm, OS : BimkastE A =22 pm, OS : tHA0RALHG
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Hilehofz(Fla), ¥, BHETHTNTOEARCS
B s, HARAE L EEAE LR RE
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2) CaCl, 1,000 ug 5
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MRS & AR B ERES S A LR, £ i
fas o FIodnrna b s s, MBEGaFE ERC
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4b HEEFI 71 500 ug DFEFEREA,
BFIEMEAR.
RS E o B A & MR 3R B i &3
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AR A S, Pg: phagolyososome
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fast o —HhEHE L bR, BEAE EEREAT
2H o phagolysosome i bhtz, 3 b v FI) 70
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2 ym. OS : #H#f4 55, Pg: phagolysosome
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M6a HifxFIL<A < >500ug & CaCl, 1,000
ug ODREH, WTERFA, AFEREARER.
PIERARMERE BBl XA b B A%, MR
Sife b IcBEAE IR E Y S, S -k
20 gm, boAA T vEEE

v 2 ;
E6b Bt FILva > 500ug & CaCl, 1,000
pg ORER, WHEREA, EFEBERR.
MM RE R b vD, EEAE LE
#H B 9 1= phagolysosome 23T 2012 4 B L 5,
A=k 2 gm, OS : HMKIAET

A= 430D phagolysosome A3 bhtz, Fiz, i b2
YU 7OERTL -1 (F5Db),
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JHE TR ARRERME R B Al (3HR) 2450
AT, BRI b ONC IR R LRI IR & Ak
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(5 IR IC I W THRMBEAFICIIREERR ST, AR

5 R 2 Bz s\ C M & 5 kB fa A 1< phago-

lysosome TN B DR TH o7z, Fiz, I hav
NV 7R (R6b),
) WA F A=A v & CaCl, 2,000 ug DEEHS
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H7a Wt FIL<A500ug & CaCl, 2,000
ug DRER, WFEREA, LFIEMRATR.
TR oAk A bR B Y, St
LU HEEAEE ERCIIRE Y o, A —=1320
pum, koA o vHFRE

7b Wi FIL<4 500 ug & CaCl, 2,000
ug ORER, WHFERFEA, BFEMEMER.
Gk R TR bR A, AR L
#i 9 A 1 phagolysosome 73 b i b v 5,
A =122 pm, OS : tHAAK 5,
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8a d-VIEF—IBEFTEAZA, EFIEMBAAR.
WA Eife b C R EE LR R IR b Rl
A= 20 gm, FaAA P vFHYRE,

8b d-VILE F—IEFERIEA, BFEAMBAAR.
R E b REAE EFCRER R bR,
A= 2 pm, OS : R

Iv £ #

Al o o B R BRI R T B Ca A A v
DHEEL, MENEREEDE (kv F Aoty
Pr—=) LLTHALTWA LOoBENERZDA
U,

Mo Ca 1+ vF v v 2AD—2k LTEREFES
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ANy ALERBFFL=A > OBETL - B 155

n-4-—) Vg (PIP) ®KAZ7F N4 ) b —n-
4,529 v (PIP,) BSFHET 505, ThblidA /& b —
A ) VIREDOBLTA1 ~ 3% ¥R, Ll,
ZOPIP e b PIP, MBS V) vIEE_EEED
ARREL, MEBELEERRELYELLT-5
EDWMEDINH D,

MBI T Y VIRE A M o MR R e
FE BRI O lysosome PLIZAEZEL TW 519, F 4=, 4
DM &AL BRI 60% OBEHE &£ 40% DV v
FREHBHEY, TO5b1 /72— ) vIEEIZ2
~6% T EREDHREDL DS,

ZDq vk —=nA ) vIEECHEER (PIresponse)
X GTP ZRE MR Lo ZABIREETHZ Ltk
DiE bR 590 ¥, Fo{EA L& PL-C oE#AL
W& b MR © PIP, 0 kS5 Xk L, 1 />
b=A—145-ZV B (IPy) o7V Een—n
(DG BERE LB, 2o, [P ix4ikaPA Ca 1 +
YIFRAEMICER L, Ca 1 A v ofifar ~ o # B 4 (¢
L, #7: DG 3fifast» 6o Ca 1 + v o AR {g+7,
/i, Pl response (Zffifa) Ca £ A+ viED LH %
kL, MRGEES | SRCTEERRICARTHS LH
EWEThTuw5,

F 1, PL-C AAE#ALT 2112 GTP BEHE O iEHE: L4t
W Ca 14 v BT, RBEEICET I FEHO
IFECRIR O RR 7 W 7 & 3RS Ca 1 A vV ITREEL T
W5 EDREONB S, T, PL-CAESErR-T
WILEBPH :5.5~7.0C, Caf 4+ vIEEHN0.5~1
mM $E L DORENIL BB,

WBRxF =1 > v 500 ug WFHAEACK T8
Mfast e b O R EEEER, 1/ v b -
) vEREMR#IC RS PL-C OFEMSIEEYE - 3128,
BLRR 8 o MR BB A S = b Bk 2 sk o L
Exbhs, T ORR, SEEFEHECa s A v+ +
v A AOFERAMET LMMEA Ca 1 + v BED FANE
h, roldiciilaRERimENEEIRS, T4, =
DT EAPHE LA R B A L AR o
{LEEDE T %R L, % ¥ phagolysosome 7 i fa iz
FETHIHICn-TebELBNS,

CaCL, DM FAREA R VT, MEGERBoZBRE
oL TcHEMaNHCEEER EEMaRo s ra v F
D 7B R A BRI ot Z EIEBVLTIZ2DDE &
NEZLID, 12D FERICEA XL ERED
Ca A+ (2,000 ug) FEECHBERET v v 7 2h
%55, pH OERVEAV O F 8 A TH £ MR B 1o B O
WEIh, ZREMEEELLEEbhS, 1, a2
73hBZ L Y BEA~BE TS Ca 14 v BEN
EFL, Skt MRa® Lo
Na A 4 v-Caad A Aol AMEL 2 T
foicsdh, HBBENR . bitdiote b E2bhD 2 &,
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45 1oz NafAv-Caa+vEHREEXNLTH
AlLt=CaA 4v%k, Cadf#Av-MgAa+4v ATPase %
frlizCad AvAvFiccilasticCaa v 2EA
CHHT Az Eic X - THIfaE M RIchi-EE 2 bh
BELThHS.

¥, iBERF =41 v i CaCLxRAKICES LT
CaAfdvafmxes s, SMlENET S I HBREHE
FEOEBEXYBRRIEL ENTEL, BARL LTE,
47w b= ) VIRERBIZIS VT PL-C 23 EHALT
HOILCa A A VHRENIT, toCadA+viRER
RATTF TN S b —n-4, 520 g (PIP,) &
BELTVWABBZEEISRTWA® B, 73 /70
avy FRELOFA~=1 B PIPLEET D E W
SIMEDMLHMT S &, MBxrFL=1> v ECaA
FURBEETH I LIt - T, PIPciEATA Caa A
vOBNHAT AL B bhb, T, £OIHIT
PL-CiEHAMET LT Y vHREMRER S £ {fThbh i<
ot bz bhd, Tihbb, WMTHHCCaA+ v
mzTHEAL, PIP, &#EET 5 Caa A Ena e, !
VIEERBEEY > ¥{fTxhLolict s, HiMll
Rastfite b OB E L OBEYEN T H Z LT
gl

Dlboz &k, fiExF 1~ 4 > v 500 ug T4
MEALL & XEIfER & LTAL 5 RMRMN S L O
Mt EEmEEEr LT, CarAvemEes
ik W EEEEDOREE DI THIELTRELRE
bha, 5%, WEEBALOMTEFROBRCTHR
HYAERIOMFHRPEAI Ca 1 4 v Ot AES 2 EE
T3z LAY X A EEEE BRI L Ebh
=,
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