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=Abstract=

The Effect of Sodium Salicylate on Concentration of Unknown Compound in
Perilymph of Guinea Pig

Sang Yoon Kim, On—You Hwang, Hye Jin Kim, Kwang Chol Chu
Department of Otolaryngology, Department of Biochemistry®, College of Medicine
University of Ulsan, Asan Institute for Life Science**

There are some evidences that temporary hearing loss is induced by disturbance of cochlear
microcirculation due to the inhibition of prostaglandin synthesis by salicylate, however, the mech-
anism of salicylate ototoxicity has been still under study.

We previously suggested that the increase of unknown compound concentration in perilymph of
guinea pig might be important for the mechanism of salicylate ototoxicity. So we tried to compare
the time course of unknown compound concentration to salicylate concentration in perilymph. So-
dium salicylate(460mg/kg) was injected intraperitoneally to guinea pig. Unknown compound con-
centration in perilymph was measured before the injection and 1 hour, 3 hours, 5 hours, 7 hours
and 24 hours after injection, using HPLC ~ECD. The time course of unknown compound concen-
tration reveals maximum level at 5 hours and nearly control level at 24 hours, and this is similar
to the change of salicylate concentration in perilymph. These data might be another evidence to
our understanding of unknown compound —related salicylate ototoxicity.
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1. AEZY MY

4¥ FEL 300-350 gme) Preyer whg&o] H4
?l albino guinea pigg Al#sgith AT EE&
sodium salicylate(460mg/kg)% Al A4 Beed
S AIA E3W FAEE7) A, 2AE 147, 3417,
5AIZE, 7TA17E, 24417k Z+2t 3ulE] 6ACA AP
€ A A8 H(Table 1).

2. 9= M U =4
Pentobarbital(40mg/kg)% B FAlste] Ay
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Table 1. Classification of experimental animal(N=18
guinea pigs).

Time No. of Animal Intraperitoneal Injectioh

without [nj 3(6ears) None
1hr after Inj 3(6ears) Sodium salicylate(460mg/kg)
3hrs after Inj  3(6ears) Sodium salicylate(460mg/kg)
Shrs after Inj ~ 3(6ears) Sodium salicylate(460mg k)
7hrs after Inj ~ 3(6ears) Sodium salicylate(460ng/kg)
24brs after Inj  3(Bears)  Sodium salicylate(460mg/kg)

3. Catecholamine 5T 2| &% 4}
1) HPLC—ECD system
(1) pump : Waters 510
(2) injector : Waters UK
(3) temperature controller ; Waters TCM
Bondapak C18
(5) electrochemical detector : Waters 460
(6) integrator . Yong—In D520A
2) Standard chemicals
norepinephrine
3) Mobile phase
0.IM NaH,PO, 01lmM EDTA, ImM Na-—
octylsulfate, 10% methanol, 3044/L triethylamines] &
HE2 pHE 3352 WS

(4) column :

m o7 ZAn

UCe &at FA7 B8xA) go} UC $x29
2UEe & 7 8ol UC 528 AUgte s Ads
of AZtdl @g W waddrt. F, HPLC-
ECD4| uEl}& chromatogram®] UC peake) #3A
& norepinephrine 50pgg 7)Aol 2L w e
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1} chromatogram®] norepinephrine peak®] W%
og i gg UCY w=& 3tActh

UC9 % Et salicylate(460mg/kg)E H23W F
Aleta) 3 e guinea pigd) AHTAME 0.7, FAG
F 1Az AT AP ITe] 5.2, AL Fo 134,
5A17F &ofl 31.3, TAI17E el 16,2, 24417k Fof 1.9
2, salicylateo] 913t guinea pig 2@ T UC FE9
Azt w2 Wae FA F A0 A1 FEo
FEE T 2UATOE FA AETe o oy
ALY F4 A o £EEH T (Table 2, Fig. 1).

Table 2. Time course of unknown compound in peri-

lymph.
Time Concentration of Unknown Compound
(Hrs after Injection) Mean S.D.
0 0.7 0.3
1 5.2 2.9
3 134 3.6
5 31.3 14.7
7 16.2 3.4
24 1.9 0.5

*Values are expressed as unknown compound/norepi-
nephrine(50pg) area
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Fig. 1. Time course of concentration of unknown com-
pound in perilymph.

*Values are expressed as unknown compound area/nor-

epinephrine(50pg) area.
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Fig. 2. Time course of concentration of salicylate in
perilymph and serum.( Jastreboff PJ, et al, 1986)
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