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A Case of Bilateral Sensorineural Hearing Loss
after Salicylate Intoxication
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Received October 8, 2010 Salicylates, such as aspirin, are considered the most commonly used medicine in Korea for its
Revised  October 20, 2010 anti-inflammatory, anti-pyretic, and analgesic properties. In spite of its wide range of benefits,
Accepted October 21,2010 aspirin produces unwanted adverse effects such as mucosal bleeding in the gastrointestinal
Address for correspondence tract, renal and hepatic dysfunction, Reye’s syndrome in children, and hypersensitivity reac-
Jong Woo Chung, MD tions, etc. Aspirin can also induce ototoxicity, such as reversible hearing loss and tinnitus. The
Department of Otolaryngology, pattern of hearing loss is typically mild to moderate and bilaterally flat in the absence of pre-
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existing hearing loss. Hearing usually recovers in 72 hours after medication. However, it’s rare

that salicylate-induced ototoxicity are encountered. So we present this case of bilateral hear-

ing loss that occurred after salicylate intoxication with a review of relevant literature.
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Fig. 1. Changes of hearing results
Left Right at admission (A) and 3 days later
(B). Bilateral symmetric sensorineu-
SRT 8 8 .
ral hearing loss recovered to normal
B Discrimination 100% 96% range after 3 days of conservative
management.
ALT 30/18 1U/L, Bilirubin 0.6 mg/dL, BUN/Cr 17/1.4 2SHE#E: pH 8.0) 59 A =wE W}t
mg/dLE V)% 9 Al7)1% 2= FAF A4S Hgon) T 297 gRke] ARl A WS YL, 5%
el dzAol A HEF 142 mmol/L, ZF 2.5 mmol/L,  HHZ= 2= 30/30 dBOIEHRE 100%), += 25/25
A4 112 mmol/L, FWE7EAEAoA] pH 753, pCO2 18 dB(OlSHRE 100%)= o] €3] SR Fdch
mmHg, bicarbonate 15 mmEq/LE 334 4823 A  F5 34AIEEH K= S g 2 oy, o]Sut SAF
258% Ado] PAFT 2WAN A urine pH 7.0, B P4 B 5 3949 LoAHAE 22 3
albumin +++, ketone +++, occult blood +++ £274& dBOSHEE 100%), 9= 3 dBO2H=EE 100%)= A4k
Bk U DA Alalet gate] Aol A salicylate & IEE AL AT 5 QUSlth T5 394 AldE A
B3 SEE 43.9 me/dL(QNA A& O Bw: 3~30 LU HRAAAE 3 15 dB nHL,

mg/dL)E salicylate intoxication ZIgtsle] Z3kx}Alo]
Aot dY & 5 ARE Al B9 Y F A

H 90 GHY Fol, FHY 5o B2 sln, AW 9B

5.20 ms2 Y £4& Hh(Fig. 24), A7|ehe-dAb
NNE S SP/APHIE 0,21~0.242 B4 A7& EAck
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Fig. 2. Auditory brainstem response
(A) and eletrocochleogram (B) in a
patient on third days after salicylate
intoxication. ABR responses showed
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o0 normal thresholds and latencies in
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(Fig. 2B). &5 3UA| AlYgE AHALOA salycilate®]  flafiAle AAIEH HE 37t B=Ho|ct,

P2Lwl 00 mg/dLE salicylate= T] o]} =04 A 2 oFESo] ol5AS U 4= ok HY 715 &
SEA| o) oo SRt A AHE FREHY] sa- A8l Hloll= ok HZRAIES}; FAA, A A
licylate intoxicationol 2J$t Wyo g2 Hetslil, &  HAf7t 583 AT stk o|5A4 FE o) o]=st W
3R AP A bollA B HE Aol wEEe]  o]9] wo] wtE|AL ofSkEH o]EA] o] Wgitt
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ARO] 23] B AAstEle] 447t A A F ElYstal o el Wol W o] 3ol mha, ok f H¢] Wzt
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18554 olgrgjote] FsiAtYlE Bertagninit salicylate
WL B Eo| S AR WYL Yt YL § ototoxicityS 222 £3 Ruslgch YA AAE sa-
obs 9ol =, =94, 95, ol oFE B8 5 licylateZl QIZFOIA wjAl= F3FS ALzt 24 6 g9
thFsitt, o] F oFE 58 & WS o)A dHY] A9l salicylates %%6‘}‘211, wgat oo MAYES AHs)
£ FOE 7120l Yod tsl] 2], € EE Atk o] ¥ o2 ARol|A 7.5 g9 salicylateE £ &
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