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= Abstract =

Backgroud and Objective: Sudden deafness is defined as an isolated entity of abrupt onset of
sensorineural hearing loss without definitive cause. The pathogenesis is not know yet, but there are
several presumptive causes, for example, vascular occlusion, viral infection, autoimmune disorder,
ototoxic drug, membrane rupture, and so on. Then we studied about the laboratory results of sudden
deafness to know the presumptive etiologic factor and the relationship between one and prognosis.
Material and Method: We performed retrospective study about laboratory parameters in 250 sudden
deafness. It contained hemostatic factor, infectious markers, electrolytes, hepatic and renal function, viral
markers with serum protein and serum immunoglobulin. Results: Sudden deafness was not related to
hemostatic factors. Also, we couldn't examine the relationship between abnormal renal/hepatic function
and the prognosis. But, the sudden deafness usually had high zinc level (74%) that had good prognosis
than normal zinc level (p<0.05). Conclusion: The serum zinc level can use a good prognostic factor in
sudden deafness. Other laboratory parameter could be helpful to exclude the underlying and associated
disease but not related to the prognosis except serum zinc level.
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Table |. Classffication of laboratory study

Coagulation markers BT, CT, PT, aPTT, Fibrinogen
Hematologic markers RBC, WBC, Platelet, ESR, Cholesterol, FBS
Infections markers WBC, ESR, VDRL
Electrolytes Na, K Zn
Hapatic markers AST, ALT, Bilirubin, HBsAg, Anti-HBs, Anti-HBs, Anti-HCV
Renal function BUN, Creatinine
Viral markers _Ig(GAMDE), Serum protein(e1, a2, B, 7)
-En I'I z;m M : improve

1. Coagulation markers

o Q9 $x=se BT, CT, PT,
PTT, Fibrinogen& =5 A4EAR2Y aPTT7F
%71 2ol 21.1%°I1N, BEEo] RIYAT FA
A fol4dL YUTH(Fig. 1. p)0.05).
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Fig 1. coagulation markers

2. Hematologic markers

RBC. Platelet, cholesterolXl& 42 93%,
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ESRe] 34Tl ESRel & T Hl3| %7}
2 A%E Jou BARAA dde YNH
(p>0.05).
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Fig 2. Hematologic markers

3. Infectious markers
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Fig 3. Infectious markers
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4. Electrolytes
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Fig 4. Electrolytes

5. Hepatic markers

HBsAg S4%° 95%92™ AST, ALT.
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Anti-HBc, Anti-HCV, AST, ALTE d%¥¢ 4
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6. Renal markers

BUN, Creatinin& B4AFo| 92%, 91%% &
SRS ol PPl oF
markerst %9} #e] gIAcHFig.6 p)0.05).
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Fig 5. Hepatic merkers
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Fig 6. Renal function

7. Viral markers

1) Serum immunoglobulin

IgG. IgA, IgM& B3 2ol #z 72.8%.
89.3%, 70.3%A3 IgEx 45d Fo] T5%2 B
Q2R itk o1& ¥AW immunoglobulin®
A Fehe BBl AAH(Fig. 7 p)0.05).
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Fig 7. Viral markers (Serum immunoglobulin)
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2) serum protein
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Fig 8. Viral markers(Serum protein)
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