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INTRODUCTION REO

Pattern electroretinography (pERG) was known to reflect | to evaluate the natural
retinal ganglion cell activity. In non-arteritic anterior ischemic | course of chronic
optic neuropathy (NAION), the main pathology occurs at the § phase NAION in terms
level of the optic nerve, concerning the axons of retinal § of PERG, RGC
ganglion cells (RGC). After RGC apoptosis, retinal nerve j§ thickness and visual
fiber layer (RNFL) decline occurs and will manifest as a § field defect.

visual field disturbance in chronic phase NAION.
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Examinations were repeated 1 month and 2 months after
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CONCLUSION
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Correlation was found between P50 amplitude at 1* visit-RGC thickness at 3™ visit (r = -0,558, p=0,02) and N95 amplitude 1%
visit-RGC thickness at 3™ visit (r=0,519, p=0,033)

Unlike conventional
concept, chronic phase
NAION still showed
fluctuation of P50 and N95
amplitude, suggesting the
possibility of regenerating
RGC function although its

thickness and the visual

field defect have
stabilized.

Table 1. Comparison of P50 and NS5, RGC thickness and visual field defect at 1* until 3™ visk (N=23)

Parameter 3
Amplitude P50 (v) 4.8;;?:!:1 B S _‘i-':\ ‘.‘I(: 5 ‘ ‘.;l::?—'_—_;:l::?"‘ foo and N39S amplitUde
Implicit time P50 (ms) 5665227832 55,104=4.426 54.904 =417 0563 could differentiate the
Ampituce N9S (1) ;2:;1:;;; “5;; 3296 1;-7:615_::_\:;0 : 0.01 unilateral NA'ON and
Imphcit time N95 (ms) 3 248+ 16,051 6531749 O Re1 .
RGC thickness(um) S8,82=15977 58.59=1807 6l4l=17321 3 i l_""": tci:::';(er!‘aetsesd Wlth ﬁnal RGC
u._-.m(cn) .-n.osx-sl.n- £32) <14, 365(-30,58 - -5.59) 1S 28(3027- -11,04) 0,304 %
Pattem specific deviation (dB) 10£4,071 10,72944,103 1181423 200 0.897
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