combined superior and inferior arcuate scotoma, observed in 47.1% of cases
(x*=29.46; p<0.001). Central scotoma was found in 23.5% of cases, inferior arcuate
scotoma in 19.1%, and superior arcuate scotoma in 10.3%. In central scotoma,
average and minimum GCIPL thickness were 74.4+4.5 ym and 68.5+5.7 pym; in
inferior arcuate scotoma, 59.9+12.8 ym and 46.7+16.6 um; in superior arcuate
scotoma, 71.6+17.7 ym and 66.6£21.3 pym; in combined scotomas, 71.2+17.2 ym
and 66.8+24.6 ym. Median RNFL thickness was lowest in inferior arcuate scotoma,
indicating the greatest structural retinal damage.

BioenekTpnyHa akKTUBHICTb MaKynAPHOI JINAHKU NpwU
HeapTepiiTHIN iwemiyHin HeMponarTii 30poBOro HepBa 3a
OaHMMM NaTepH-eneKkTpopeTuHorpadii

YabaH M. KO., XpameHko H. |., Tepneupbka O.HO, KoHosanosa H. B.,
36oposckka O. B.

AY «IHecmumym o4Hux xeopob i mkaHuHHOI mepanii im. B.I1. ®inamosa HAMH
YkpaiHu» (Odeca, YkpaiHa)

AkTyanbHicTb. HeaprepiiTHa ilemiyHa HeliponaTisi 30poBOro Hep-
Ba (HA-IH3H) € oaHi€lo 3 HalYacTilIMX IPUYUH FOCTPOI BTPATH 30py
y AOPOCJIUX i mocifjae Apyre Micle cepel, ONTUYHUX HeMponaTiy nmics
rJlaykoMu. BogHo4ac naToreHeTU4Hi 3MiHM B CIiTKIBLi, 30KpeMa 3a Ja-
HUMHM eJieKTpodis3iosoriyHux JocaimKeHb, 3a/JUIIAI0TbCS Heo0CTaT-
HbO BUBYEHUMH.

MeTta. BuBuuTu QYyHKI[iOHAJIbHUN CTaH KJITHH 30BHILIHBOI Ta
BHYTPILIHBOI CITKIBKM MaKyJIIDHOI JIJITHKU CITKIBKU 3a JJaHUMMU Ia-
TepH-esiekTpopetuHorpadii (PERG) y nauienTis i3 HA-IH3H B rocTpiit
I XpOHIYHIN cTafigx.

Marepiaa i meTogu. 06¢cTexxeHo 65 oci6 (88 oueit): 53 mauieHTH
(69 oueit) i3 HA-IH3H - 13 nanienTis (13 oveit) i3 rocTpum nepebirom
i 40 nauienTiB (56 oueit) i3 XpoHiuHUM mNepebirom, a Takox 12 oci6
KOHTpoJIbHOI rpynu (19 oueit). Megiana (Me;Q1-Q3) Biky B OCHOBHIM
rpymni craHoBuia 52,6 (49,9-53,3) pokiB, y KoHTpoJbHIMN - 37,0 (26,0-
43,5) pokiB. EnexktpodiziosioriyuHe 06CTeKEHHSI BUKOHYBaJIU Bijmo-
BigHO Mo crangapTiB ISCEV Ha kommiekci RetiScan (Roland Consult,
HimeuunHa).

PesyinbraTu. 3a fanumu PERG y naunienTiB i3 HA-IH3H BusBsieno
3MiHHU JIATEHTHOCTI Ta aMIJIITyAW OCHOBHMUX KOMIIOHEHTIB, fKi Hall-
6isplI BUpaXKeHi MpU rOCTpoMy nepebiry 3axBOprBaHHA. Y roctpii
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¢dasisarenTHicTh N35 ctanoBuua 30,6+9,49 mci 6ys1a Ha 14% BUIIO1O,
HDXK y XpoHiuyHIiN dasi - 26,46%5,65 mc (p=0,04). JlatenTHicTh P50 y
roctpiit ¢asi cranosusa 52,32+10,26 mc, mo Ha 15% nepeBuiyBa-
JIO KOHTPOJIbHUH MOKa3HUK - 45,54+4,24 mc (p=0,01), i Ha 10% - mo-
Ka3HUK XpoHiuHoi a3y, 47,34+5,52 mc (p=0,02). JlaTreHTHicTE N95
y TOCTPiH, XpOHIYHIN i KOHTPOJIbHIN rpynax CTaHOBUJIA BifmoBigHO
102,04+13,98 mc, 98,00+9,71 mc i 95,81+5,77 Mc; IOCTOBIpHUX MiX-
IPYNOBHUX BiIMiHHOCTE! He BUABJIEHO.

Avmutityaa N35-P50 y roctpiéi ¢asi cranoBuna 3,19+1,65 MkB,
y XpoHiyHi# - 3,59+1,56 MKB, y koHTpOJBHI# rpymi - 4,08+0,91 MkB.
[TopiBHSIHO 3 KOHTpOJIEM Liel MOKa3HUK 6yB HMKYMM Ha 21,8% y ro-
cTpint ¢asi (p=0,05) Tta Ha 12,0% y xpoHiuniii ¢pasi (p=0,05). AMmii-
Tyaa P50-N95 y roctpiii pazi cranoBusia 4,09+1,52 MKB, y xpoHiuHii
- 4,98+2,17 MkB, y koHTpOJIbHIH rpymi - 6,30+1,18 MkB. IlopiBHsIHO 3
KOHTpoJsieM aMmIuiiTysa P50-N95 6ysa 3umkena Ha 35,1% y roctpiit
¢asi (p=0,007) ta Ha 21,0% y xpoHiuHi# ¢asi (p=0,01).

BucHoBku. IlaTepH-esekTpopeTrHHorpadis BusABUIa QYHKLiO-
HaJIbHI NOPYILIEHHA 30BHIIHbOI Ta BHYTPIIIHbLOI CITKIBKU MaKyJdap-
Hoi fminisHky npu HA-IH3H. Haii6inbi BUpakeHi 3MiHU peecTpyBaIu-
csl B rocTpié ¢asi Ta NposABJISIMCS NOAOBKEHHSM Yacy NpOBeJeHHs
6i0esIeKTpUYHOTO MOTEHIIiaNy - JaTeHTHOCTi koMmnoHeHTiB N35 i P50,
a TakoX 3MeHIeHHSAM aMIIiTyau N35-P50 i P50-N95 (3HmkeHHAM
aKTUBHOCTI (OTOpeLenToOpiB Ta raHIJIIO3HUX KJITUH LieHTPabHOI
ciTKiBKHU). Y XpoHiuHil ¢asi mopyuieHHsA 6yJM MeHII BUPaXKEHHUMH,
aJsie 36epirayucs, 1o CBIIUUTH PO CTikiKe 3HMKEeHHS QYHKIIIOHAJIb-
HOI aKTUBHOCTI MaKyJIApHOI AIJISTHKHU CITKIBKU.

Bioelectrical Activity of the Macular Region in Non-Arteritic Ischemic
Optic Neuropathy According to Pattern Electroretinography

Chaban M. Yu., Khramenko N. I., Terletska O. Yu., Konovalova N. V.,
Zborovska O. V.

Odesa, Ukraine

The study included 65 subjects (88 eyes): 53 patients with non-arteritic ischemic optic
neuropathy (NAION; 69 eyes), including 13 patients (13 eyes) with acute NAION
and 40 patients (56 eyes) with chronic NAION, and 12 healthy controls (19 eyes).
Pattern electroretinography was performed according to ISCEV standards using
the RetiScan system. In acute NAION, N35 latency was 30.6+9.49 ms, which was
14% higher than in chronic NAION, where it was 26.46+5.65 ms; the difference was
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statistically significant (p=0.04). P50 latency was 52.32+10.26 ms in acute NAION,
exceeding the control value of 45.54+4.24 ms by 15% (p=0.01) and the chronic-
stage value of 47.34+5.52 ms by 10% (p=0.02). N95 latency was 102.04£13.98 ms in
acute NAION, 98.00£9.71 ms in chronic NAION, and 95.81+£5.77 ms in controls, with
no significant intergroup differences. N35—-P50 amplitude was 3.19+1.65 pV in acute
NAION, 3.59+1.56 pV in chronic NAION, and 4.08+0.91 uV in controls; compared with
controls, it was reduced by 21.8% in acute NAION and 12.0% in chronic NAION, with
statistical significance in both groups (p=0.05). P50-N95 amplitude was 4.09+1.52
MV in acute NAION, 4.98+2.17 uV in chronic NAION, and 6.30+1.18 pV in controls;
compared with controls, it was reduced by 35.1% in acute NAION (p=0.007) and
21.0% in chronic NAION (p=0.01). These findings indicate PERG-detected functional
impairment of the macular retinal structures in NAION, most pronounced in the acute
stage and persisting in the chronic stage.
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