FAFI6210 H10H 49—(951)

gL GE) w5 H8HET A2 + SRt A OHEF &
2% — VECP O3 3, 1)
BOA H R E EET (TEAYEFBRMERE

Evaluation of The Central Visual Field Measured by Automated
Perimeter Octopus and Pattern VECP in Optic Neuritis
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Abstract

Pattern visually evoked cortical potentials (PVECP) as well as the automated perimeter Octopus
has been applied to test the pathological central visual function in optic neuritis. We compared the
data of Octopus and PVECP in 13 eyes with optic neuritis caused by multiple sclerosis (MS) and 8 eyes
with optic neuritis of unknown etiology. The visual field was measured by Octopus programs 31 or 33
and PVECP was recorded with a TV system on the same day. We considered the results to be abnormal
when at least one abnormal point was found among the central 9 points of program 31. Peak latency
of over 2SD above normal latency was thought to be abnormally prolonged. The abnormalities found
by Octopus and PVECP correlated significantly. Using program Delta, the ratio of mean loss per test
location at eccentricity of less than 10 degrees over that of less than 30 degrees was calculated. A ratio
higher than 1.0 indicated a more severely abnormal central visual field. This ratio was related to
VECP latency in optic neuritis with MS. We found that the central visual field measured by Octopus
as well as VECP peak latency had diagnostic value. (Acta Soec Ophthalmol Jpn 91 : 951—955, 1987)
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Table 1 Summary of Clinical Data

Optic Neuritis of Unknown Etiology

Optic Neuritis with MS

No. f‘ﬁ’- Sex | OCTO.* | VECP** | VA*** No. %e Sex | OCTO. | VECP | VA
L3 | M 0 D 1.0 s | 17| F 0 N 15
2. |70 | M 0 N 0.6 :
3|60 | M 0 N 1.2 S| 17T | F ; b 12
3. 1 N 0.6 :
g o[t | ® 4 D 0.4 0, | 37| F 2 A 5
5, | 62 | M 5 D 0.5 g B 3.4
6 | 11 | F 1 D 1.0 1L | 50 | F 8 D 0.5
7. |33 | F 5 D 1.0 . . 9 D 0.2
12, | 52 | F : 5 .

13 | 35 | M 3 D 0.9

. 3 D 1.0

4, | 27 | F . . 19

*OCTO. : No. of abnormal points among the central 9 points of program 31 (33)

**VECP : peak latency, N ; normal, D ; delayed

***VA : visual acuity
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Fig. 1 The data obtained with the OCTOPUS and the VECP from 2leyes of
optic neuritis. A prolonged VECP latency was related to both at least one
abnormal point in the central 9 test points of program 31 (a) and one abnormal
central 1 point (b). The correlation between the central 9 and the peak latency

was more significant.

127+14msec & W ThHIEHR X h ERECER (t &5E,
p<0.005) LT\, MS ¢ REATRHTITAEREEILR
b L2 il

3. 7R 5431 (33) & VECP L&

Fig. 1137 = 7 7 31 (33) & VECP oJIE#HERED
Higrehs, a2y 35431 (33) obhlLImOBRKE
VECP O TE SERER T 284 b h o fE B 21—
1R TH -7, FilE L b EWEAT TR, $09
SRR WRIEEA 2B No. 3, 12), F.0L9ALE
%, BEEETIEWNo. DThote, PLIELTE
EEEIRATEREECECTHEEOMBER L (1
#eiE, p<0.005), FuL 9 ED 5 b 4 AL ERESEER
HEIEILTRTRUERERERADRE, 7077
231 (33) oA (BE, 0/0) oRFOEML TR
TC PIO0IESAEBOEE LA bR, Elchli &
BEAERREFEEECsWTHEEEBE L (p<
0.005).

Bhe427 1+ 2 2AB XV VECP 0BfH% Fig. 212
T L9 BEEO S BIXTTHN0.6LL LRI
7o, FRBICEEIFIER O 9 BRITHRA0.6L LR LA, W
75 7 DT TELUL A,

4, FATOTTLIZE 28T

FLETrZ I AL > TREETEIVOCREYH
Bz 1 EHTz h OFHE RS, 100LH L 9 2D
E30°LIAA (£26955) © 1 bt h OFHREETIHL
FoH107/30°% 5 E L, senitivity lossratio & L7z,

= D30 LA S A 107 LI o AR B RS EEE T &
SE3. sensitivity loss ratio>1.0, 2% b 10°Li
FTERTEMLSES D, TTPINGHERLERL
fo, ¥z ok & PIO0DTE SR OBIE A &2 % & MS
X AE MRS TR TERICHEBE L2 (r=0.71, p<
0.01), (Fig. 3)

IV &

g F) chCTHEAENEE L L TR
BEOEWEEZLLL BBRETA 2 b AMUE
Htet & LT a0 §yv VECP ik £ 0
HIET 505 B TERA R T o710, A7 PSR
ZFu 735 s31(33) o9 HE 15— VECP O
SEREETRECECTIERCEVHEE TR L

= T % £ VECP @ # %5 T (1 Ellenberger 5 (2
MS I TEREBHNEE & 7 7 v 2 VECP X4
(=), Dalen 5T MSIC THBWHEE & 58—V
VECP (3488 (+)?, KBRHESESBICTFa -V
vH—HF L2 —v VECP MBI ()Y e EIT
W5, 42 Fot&E VECP & 0BT Meienberg
HIEMSET7 e 7 7 433,344 4% — VECP 1348
B (=), Younge 3HMBF R T 7w s 7 411
VECP (:4HB8(+ )%, Wildberger (2 fEEB T
v 735 ANDRERT &4 —v VECP ODEZ X4
BE (+)8 & MS LUt B HEEE > EUHE TR
LRBROBERTH D,



52—(954)

a OCTOPUS

[ w s
l .DmarL
00 000
> O0e
5 1.0 ooee L]
o O
<
©
a ® °
S 05 oe
L]
O
O
1 1

abnormal point (+) =)
Central 9
(Program 31 or 33)

b VECP

O ms
| @ others |
@) Q000
e o0e
3 1.0F Ooeee
o o
<
®
a o0
S 0.5 ce
°
(@]
O
1 1
delayed normal

Peak Latency

Fig. 2 Visual acuity versus OCTOPUS (a) and
versus VECP (b) are indicated. The cases of
either the normal central 9 points of program 31
or normal peak latency lay at a visual acuity of
0.6 or better. The two graphs are very similar,
notwithstanding the etiology of optic neuritis.
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Fig. 3 The sensitivity loss ratio was calculated by
program Delta, i.e., the ratio of mean loss at each
test location at an eccentricity of less than 10
degrees over that of 30 degrees. This ratio was
significantly correlated to the VECP latency in
MS. The broken line indicates the upper limit of
normal VECP peak latency.
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