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Abstract

In an attempt to detect patients in an early stage
of glaucoma, a new screening test, the Flicker
System ®, by which temporal modulation transfer
function is evaluated, was performed in 64 normal-
tension glaucoma patients and 65 normal eyes. The
early stage of glaucoma, i.e., stage 0~1 of Aulhorn-
Greve’s classification, showed a significant decrease
of the modulation in the range from 20 to 45 Hz in
comparison with normal eyes (p value<0.05). The
moderate stage of glaucoma of stages 2~3 also
revealed significantly decreased values of the modu-
lation in the range from 14 to 55 Hz. In the range

from 25 to 45 Hz, the reduction of modulation in the
glaucoma with diffuse visual defect was more pro-
found than in glaucoma with localized or mixed
defects. The results seem to be compatible with the
presence of diffuse visual function deficit in glau-
coma. (J Jpn Ophthalmol Soc 100 : 307—312, 1996)
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X1 IR A R RIBCE.
Hl#it L=L,(1+m cos 2 =ft) TEXh 3,
L: luminance, L,: luminance average level, m:
modulation depth, f: flicker frequency, t: time

I 5 %

L ZEBOHME

R T R B B 14 13, Flicker System ® % Fvs T#llE L
To  BREE G, TBOBEARN S A4 - FENFETIH
EREAA YT BT T ADA2a Y Ea—
-y —h ok Eh s, HRE R, HERNOY
CEBDERRULBCAA vF 2L, b2 h 1k
Fo LBUERCZNREEL TIBE TS L D ciERa
N5 NBERDIFHENTA A —F OHEEIE 585 nm D
38, SEEEEEE 23 candelas/m* TH D, HEF A0 —
AL EEHETLI IO CERES N TREE X0 can-
delas/m*T#H 5,

MR IR 80 lux 0N TITbiL s, flE T O KR
oA TORMITEE 25 mm, AR ZETH S,
Il FLORRE T, #9 10 28 O BEIEE 5 L OF pretest @
B, MEETO . AEEIREPEHESEE LWV, #
BMEREHFOPLEBRHET 2 XRS5, Bk
X3 ~4 HERETH S,

AR T, BESEIC X 0 FRRcEld 3
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100% Tk, HAHERE & e/ MERE D % & A, modulation
0% OIEOBEE IZ—E THh 5, L7z58- T, modulation
DEPKEWIIFEHEOENKEL, k2628 L
TRUP T 22, Al 2~65 Hz 0fF D b & b
Come sl 17 I TELT 2. FAEBICE VT,
412 modulation 100% D BRE 4, ThH3s 5D
% L s hhid, KT modulation 0.1% ONHER &
na, CoXGEEbs2>E EFRLSRT, KICEFDM
@ modulation fE2FH T 2 XEDIHICER S5, RE W
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2. B EHE

IEHE L EHIRERANEEE 2R E U IEXEH, E
WIRFEARAREEE OFRINHEHEEZR 1, 2 1R, 8RBT
AHIRE L, BHEF CHIREBINEAE 27z S wiia ik
R E U, IEH &R, 65 #l 65 iR, 22~T79 5%, ¥y 43.2
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DLRBIHELE. &5, 0~1H%Z26dBEREOH
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[THA 11 R & L7z, 0 M BIARFLBEZE i 2 0, £ Ofth
IRizc6dBLL Lo HmEE a4 BE L. £/, 2
~ 3 #1% Octopus tREF=t program G 1 »6& 647z 59
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F/iE O diffuse type, localized type, mixed type &, IE
HER L OB XY, diffuse type T 25~45 Hz @
#ipH T & 72 modulation fE DK T % 32 8 12 3, local-
ized type, mixed type TR ¥ DEHEOHEHTHLEE
7 modulation fHOE T #5ED L Mh o7z (FE6).

Il ® 0.1

IEHH % 45 AN & 45 LI ED 2 FRICH 0 T, &% 0.2
@ de Lange curve Zti# 4 2 X2, K3 0L 5 Icefl 06
BB BV TERICL 2ARCBECE THSED S B 14
7z, 2 -

EHRESNED S B, 0~ 1 OB T, A LI
20~45 Hz Q&P TIEH FHEIC -, HE % modulation .
HEOET 2D WHOEATZ 2~3 1, 4 ~5 T
i, B 14~55 Hz O R W BB CER BRI g (08 207
7% modulation fAOE T 2572 (£ 4). i

0, 0~ 13, [ M EXEROLBIZLY, 0T 2 T I & P H e
I ¥ QMM ORI T b HELETRED 525 285, B (Hz)
0~ 1 H#I T3 25~45 Hz O #E THE % modulation {8 2 IEMEq de Lange curve,
DETERD(FS). [HTRE 5 CEVEETHE b8 45 BN 34 1R, T 4% 45 UL 31IR. 7 7 7 3T
% modulation f[HOE T 25D z. 2~ 3 HOEF O il + R R,

#£3 IE¥EOD de Lange curve

A # #(Hz) 2 3 6 8 10 14 16 18 20 25 30 35 40 45 50 55 65
IEHH 45 AT 39.20 20.97 11.70 7.96 5.49 5.13 4.54 4.62 4.72 5.60 7.81 11.20 17.14 25.30 51.66 65.14 81.85
modulation
modulationDFEHE(RZ 28.71 23.74 14.14 9.16 5.79 5.90 5.17 6.70 6.52 6.02 6.67 12.83 20.83 26.09 32.12 26.82 23.05
IEH# 45 R 43.90 24.17 13.65 9.57 6.53 6.73 5.13 5.35 5.62 6.53 8.49 13.65 21.06 36.25 60.39 82.20 97.79
modulation
modulationD ¥R 31.55 24.47 15.75 9.93 6.62 6.25 5.33 7.13 5.71 6.53 7.87 13.13 20.87 30.20 41.25 36.75 17.87

F4 ERHEFCERBEGAESSERCOLE (1)

A # #(Hz) 2 3 6 8 10 14 16 18 20 25 30 35 40 45 50 85 65
0~11H4 21,40 21.20 18.90 15.20 9.40 1.98 1.91 1.89 2.52 4.64 8.91 11.37 16.00 26.19 30.80 40.01 100
modulation ¢ FH#{#E
modulationDEEHE(FZ 19.61 18.75 18.29 16.20 10.28 1.84 1.87 2.34 2.85 4.89 3.46 10.14 12.19 21.90 29.54 38.89 0
EH#E £ OME 0.66 0.46 0.74 0.70 0.54 0.20 0.32 0.11 0.04 0.03 0.02 0.04 0.04 0.01 0.39 0.66 0.98
(HE=D) ¥ 5 x v e .
2~3HA 27.42 32.23 18.14 17.57 19.52 18.88 18.57 13.50 13.78 17.93 16.07 23.21 36.86 24.28 39.91 42.85 100
modulation OE){E
modulationDEHERZE 30.86 26.33 17.64 17.18 20.04 17.98 18.27 11.00 10.05 12.87 12.85 21.34 34.44 27.18 37.29 32.58 0
EH#H & OME 0.84 0.56 0.60 0.44 0.09 0.02 0.03 0.04 0.05 0.01 0.01 0.01 0.01 0.01 0.04 0.22 0.44
(HE=Dp) 5 . F . : * . 5 ’ -
4~5HH 38.50 23.50 17.50 15.25 19.08 18.00 18.10 18.92 17.08 19.33 30.33 36.00 37.50 42.50 50.00 76.17 100
modulation @
modulation®{EHEEE 33.50 34.51 11.68 17.27 18.15 17.95 17.62 20.40 22.11 22.32 28.64 31.31 32.37 39.62 44.69 36.58 0
ERE L OBRE 0.73 0.51 0.35 0.65 0.24 0.05 0.05 0.01 0.01 0.01 0.01 0.02 0.01 0.01 0.02 0.02 0.97
(HE= D) = . . . . » v . . .

SNfERE I3 Aulhorn 8 Greve kit k> T0~1, 2~3, 4 ~5 #IcsHE
*1& p<0.05 Mann-Whitney-U #&%E
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x5 EEEHCEREEGEAEBEEER DL (2)

A #H #H(Hz) 2 3 6 8 10 14 16 18 20 25 30 35 40 45 50 55 65
0 HH 14.67 6.00 7.80 5.63 2.00 0.47 0.43 1.90 1.07 1.63 2.10 4.10 8.33 15.50 28.50 40.00 100
modulation MO EH{E
modulationOfF¥E(REZE 20.04 5.57 3.81 5.18 1.54 0.47 4.93 2.69 0.90 2.07 2.01 3.45 8.44 21.23 29.99 45.29 0
EXE L ORE 0.87 0.48 0.28 0.91 0.93 0.76 0.36 0.29 0.19 0.40 0.44 0.30 0.69 0.44 0.16 0.17 0.40
(HEZp)
0-1H 37.66 13.00 15.00 16.67 6.67 1.66 1.00 2.05 2.08 2.79 3.48 7.66 12.33 26.67 30.08 30.83 66.67
modulation @A
modulationD#E¥ERZE 39.00 11.13 21.79 28.87 5.77 1.47 1.87 1.15 2.98 2.91 3.04 7.21 11.01 17.63 15.87 27.42 11.54
IEH#H & OBSE 0.85 0.53 0.63 0.78 0.54 0.76 0.69 0.83 0.29 0.04 0.02 0.01 0.03 0.02 0.08 0.84 0.65
(ﬁﬁ%p) * * * * *

I 25.05 18.25 13.38 13.68 9.56 2.18 2.13 2.38 3.50 2.90 3.25 &.00 16.25 27.75 42.75 56.25 62.50
modulation OEX{HE

modulation®EHE(RZE 24.02 31.23 12,93 13.28 8.86 1.43 2.02 2.06 2.38 2.81 3.63 8.16 11.09 19.67 38.89 47.97 12.50
IEH#H & OBGE 0.73 0.28 0.20 0.11 0.06 0.04 0.05 0.02 0.04 0.01 0.01 0.01 0.01 0.02 0.05 0.14 0.16
(ﬁﬁﬁp) * * * * * * * * * *

FRAIEEEE X Aulhorn 3 Greve £l LT 0, 0-1, THlIC 8
*1Z p<0.05 Mann-Whitney-U #5#

®6 EFENLEVREGNESERCOLR (3)

A ¥ #(Hz) 2 3 6 8 10 14 16 18 2 V25 3y 35 40 45 500 " Bh 65
Diffuse, type 42.00 24.15 12.54 8.75 5.88 2.08 2.50 2.22 2.83 2,75 4.36 8.19 12.96 21.78 37.48 79.34 100
modulation OYEEE
modulationOFHE(REZE 28.68 21.79 11.18 9.26 6.09 2.28 2.66 2.25 2.26 2.45 4.01 8.62 16.98 24.07 31.17 22.89 0
ERH L ORE 0.24 0.76 0.72 0.81 0.31 0.25 0.27 0.52 0.5 0.02 0.01 0.01 0.01 0.02 0.13 0.31 0.43
(ﬁgﬁ P) * * * * *

Localized, type 37.90 19.77 10.28 6.07 4.44 2.12 2.73 2.15 2.85 1.74 2.49 4.33 8.58 14.91 41.84 70.94 100
modulation @3EH{#E
modulation®E#{RE# 28.05 17.25 10.57 5.96 3.19 2.06 2.37 2.22 2.30 2.3 3.27 6.13 10.13 15.54 29.96 29.95 0
IEHH EOBE 0.44 0.80 0.65 0.32 0.42 0.56 0.84 0.49 0.24 0.39 0.22 0.31 0.40 0.22 0.71 0.55 0.68
(FEED
Mixed, type 51.36 21.84 11.77 6.91 5.01 2.58 2.69 2.40 2.13 1.88 3.04 5.66 8.93 16.67 29.34 58.36 66.67
modulation O3H{E
modulation®EiHE(RZ=E 42.23 17.87 12.53 5.85 4.22 2.73 2.95 2.34 2.20 1.56 2.82 5.17 7.81 15.24 27.15 47.21 11.54
IEHEH EOBE 0.77 0.32 0.48 0.21 0.67 0.32 0.29 0.33 0.25 0.26 0.18 0.24 0.12 0.22 0.57 0.61 0.72
(BEZDp)

#AE S 1 Bebie curve-model 12 & - T diffuse type, localized type, mixed type (24348

*12 p<0.05 Mann-Whitney-U ¥iE
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Uy —IRE L REOHM AR L. s L hid, R
g Lo SIRERAHEL, 10 ADOIEEHDREZ ATHI
Z{h & ¥ modulation fEXZHIE L1z & Z 3, RE 27.2+
2.1mmHg TEELRET 25D/, £/, D de Lange
curve #3R® 5 Z i L 0, BIREIC L D 4 Ul 0EY
YN RICOET2 X DSBICHRHETE, 70 v h—
BEZRES 7V v 2 —FEBUCKET 2 2 & 2L
7o, R B R R 7 ~ 2 ) v e R EiT R
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HT&5A[REMELH 5,

Ll DFER T, A oEVIC X D modulation |
DETHEL D, HHNEOERE TR E RO
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EFZHCBOTHHEOEVWEHTCREERE T IRAD
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