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Despite the progress in the treament of the subretinal neovascular membrane
(SRNVM) by the development of laser photocoagulation, it has been reported
difficult to manage with laser photocoagulation on which developed in high
myopic eyes® first, their location in relation to the foveola is usually difficult to
discriminate; second, subretinal neovascular membrane developes very close to
the foveola; third, the atrophic photocoagulation scar may extend to the
foveola.,

The interferone alpha 2a has been known to suppress angiogenetic activity,
and its application to subretinal neovascular membrane in high myopia has
been suggested.

The effect of interferon alpha 2a on neovascular membrane in high myopia
was investigated by the authors, Subjects included 16 eyes with interferon
treament and 12 eyes as control who had been followed for 3 months or longer.
The median total dose in these patients was 75%10° units, given over a six- to
eight-week period. In the interferon treament group, the activity of
neovascular membrane decreased in 9 eyes(56%) and the visual acuity improved
in 7 eyes(44%). In contrast, the control group showed a sustained activity of
neovascular membrane and the visual acuity was improved in only one
eye(6%).

Therefore, interferon alpha 2a can be considered as an alternative method in
the management of the some subretinal neovascualr membrane in high myopia
which is resistant to the other treament(J Korean Ophthalmol Soc 37:1453~

1459, 1996).
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Table 1, Distribution of age and sex

Age Sex

M F
20-29 2
30-39 2 8
40-49 2 3
50-59 1 4
60-69 2
Total 5 19

Fig. 1. At interferon no treatment case., Dye lea-
kage is noted at subfoveal area.

Fig. 2. At interferon no treatment case after 3
months later. Dye leakage is increased
compared to 3 months earlier.
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Table 2, The change of fluorescein angiographic finding in high myopia with SRNVM between inter-

feron treatment and no treament group

Treatment
Activity of SRNVM* Total
. INF+ Treatment INF Non Treatment
Improved 9 0 9
No change 4 4 8
Worsened 3 8 11
16 12 28
p<0. 05

*SRNVM : Subretinal neovascular membrane
+INF: interferone alpha 2a

Fig. 3. At interferon treatment case. Dye lea-
kage is noted at subfoveal area before
interferon injection.,
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Fig. 4. 2 month later after interferon injection.
Dye leakage is reduced slightly compared
to pretreatment state.

9Hd AEE TAHE Bk

o]Fel AdelM HHELE XRF To] A8
F W 3 9NEA B BAgHcE oelgiA ¥
FAA #d 24 3Ho] AN (Table 2).

A=Al o§ we AGER {RF AdEHE
o2 A5Y 157 163He N84 AFBAZLE 23
oich 3AYFE, 2Eln 2% et FHER
FF AAIE AlY HAlolA gnelen AlEolA 271
ol el Alg side] UAUR A7t T (44%), W
7t 99 A7 8%H(50%) ©10 3 snelen’] EollA]
2%k ol/de] Alg byt IAE A7t 19H(6%) ol
o}, wide] QEiEE AJ & RS 99 128 F



— o|¢l4 ¢ : myopia —

Table 3. Change of visual acuity in high myopia with SRNVM between interferon treament and no
treament group. At interferon treatment group, there were statistically significant difference
in visual acuity improvement after interferon treatment

Treatment
V/A* Total
INF+ Treatment INF Non Treatment

Improved 7 1 8
No change 8 6 14
Worsened 1 5 6

16 12 28

p<0. 05

*V/A: Visual acuity
+INF: interferone alpha 2a
SRNVM: Subretinal Neovascular membrane

Fig. 5. 3 months later after interferon injection.
Dye leakage is reduced compared to 2
month after interferon injection,
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Table 4. After interferon treatment, side effects
is manifested as follows

Content Events Rate
Fever 11 73.3%
Chilling 11 73.3%
Myalgia 10 66.6%
Fatigue 10 66.6%
Nausea 7 46.6%
Decreased appetite 6 40.0%
Hair loss 2 13.3%

Increased liver enzyme none

G AN BHE Heolr] ARG AHL HEFE
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