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A Case of Diabetic Papillopathy

Ai SONOBE!, Natsuko KIMATA', Hideyuki SAKAMOT O’ and Makoto MIZUOCHI'
'Department of Ophthalmology, Asakadai Central General Hospital
2Department of Ophthalmology, Tokyo Women's Medical University

Purpose: To report a case of bilateral diabetic papillopathy (DP). Case Report: A 66-year-old woman with a
12-year history of untreated diabetes mellitus complained of impaired vision with mild blurring and had eye float-
ers in both eyes. Visual acuity was 0.7 right and 0.7 left. Both eyes showed optic disc swelling. Hyperfluorescense
on the disc in the early phase was detected by fluorescein angiography. Visual fields analysis revealed a slightly
enlarged blind spot. No other abnormal findings were found and diabetic papillopathy was diagnosed. She was
treated with oral prostaglandin and vitamin B12 prescribed by the orthopedics department. At 5.5 months after
presentation, optic disc swelling decreased bilaterally and visual acuity improved to 1.0 right and 0.8 left. Conclu-
sion: This was a case of DP presented with very mild visual impairment or with an incidental finding of bilateral
optic disc swelling. Careful follow-up is needed because DP could change to anterior ischemic optic neuropathy

because of the similar pathogenesis of these two diseases.
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Fig. 1 Fundus findings taken 25 days after the onset
a: Right eye. b: Left eye.
Both eyes show the disc swelling. The margin of the disc is dull and reddish. Left eye is
severer. Diabetic retinopathy is stage A2 in Fukuda classification.

Fig. 3 Fundus findings and fluorescein angiography findings taken one month after the
onset
a: Fundus findings of right eye and (b) is the left eye. Both eyes increase the disc
swelling.
c¢: Fluorescein angiography of right eye and (d) is of the left eye. Early-phase fluorescein
angiogram demonstrates hyperfluorescense on optic disc. There is no filling defect of the
disc.

Fig. 5 Fundus findings taken 6 months after the onset
a: Right eye. b: Left eye.
The optic discs swelling subsides in both eyes and are flat.

—E261—



262

Fig. 2 Goldmann perimetory in April 2009
Both visual fields reveal a slightly enlarged blind spot. Visual fields have low sensitivity in
upper part of the blind spot in both eyes. There are no enlarged blind spots and altitudinal
hemianopia.

Table 1 Laboratory data in April 2009

Peripheral blood test

WBC 4,030 /ul
Het 335 %
Plt 205x10* /ul
Biochemical blood test
TP 6.9 g/dl
ALB 403 g/dl
TB 0.7 mg/dl
Na 140 mEq/!
K 45 mEq/1
Cl 102 mEq/!
Glu 139 mg/dl
HbAlc 76 %
CRP 0.03 mg/dl
LDH 195 1U/1
YGTP 21 T/
CK 48 1U/1

Immunological blood test

IgG 1,010 mg/dl
IgA 305 mg/dl
IgM 68 mg/dl
IgD 1.0 mg/dl
C3 61 mg/dl
C4 20.0 mg/dl
CH-50 40 U/ml
HBs-Ag

HBe-Ag

HCV-Ab

Toxoplasma antibody
HSV

VZvV

ACE

RF

ANA
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Urinary test

PH
Glu
Pro
Bld
Ket
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Fig. 4 Goldmann perimetory in May 2009
Visual fields reveale a slightly enlarged blind spot in left eye.
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Table 2 The differential diagnosis; AION and DP

AION

DP

Pathological state

Laterality
Fundus findings
Fluorescein angiography

Unilateral > Bilateral
Optic disc swelling — Atrophy

+ Late phase: Hyperfluorescein
- Altitudinal hemianopia
- Wedge-shaped defect

Goldmann perimeter

Infarction of the short posterior ciliary artery

- Early phase: Filling defect of the disc

Reversible micro circulatory disorder of
the optic disc surface

Bilateral > Unilateral
Optic disc swelling — Recovery
» Early phase: No filling defect of the disc
No hyperfluorescein
- Overall slightly reduced sensitivity
+ A slightly enlarged blind spot
Vitamin B12

Treatment Anticoagulant, steroid, Vasodepressor,
optic nerve sheath decompression
Prognosis Severe visual impairment and visual field defect

Spontaneous recover within 2-10 months
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