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Lecture
Developments over the Past Quarter Century in the Department of Ophthalmology
at Tokyo Women’s Medical University

Sadao HORI
Department of Ophthalmology, Tokyo Women’s Medical University
Nishi-Kasai Inouye Eye Hospital

The developments achieved over the past quarter century in the Department of Ophthalmology during my
years at Tokyo Women’s Medical University were reviewed. I had the opportunity to develop and introduce the
technique of vitrectomy to prevent blindness from diabetic retinopathy, in my various roles as Associate Profes-
sor and Professor at the Diabetes Center and the Department of Ophthalmology beginning in 1988.

In 1995, the Japanese Society of Ophthalmic Diabetology was established with the expectation to broaden
communications between internists and ophthalmologists. The Society is dedicated to patients with diabetes to
save their vision by stressing the importance of periodic observation on diabetic retinopathy using Diabetic Eye
Notebooks.

The mechanism of diabetic macular edema was analyzed by measuring the concentration of cytokines in the
vitreous fluid, and vascular endothelial growth factor and intercellular adhesion molecule-1 were found to in-
crease markedly in cases of diabetic macular edema. These results led us to speculate that the mechanism of dia-
betic edema was related to inflammation and therefore recommended the use of anti-inflammatory agents.

I would like to emphasize the importance of developing the system to allow female doctors to dedicate them-
selves as much as they wish to contribute to clinical medicine, thereby meeting the expectations of society. Ef-
forts made by the university have been reflected in the newly adopted shortened-working-day system and day
care services for working female doctors.

I hope that the present condition within the university will continue to develop further in order to achieve
the most ideal situation for the realization of the ability of all members of the staff.

Key Words: vitrectomy, the Japanese Society of Ophthalmic Diabetology, Diabetic Eye Notebook, diabetic macu-
lar edema, female doctor
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Table 1 Number of published articles classified by diseases and organs

Diabetic ocular complications 231 Cornea, sclera, conjunctiva 16

Retinal detachment, proliferative 25 Glaucoma 5

vitreoretinopathy

Retinal vein occlusion 6 Cataract 19

Macular hole 2 Outer segment, dysthyroid 12

ophthalmopathy

Hypertension, arterial sclerosis 8 Case report, syndrome 8

Age related macular degeneration, 5 Neovascularization 6

choroidal neovascularization

Uveitis 22 Others 50
415

Table 2 Detailed classification of published articles on diabetic ocular complications

Code # Medium class Small class First Co-au
Diabetic ocular complications 111 Epidemiology 0 30 (30
121 Mechanism cytocine 0 25
122 others 2 9 (36)
131 Treatment internal medicine 8 13
132 drug therapy 3 4
133 laser 2 17
134 vitrectomy 5 12
135 others 3 2 (69)
140 General complications 0 2
150 Pathology 9 3
160 Reviews 31 11
170 Case reports 2 8
180 Others 7 23
72 159 231

Code #: Author’s private ID number, First: first author articles, Co-au: co-authored articles.
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Fig. 1 Fundus photographs before and after vitrectomy for proliferative diabetic reti-
nopathy. A: Early vitrectomy. Top: The fundus features are obscure because of massive
vitreous bleeding before the operation. Visual acuity (VA) is 0.04 (nc). Bottom: The optic
disc and macula are visible with a few dot bleedings in the retina after the operation.
The scars of photocoagulation are seen in the peripheral region. VA is (1.0). B: Delayed
vitrectomy. Top: The fundus features are obscure because of proliferative tissues and
retinal detachment by diabetic retinopathy before the operation. VA is 0.01 (nc). Bottom:
The color of the optic disc is pale and the retina is atrophic although proliferative tissues
have been removed and retinal detachment is cured after the operation. VA is 0.04 (nc).

Fig. 2 Fundus photographs before and after vitrectomy for diabetic maculae edema. Left:
Diabetic macular edema is prominent with yellowish exudates before the operation. VA
is (0.3). Right: Macular edema is subsided with a few remnants of yellowish dot exudates
after the operation. VA is (0.7).

WZL > TEY BRI Z RET 2168, 2% B, ZLDBLVEFIOEREFITTEL. Th
BHEBEOHERE L LC &7z (Fig 1). HBFEICH L WKLY, TRETL—F—mROATHIG L TE7:
TH L CEA SN FAEFMI D R ICHLD M ZHIIEER DNV ENRHR S N7z (Fig. 2).
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Perivascular inflammation —» edema

Migration of WBC
Adhesion of WBC # L

Diabetic condition

Fig. 3 A schematic drawing of the inflammatory
mechanism in diabetic macular edema. The white
blood cells (WBC) easily adhere to the vascular wall
under diabetic condition. They migrate into the peri-
vascular tissue through the junction of the vascular
endothelial cells. The migrated cells produce inflam-
matory agents and secret them in the surrounding
tissues to induce inflammation and diabetic edema.
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MEZ S HICHIAC RS E, &8 -8By, By, HE
D IWEHIIP R Y NERECEZREN ) A bhb
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1, interleukin-6 (IL-6) 3 X U monocyte chmotactic
protein-1 (MPC-1) ® 4 D ®4IEVER - 1358 R R 25 B
FETHRBICEALTEBY, T LITVEGFL
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Table 3 Vitreous concentrations of inflammatory factors in DME,

Non-DM and Non-DR

Non-DM (n=15)

DME (n=53) Non-DR (1=8) p value

VEGF (pg/ml) 1,086.4 (15.6-3,450.0) 204 (15.6-69.6) <0.0001
356 (15.6-86.4) <0.0001

ICAM-1 (ng/ml) 186 (5.84-52.6) 6.44 (5.00-16.2) 0.0092
842 (5.00-18.4) 0.0184

IL-6 (pg/ml) 1924 (18.0-823.4) 8.74 (4.00-23.2) 0.0008
18.8 (4.00-66.4) 0.0092

MCP-1 (pg/ml)

PEDF (ng/ml)

1,764.4 (176.4-3,298.6)

320 (1.95-18.8)

426.3 (116.4-1,128.6) 0.0103
6784 (143.8-1,654.2) 0.0241
234 (7.84-56.3) 0.0011
246 (16.6-39.3) 0.0024

DME: diabetic macular edema, Non-DM: non diabetic patients, Non-DR: dia-

betic patients without retinopathy

VEGF: vascular endothelial growth factor, ICAM-1: intercellular adhesion
molecule-1, IL-6: interleukin-6, MCP-1: monocyte chemotactic protein-1

PEDF: pigment epithelium derived factor
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Fig. 4 A sample page of descriptions in the Diabetic Eye Notebook for diabetic patients.
Ocular status is described by numbers or markings with a circle for each item of mini-
mal results necessary for periodic eye examination. Date or interval between the next

visit is most important.

10 11 12 13 14 15 16 17 18 19 20 21 22

Nurr.|ber of Newly entered Remained Retired
residents
Male 17 o 10 7
Female 49 24 25
66 34 32

Fig. 5 Yearly number of residents who entered
(blue), retired (green) and remained (red) in the
Department of Ophthalmology, Tokyo Women's
Medical University calculated at the end of March,
2012. Total number of residents who entered the
Department was 66 from 1998 to 2010, of which 34
remained at the end of March, 2012, and 32 retired
in the period of 12 years. Vertical bar indicates the
number of residents. Horizontal bar indicates the
Japanese calendar year (Heisei): The number 10 is
equivalent to 1998 of the Western calendar year,
and 22 is equivalent to 2010.
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unknown(1)

marriage(4)

children(3)
mental disorder(5
spouse(2)
family dispute(1)
(N =19)
Fig. 6 Reasons for leaving the workplace for female
residents.
VTH 5.
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