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Hko. 184 o]Ate] BAE & W7 TkE2ked (Optical co—
herence tomography (OCT), Carl Zeiss Meditec, Dublin,
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Z(logMAR), OCTZ 243} =132 7 (central foveal
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TMV)E ZAskedeh. & & nlge] ebgsl A8g molt
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3000, Carl Zeiss, Meditec Inc. USA)& o]&5fo] A9}
oA A7 1 mm oo} HtFA CMTE 3L, it
Z=A1E volume data (cubic millimeters) 2 ®H3}lsto] TMVE
Alststeiet.

HE tjAketo] sl proparacaine hydrochloride 0.5%
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Mann—Whitney test® 24t} 1e|1 S|4 3=
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Z at
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0.83 mm®, 10.86+0.93 mm®, 72|31 oF+-e 15.41+0.77
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Fig. 1).
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Figure 1. Change in best corrected visual acuity (BCVA,
logMAR) after intravitreal bevacizumab (IVB) and tri—
amcinolone injections (IVTA)at follow—up visits. “denotes
statistically significant change from baseline at each visit
within group (p<0.05). ““denotes statistically significant
difference between two groups at each follow—up visit
(p<0.05).

A S (p<0.05), IVBILollA= A 3 158, 170,
271 ol Z+ZF 402.12+61.72 pm, 334.56+59.47 um,
342.09+£64.93 ymo. 2 2|7 A3} v sle] §-ol5HA oA
= ATH(p<0.05). F X E 7F Hlao| A= IVTAZ oA
1, 2, 37§ ol IVBI-R ot 93t s ek 45 Holth
(Fig. 2).

TMVE IVTATROA] oA 3 155, 1714, 27114, 371ol)

Table 1. Baseline characteristics

600

200

baseline 1week 1 month 2 months 3 months 6 months

Time

Figure 2. Change in central macular thickness (CMT,
um) after intravitreal bevacizumab (IVB) and triam—
cinolone injections (IVTA) at follow—up visits. ~ denotes
statistically significant change from baseline at each
visit within group (p<0.05). “denotes statistically sig—
nificant difference between two groups at each follow—
up visit (p<0.05).

247} 8.5240.87 mm’, 8.27+0.92 mm’, 8.35+0.89 mm’,
8.97+0.94 mm’o.2 X7 A} vlwste] G057 TAY
AI(p<0.05), IVBO A= FAF & 15, 17490 zzt
9.2240.89 mm’, 9.1740.97 mm’ 2.2 2| & 7} u]ws}e]
Lola SHEYCHp<0.05). F BT 7} v mof| A=
IVTAZOlA] 1, 2, 374 Qo] IVBRL} folat sjRsty 5
Ae WrHFig. 3).

IVTA group IVB group p value
Number of eyes 40 32
Systemic
Age (years) 59.2 61.1 0.317
Female (%) 37.5 40.6 0.215
Duration of DM (years) 13.07 12.81 0.271
HbAlc (%) 6.89 7.02 0.485
Systolic BP (mmHg) 142 144 0.571
Diastolic BP (mmHg) 92 88 0.436
Ocular
BCVA™ (logMAR) 0.64 0.67 0.512
0P (mmHg) 15.41 16.25 0.516
CMT* (um) 500.86 484.06 0.183
Type of DME® 0.532
Sponge 22 15
Cystoid 18 17
serous RDT 0 0

*BCVA=best corrected visual acuity; ' TOP=intraocular pressure;  CMT=central macular thickness; ¥ DME=diabetic macular

edema; " RD=retinal detachment.
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Figure 3. Change in total macular volume (TMV, mm°)
after intravitreal bevacizumab (IVB) and triamcinolone
injections (IVTA) at follow—up visits. “denotes sta—
tistically significant change from baseline at each visit
within—group (p<0.05). “denotes statistically signi—
ficant difference between two groups at each follow—up
visit (p<0.05).

B0V oo s st o o i i S s
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ETDRS lines of BCVA change
Figure 4. The proportion of patients losing (—3 lines
~—1 line), maintaining (—1 line~+1 line), or gaining
(+1~+43) best corrected visual acuity (BCVA) at 3
months. “indicates a statistically significant difference
between the two groups.

Ae & 3MEe 7 & olule] HH AlFHeE Hel

%9 IVTAZT} VBl A 22} 50%, 66%2A o]z}
RAQLOLE, T ZoNA Al Z Atol9] FHE ko] AlRASE

Hol= Sxe] HIE-2 717t 3%, 17%=A IVBHol| A Eitct.
F5& ko] AlgASS Bl A= 4 47%, 17%=2A
IVTAoll A f-2J8tAl o] @ttt 18y Al £ 671dol
T AR Atolofls fegt ztol7t ¢llck(Fig. 4, 5).
obore [VTAZO|A A& & 1, 27]%Q0] 17.35+0.95
mmHg, 17.87+0.60 mmHg= 2|5 Hoj v]a) S5 Al
E1(p<0.05), IVBI A= A& & A& 3t v
Frolst afol 5 Ho|x] ekbh(Fig. 6). IVTAToA A abakzt
712k % 5H(12.5%) ol A QFeto] 25 mmHg o402 Ak

S0M Ra[MZW FA Tt -

80%; gie=s=scssscoscas st an e s E s s s RS et s Sam s cdem e =
IVTA
= VB
DO eea ey R e
40% F-----mmmmmmmmmmmeeee N e
20% g------- I --------------------------------
% =

ETDRS lines of BCVA change
Figure 5. The proportion of patients losing (—3 lines
~—1 line), maintaining (=1 line~+1 line), or gaining
(+1~+3) best corrected visual acuity (BCVA) at 6
months. There was no statistically significant difference
between the two groups.

20

I0P (mmHg)
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o
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Time
Figure 6. Change in intraocular pressure (IOP, mm Hg)
after intravitreal bevacizumab (IVB) and triamcinolone
injections (IVTA) at follow—up visits. ‘denotes statis—
tically significant change from baseline at each visit
within group (p<0.05). “denotes statistically significant
difference between the two groups at each visit (p<0.05).
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=ABSTRACT=

Comparison of Effects of Intravitreal Triamcinolone and
Bevacizumab in the Treatment of Diabetic Macular Edema

Se Beum Oh, MD, Jun Woong Moon, MD, Hyung Chan Kim, MD, PhD

Department of Ophthalmology, College of Medicine, Konkuk University, Seoul, Korea

Purpose: To compare the effect of an intravitreal injection of triamcinolone acetonide with bevacizumab in the treatment of
diabetic macular edema (DME).

Methods: For this study, the medical records of patients with diabetic macular edema, who received intravitreal triamcinolone
injection (IVTA) or intravitreal bevacizumab injection (IVB), were reviewed, Best corrected visual acuity (BCVA), central macular
thickness (CMT) and total macular volume (TMV) were evaluated before injection and at 1 week, 1 month, 2 months, 3 months,
and 6 months after injection, The adverse events, such as increased intraocular pressure, and progression of cataract, were
also reviewed,

Results: A total of 72 eyes from 72 patients, (IVTA: 40 eyes, IVB: 32 eyes) were included in this study. In the IVTA group, BCVA
improved significantly at 1 week after injection and was maintained until 3 months after injection, In the IVB group, BCVA
improved significantly at 1 week after injection and was maintained until 2 months after injection, In the IVTA group, CMT and
TMV decreased significantly at 1 week after injection and were maintained until 3 months after injection, while in the IVB group
CMT and TMV were maintained until 2 months after injection, The IVTA group showed significantly better results in visual
improvement, CMT and TMV reduction compared to the results of the IVB group, from 1 month to 3 months after injection, In
the IVTA group, intraocular pressure increased to more than 25 mmHg in 12.5% of patients during the follow—up period,
Conclusions: While the functional and anatomical improvements are achieved by both IVTA and IVB for diabetic macular edema,
the effect of IVTA is more prominent with longer duration than IVB,
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