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Abstract

e Diabetic retinopathy ( DR) due to disturbance of
carbohydrate metabolism is the most serious ocular
complication in patients with diabetic disease, and
diabetic macular edema (DME) is one of the main causes
of vision loss. It is considered that many factors are
involved in DME pathological process. DME is defined as
an abnormal thickening of the macular associated with the
accumulation of excess fluid in the extracellular space of
the neurosensory retina. Nowadays, the main treatment
methods of DME include pharmacotherapy, laser
photocoagulation and surgery. Inflammatory components
within the vascular tissue play an important role in the
development of DME, so drug therapy is an important
method for DME. In this review, we summarized the risk

factors and the current pharmacotherapy situation
of DME.
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5 BUN G RIRYT DME B9FGR . H TN I R 14t
VEGF 25¥) 8 =Fh, Pegaptanib R % -, Ranibizumab #l
Bevacizumab i i f:) 717 . B AT VEGF Z KK E M
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2.1.1 Pegaptanib  Pegaptanib , & /i1 44 Macugen 2004 4
K FDA HEAEFCH] TI6 77 45 0 AH OGP B B8 1, o 5
—F -+ DME JA¥7 i9HT VEGF 244, Pegaptanib J&—Ff
AU 28 AME R BT - VEGF & &, W #5450 VEGF fix
EB RS> H A K VEGF-165, Sultan 55 47 T — 30
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SFPAT Y R = DME B3 L)), B2 PR AL R AR
it 52 M R4, SRR 2 5 0 BRZE AN R IR FH T A I
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SO —RARE R TA VYT XEIATE DME A3, 2
PRWFFEHIE IVTA J5 3mo 7 RURAE, SR 1M 6mo J5 L 1 A 1]
FEfii , Thein 5™ % IVTA 099K 18 4 DME & #4751
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