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Abstract

o AIM. To further investigate the etiology and treatment
strategies of diabetic macular edema (DME) by studying
the correlation between responses to intravitreal injection
of Ranibizumab (IVR) and diabetic retinopathy ( DR)
extent in DME patients.

e METHODS: This study comprised 33 eyes of 27 non
proliferative diabetic retinopathy ( NPDR) patients with
DME and 34 eyes of 32 PDR patients with DME, who had
been followed for at least 6mo after IVR. We compared
the responses to the anti- VEGF treatment between the
two groups.

e RESULTS: NPDR patients had strong statistical
improvement in best corrected visual acuity ( BCVA) and
central macular thickness (CMT ) after both 3 - month
treatment and 6-month treatment( P<0.05), While PDR
patients had not( P>0.05). There were also statistical
differences( P<0.05) in BCVA and CMT between NPDR
group and PDR at a time when the patients had received
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both 3-month treatment and 6-month treatment.

* CONCLUSION  Different extents of DR have influence
on DME responses to anti-VEGF.
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x1 BHEH-MBERER

" .- AER PR WA IMEE FPG 25w W B s
25 _ _ _
(X£s, %) (B4 1) (X£S , mmol/L) (MR,%) (X£S,a)
NPDR 21 33 56.23+6.73 15/12 8.62+2.39 15(45) 11+4.27
PDR 4 34 53.34+8.12 14/18 8.77«2.11 14(41) 12+3.25
P 0.147 0.366 0.799 0.724 0.312
%2 NPDR 45 PDR AHi&r 858 BCVA 1 CMT xX*Es
NA =y VA N
g1 s BRI 1RY7 3mo 1RYT 6mo
BCVA CMT( um) BCVA CMT( pum) BCVA CMT( wm)
NPDR 2 33 0.63+0.32 456+143 0.34+0.12 256+134 0.24+0. 14 213492
PDR %H 34 0.65+0.25 458+131 0.61+0.13 453+101 0.64+0. 18 455+175
t -1.77 -0.79 -27.21 -32.05 -31.84 -33.09
P 0.0815 0.43 <0.01 <0.01 <0.01 <0.01
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5T B s v 6 0 22 it A 59— MR B A M 3 S DL 4K B
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