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[ Abstract] Proliferative diabetic retinopathy (PDR) is one of the serious ocular complications of patients with
diabetes mellitus and also the leading cause of blindness. Pars plana vitrectomy ( PPV) is an effective treatment for
severe vitreous hemorrhage and PDR. The intraocular concentration of vascular endothelial growth factor ( VEGF) of
patients with PDR usually increase abnormally, which promote growth of neovessels and make it early to leak and
bleed. Numerous neovessels in vitreous cavity and retinal surface can lead to intraoperative bleeding and may affect the
definition and precision of operation and prolong surgical time. If we conduct gas/fluid exchange regardless of severe
active bleeding, proliferate membrane may reoccur at a high rate postoperatively due to the residual platelet and impair
the success rate of surgery seriously. In addition, with the high activity of neovessels, anterior chamber, vitreous and
retinal hemorrhage may appear as well as other postoperative complications like postoperative high intraocular pressure
caused by inflammation or hemorrhage and traction retinal detachment because of reoccurrence of fibro membrane,
which directly affect the postoperative visual function recovery and long-term prognosis. As wide clinical application of
anti-VEGF agents in recent years, studies found that preoperative intravitreal injection of anti-VEGF drugs assisted
PPV can limit the activity of neovessels and significantly reduce the incidence of intraoperative and postoperative
bleeding, facilitate operation, shorten surgical time and improve the success rate of surgery. In this paper, the
mechanism, effectiveness , clinical utility and safety of anti-VEGF therapy assisted vitrectomy for the treatment of PDR
are reviewed.
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PE DR proliferative DR, PDR) [ B , %6 43 Hb [X 32 % 47 55 15 10%
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FLAE 20 22 50 4R QR 2% 35 £t DR 1 A= 55 1R ) fiE e
i S5 A BORT AR ML B A G, BB 1994 4R BEIE B R A B
SN B PO AF % 2B K R T (vascular endothelial
growth factor,VhGl‘)#ﬁEx SEIEESE PDR &4 EREW
WEREZE T AL VEGF 1) 2 F LA, VEGF-2 A 4 14 1 48
H@léti_% JE BB A L8, T 51 PDR A 25 IR AR il 48 2
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o0 JIEE 5 e, 5 ARG L7 PN B B 400 T R BE T, TR BB A1 i 4 T
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51 0.16.0.31.0. 63 A1 1. 25 mg DR B HT , % 55 (4K 8 VEGF ik
JiE 2T 8 AR R R o o R A (H 4% 4 ) 25 7 TSt
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ERG) J% WL 6 75 45 e 14 55 50 4 PPV 20 A0 MU, 1 00 9 5 300
H BB O T R R T M A BB ALAT 1 Wt VEGE 24
Y gt , B2t PPV G BB 1A 10 25 4 R 8 S 4 B AL IR i



- 90 - H e s

IR AL AR 2017 A5 1 H%E 35 %% 1 ] Chin J Exp Ophthalmol, January 2017, Vol. 35, No. 1

*1 ki VEGF Z ¥ E) PPV j&5 77 PDR Kl KA R
B3 LR/NS B4 popikil W4T A AR
EX-v i 2015100 IVR 0.5 mg( ARG 3 ~4 d)+PPV A PPV R HUBER A R ML B SER A B S AR T R A
AR AL M YT IF AR [
Su 142 2016 36 IVC 0.5 mg(AHj7d)+PPV WA PPV R R B RGN T SRANY BT R
UNCIEIVNCES ¢
Manabe 2[4 2015 66 IVBO.16 mg( A 1 d) +PPY A PPV Rl B VEGE e SRt B AR T R
A EE VI
di Lauro % 147 2010 72 A:IVB 125 mg( A 7d) +PPV/ WA PPV ORI BRI R AL B TR REEEMBEEL=HMEREER &
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Hilhi. 4> PDR B S50 VEGF 2595 , HLAL A 4 % Ak
TR, RN E, 1A Tz A TRD, 14 5 82 F R e BE 1
JnBeST 0 Arevalo 28T %} 211 MR PDR i 47 [\ 5 BF 5%, Hoh 11
MR (5 5. 2% ) Bl 3 {4 fias 2 S6F DL BR3P0 i im0 ML 2 i 40 1)
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EEH], v /e & T A 4ERY TRD BT A M 45 B3R £k Wi 4 i fin
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