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Abstract

¢ AIM: To investigate avastin eyedrops and subconjunctival
injection of avastin on corneal neovascularization ( CNV)
induced by corneal alkali burns( CAB)in SD rats.

e METHODS.: Single eye corneal alkali burn model was
established in 60 SD rats. The rats were divided into 3
groups randomly. Group A ( control group), group B
(avastin eyedrops group) and group C ( subconjunctival
injection of avastin group), 20 rats in each group. The
occurrence and development of CNV were observed
termly by slit lamp microscope on the 3™ ,5" 7™ 14™ day
after corneal alkali burn, and the area of CNV was
calculated by computer image analysis. Then five rats of
each group were killed on the 3" 5™ 7" 14™ day after
corneal alkali burn, and the corneas were taken for
Immunohistochemistry technique to detect VEGFR-2, and
immunofluorescence examination to detect CD31.

¢ RESULTS: The CNV areas of group B, C was smaller
than group A(P<0.01), however there is no significant
difference between B and C in terms of CNV areas (P >
0.01). The level of VEGFR-2 and CD31 expression in group
B,C was lower than group A(P<0.01),however there is
no significant difference between B and C(P>0.01).

e CONCLUSION: Avastin eyedrops and subconjunctival
injection of avastin can effectively inhibit CNV after alkali
burns.
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#1 SD KRAEHEL{S/E CNV MR VEGFR-2 & CD31 RikHI ki (n=5,x%5)
Sana:| 3d 5d 7d 14d
CNV(mm?) A 5.31£0.26"  9.13+0.57"¢ 12.95+0.68"*  13.20 +0.73"¢
B4l 3.17 £0.26 5.12 £0.16 6.10 £0.26 8.90 +0.40
c4 3.16 £0. 14 5.23 £0.30 6.33 £0.30 8.48 0.6l
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CD31 Al 3732 £393>4 7734 £44451 6760 +410™¢ 4772 +4100"1
B 4 2587 +4061 6565 +428 5594 +418 3508 +429
(oF | 2570 +499 6527 +457 57892 +348 3810 £4592

PP <0.01 wsB#4l;'P<0.01 wsC 41,

iRt —dt. bt VEGFR-2 $iA ( Thermo
Fisher Scientific 227 ) , /N A3 K B CD31 #11£ ( Santa 23
Al) . 4T B A SP &R B ] & SP-9001 (Jb 5t
PAEYHARBRATR) , FEPi/D R 1g-FITC (Santa A7)
TEHEER N (DAB) B AK] (Jb A2 E YR A IR A
Al o HRBHE RO D2 WA Olympus-PM-10AK,
Pt 510 TRC-50EXHPIAS-1000 , &1 1% 43 BT 1% ( Image-
Pro Plus 6. 0) X H A A 5635050 iy o B K4 M A — = e 2
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4°C VKFEREAT .
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L BR ARSI 14 B 1A B
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CNV fIE RS VEGF 33 JEFRR B VI 16 RAE
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Avastin J& 41 % VEGF A T.& L H)—Fh 8 41 A5k
IgG, B mAb, HFR5E 0] A8 X il BRI &R 4> 4108, g 5 VEGF
24 B [E S XRG4 R B X A A JRB 43, Avastin
Xt VEGF-A WA W R AR LA A, Hbop A i i
FEHLHI M B 1L VEGF 5 N K 40 M 2% 1 () VEGFR-1
VEGFR-2 ZAR%E 4, BH1E I 45 18 T A0 AR 145 B9 12 A,
T P IEAL VEGE f9 A= M35 P 8, Avastin X KL 4f
HI4T VEGF W HEVE L, AU T M i B s , o
AR 25 3 A0 i A8 B8 A R AR B3R T A Ok T A Y
Yoeruek 25 HaB Wk I 0. 25 ~ 5. 0g/L avastin st FA I 4 it
WA TEEAEH . M avastin G826 41U 897 CNV, &
1T FH avastin ¥& 43551 Sk 4 Al 25/ L, ¥ 78 42 45 L L)
WL PRIE T 250 %2k . SR, (A3 B J2 avastin /&
— A W), A P AT B R A A S K 2 e A
DR, O S RN AR S VI, AR A
B, avastin Z5AIBUS 1E 4°C 540 P-AF 6mo J5 IR L
B4 15.9% , HARFEIRBEIRE L) 4°C 508 F B9 S0k 7 -y
e o DR A R PR R 2 ) A AR A, O
Jn] REARCE BIECED

YT CNV, FoATT % IR R4 25 7 XN EE AR =
HRAIFH i HR VR AR 235 5 e 5 ik AR 500 AR 5 B 1 24 9
FEZ PRI O HR 1T BEIA BI5E Y AR B, MOR 5| i 4 B Hofh
RGN BN, AR T DL 4 B 45 25 KR Y7 IR, 2
B B2 AL B S 25 Zp i s, AW R AR
W&, 2590 EAEE ABRGE BT 5, 38 PLBR i 9 i A
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FRBERE 502 F R JUBE S SO AR N 38 T R A B
AR o AT I R A — R T R AR AN R 1 R
BREGSE K, LB W 25 05 vk 25 AT DR S, T Yoeruek
SRR I, A IRRRURE A3 I I 25/ L avastin 15 HR VT
IR, BEA ROt CNV 2R, [RIE, 25 du e A Ron B &
PR ATTS , FJEW RAFERIE . Kim S50 8 9256
UESE SELIEHIVE S CNV FBEEL 4515 T T4 avastin BEAZL
] CNV 574, SSRGS B2 VEGF A CD31 K4S
AR EM 2257, Papathanassiou AT S 45 R 1
avastin BEA BAMH] CNV, 1 B B0 FHR R4, T
TARBRTR 07 2 TS AR I R 25770k AR S T
WL T ERPIRD avastin A [R) F 25 07 00 300 £ B be £
HNEITAE . SR TR SR HRZH (A 41) e, i 4g/L
avastin VR VI 97 4 (B 4 ) A0 45 B F 1 &) avastin
0.05mL( 1.25mg) IGI7 20 (C 4H) A5 A 45 A K i AR 2
/N, T H VEGFR-2 Hi1 CD31 iAW B 55, 22 S AE7E i
FIE(P <0.01) , XLELERFE BT, 505 IR 4H AR,
avastin JCTEAE SR 0T IR 45 JIE T T 55 249 RE AT 2804 ) s be
D)5 540 CNV 840 i ELIX P RP 5 54 i) 40 CNV 367
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