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Abstract

e AIM: To explore the effects of intravitreous injection on
vascular endothelial growth inhibitor ( VEGI) and its
relative cytokines in vitreous and to investigate its role in
the pathogenesis of proliferative diabetic retinopathy
(PDR).

e METHODS:. Fifty patients with 68 eyes were randomly
divided into 2 groups according its treatment situation.
Thirty-four patients with 41 eyes were chosen as group
one, who were treated with bevacizumab 1. 25mg
(0.05mL) per eye, and group 2 composed of 16 patients
(27 eyes), who were accepted intravitreal injection of
triamcinolone acetonide 4mg (0. 1mL). Twenty patients
(20 eyes), who were diagnosed as macula hole, were
chosen for control group. Certain patients were collected
as target population according to the inclusion criteria.

VEGI, IL-1B and VEGF in vitreous were determined by
ELISA, in which the samples of 0.3mL vitreous were
collected before intravitreal injection or at 1, 3, 6mo post
- injection in the two groups. And the data obtained
between groups were compared by SPSS 19.0 statistical
software.

e RESULTS.: Significant difference was found between
control group and experimental groups in which VEGI
decreased while IL - 1B and VEGF increased before
injection (P<0.05). However, VEGI increased but IL-1pB
and VEGF decreased compared with control group after
intravitreal injection ( P<0.05). The clinical observation
showed that the macula edema reduced in experimental
groups post - injection, and experimental group 2 was
better than experimental group 1 in the long-term results
(P<0.05).

¢ CONCLUSION: VEGI is found accompanied with VEGF
and IL - 1B in the vitreous, and they may play an
important role in the pathogenesis of PDR.
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B B - 55T BR P T 2 X6 338 B P A DR 99 A0 IR0 s AR 8 B
BRIV i 4 P9 B2 A K B0 R F ((vascular endothelial
growth inhibitor, VEGI) M HAH R K F U m , TEH VEGI
5505 DR 00 IO JS A8 1 A e

F5 ik - A SRR PR L I B A5 £ 2 50 191 68 HR , 4% R IR
FPIEPERY SRR MW IR0 1 40 34 1] 41 HR . ERIN
VRS AR BAHE 1. 25mg (0. 05mL) /1%, X5 2 41 16 1] 27
R Bk P 1R 5 ih 22 25 7 4mg (0. ImL) /¥, B 53 50 T Bk IN
TEZYHT M2 )5 1,3 ,6mo FRUR T 24 304 T3 35 1A U] 81 Ay il
SRR 0. 3mLL, I DL ¥ BE 2 FL AR 35 20 4] 20 HR b %5
G BRAL, VR 24 J AR — i g AR, B IS IR A7
A1 FECE SR AR W BR AR T IR G 328 TR AR 36 K 0 VEGH
IL-1B M VEGF Byt i B, IF- 2E 47 20 W] L Ase, or A s
K SPSS19. 0 e it-4x 450 #r .

SRR 5 XM A LY, R 06 2 R T 25 A0 B B A s
VEGI ¥ EREA% , IL-18 M VEGF ¥ J¥ B & i, 4] [k
B A Gt E 7 L (P<0.05) 5 ik 36 2H Vi 24 ) I 25 1 ]
FEK R 25 KA N, IL— 18 & VEGF ¥ £ [ A%, VEGI
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14 BE PR DR R AL W BR % A ( proliferative  diabetic
retinopathy , PDR ) 2 W8 IR 5 5 UL I S0 48 0 A e 2 —
W2 MR Al R H UL 10 B0 IR , )™ 252 e 35 W I g S
B4 TG i, HETXT PDR A9ARYT DAOL 258 MF AR
HEAZRRE TR B RIS T K1 1A ] 45
PR HR T AR BOR BOR T, PRI TR AR, PDR 1Y &
AR SR B9 IR T 5 1] — AR PR P s
AT RN ME S, BEORHE 2N, PDR e B 78 g 1 g %
B A TR B gl 1t e A DX I A T A I R B
55 MR Jr BB AR S5 M A | 4% b At 4 PR 1Y) S A Bl
B TSI E SRR R A A S M N A
KA F (vascular endothelial growth factor , VEGF) & /A 7A
A 3 I AE T AR B SR T TL - 18 SR AR L
BRI F, PDR B AR 1A B R 5 R TL- 18,
VEGF {14 2 35 %5 U AH OC ; 107 L 787 P9 B A= K4 il 1
(vascular endothelial growth inhibitor, VEGI) J&T4F#1 &
PRI I PN R AP U 7 DR R 0 o R R 2 il
B LT G S A O B AN M O T, HonT BB S VEGF
KL -18 M EAE I E 25 7 85 g 1y kit
FE . BE & B VEGT 76 A 5 AR 14 A9 1 Jad 2 o
RAEE—EEH (AR PDR BE B BE R BUR g #=
NG OLEN AT HGE . ABFFELE 3K N E ST BT VEGF 24
P BB IR VEGF (9335 | W ILEE VEGL, VEGF K&
IL-1B MMk EEARALIE O, B AEER 1T VEGT 5 HAHICAH i A
T5 PDR &4 K R IAH G | il PR YA YT #4814 I [n]
FHER
1 X &HTE
1.1 3% UEE 2013-06/12 BEi2 TR PE & A R BS B iR
B} R P4 22 4250 R o Wi B Be IR BT 912 4 PDR (1)
Bl PRI £ 50 1] 68 HR 4R % 51 ~ 78 %, PDR Jy IV 11k
P FEPEAT AN [ 2 B B R K i o O 1 BB SR AL 20 5] 20
HR , HEBRAE PRSI 0, 4R % 53 ~ 69 %/, T & ¥ 08
S VA N S T G R s [ st R 53 JHL A D P e 38 B
K IR LAE T OCT RIS ZE I 5 I fi2 W, R af A
FFE T 2 B AR DI B T ARG AR, AR 45 B 1 2 5L B
PRDIEN T A B BB (AR AR S [ =5
1.2 7k
1.2.1R54H A BFERIEERRYT 8 ARSI
WAL, KIS 1 41 34 4] 41 BB, Bk o8 7 5 il 2 A% 7 dmg
(0. 1mL) /WK AR 17 B B K b A% 100 52 & B L F e 2
PR R, 56 1 AN ARRUE . FT 3mo B H T 1E
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B0 PR B 3mo TS 1 Wk, K5 2 41 16 4] 27 R, 43
H RN TS DR 1. 25mg (0. 05mL) /¥R, EZE 3mo, LA
JE B 3mo TEST 1 UK, WL B E 4300 1 24 iR A B B 44
W 0.3mL, HAr % FiEZE)5 1,3, 6mo 542 v 25 s B 55 4
U183 BF- Y b B S5 B 0 A R A 7 TR K 8 WO B 3 56 A
W 37 AN & e B BEZLFL 20 191 20 HR 7247 3% B 440 ) T
AR T H ] A6 B IR AR VR kg Xof R
1.2.2 WHBEHNRE FHIHET B, 2RIl SR
3 TR, FFHS 28 TF IS , B3R 9 1 25 5 F R |7, T 12:00
PEFIEG S 3. 5mm UL 4.5 S5k 58 ABEESIR vE B IY B
AW A DX At % 38 38 K% 0. 3mL, 57 B T 4°C 120001/ min
B0 10min, B BT, BI R B ARAR A | B A -80°C VKAH
S H
1.2.3 VEGF #1 VEGI % IL-1B B ELASA #&ill FHA
VEGF,VEGI &% IL-1B %) ELASA # it &, #e /e i
PG VLA T, TERE PR AL 115 10 MARiESL, 7258 1
LRI ARRIE i 100 WL, 2R 5 ZE S 1 FLINA b o & i B
T SOWL, M BEELS 10 FLELSOpL 7735, 4riillikes
FL LA AR S AL, 7 D00 & FL v S e A6 BT 40l
SRJE FINAE AL i 10pL, Ui bric; B AR5 37°C I &
30min; PE% ; 345 FL N B A X F S0, 25 HFLBR 46 iR
W ek, e A A SO, BRI ] B S0pL, =
¥,37° C k6 WA 15min, A FL &K 1B SOpL, E
30min N, LAZS HFLIAZE 4 B shfiAs U AE 450nm T
BRI OCEE (A450)(H, F3i— % E X RAL iz fLA
MNEATREAS [R] 2407 5 SR S5 A 7] AL B, s 3
JE INZE I WIT I A450 i, FHARIE SRR BRI BE AN A {H
et lbr e 4, N th &b 4845 VEGF, VEGL & IL-18
1) Jo Ve

Geit2E 401 . R SPSS 19. 0 G i1 2% 8 44 E 47 B
ANERAYAT TR — PR 4L P s He A R o 0 e i Y
PRI R 7 22 08T, WAL IB) LU 3R M ST FEAS ¢ K56, P20
DL 4L1R] H R B 2 T 22 0 BT, 45 A7 7 25 57 ) 441 1)
T LR LSD— #6386 . P<0.05 NZERA G %=L,
2HER
2.1 R ALE R WIA B E RG24 )5 # 5K b R
T K A 10 e FE R 2 I ] HR R T B B K
WA EFH BRI EE, R 1 41 34 1] 41 HE £ 23k 37
3mo Tk H EZY 1 WK, LG4 3mo {245 1 ESL 18 £ 26
AR IR 2 20 16 1 22 HR 99 AR50 W 2E
22 MMEEFAMEREV KM IER WAL R EB
WHEZSE 1mo, 380 1 434 1M >R 4R 10 2 4
A A TR R I L, FLRE S R TR 2 OO £ R A i A
BB B IO ST REAR ¢ Ko g0 45 AR T2 A
P4l LB g2 5 (1=0. 76, P>0.05) , [F]— i [a]
S AR R R G i 2: 22 R (1= -0. 18, P>
0.05) , Bl 1 25 B Z2 J i [a] 24 | e 30 DL A s b i
2 2R 5 1 B 2 P A B K I R B U R (P<0.05) . R
I B A 22 T 45 7R TR 205 1,3 ,6mo 41N T
BEHR R 45 I T8) L BE b0 M A R AR (F, =
75.03,P=0.000;F,=132.11,P=0.000) , WL 1,
2.3 ZHEHEWEA® R VEGF #1 VEGI & IL-1p IR
ERENE PDR BHENN VEGL Wk RN A1 A L
B B FRA, VEGE e B T, IL— 1B e J3 45 ook B 2 4% 3
(R 2) , BRI RS L R 8 S IL-18 W R,
VEGF ¥R BERFAR, VEGT ¥k B2 42 B T v 1 33 DUAR bt s
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£1 KW 1 AMRK 2 ABREHRN LA ER O MEE LR (XS, pm)
2051 R % 25T H25J5 1mo 2455 3mo H2 5 6mo
e 14 26 505.12£125.23  328.35%57.98  279.48%57.86  264.77+64.79
N e | 22 491.25+134.11  330.44+66.34  199.27+39.43  213.34x60.23
t 0.76 -0.18 2.67 2.39
P 0.469 0.857 0.028 0.043
F2 REARIBATHRMHEBERF VEGF 1 VEGI & IL-1B MRERE (X£S,pg/mL)
LD W14 s 2 4 X B ZH 2 P, L P,
VEGI 59.41+4.62" 57.19+6.59" 98.98+5. 51 -14.03 0. 000 -17.26 0.000
VEGF 201. 14£2.10" 202.09£2.93" 148.53 1. 64 58.42 0. 000 61.87 0.000
IL-1B 28.43x1.54" 28.20+2.19" 23.41£3.26 6.79 0.001 5.11 0.001
"P<0.01 vs XFIRA
#£3 XKW1 AMIRK 2 AREFHNEHEE RS VEGF # VEGI & IL-1p HRERE (X%S,pg/ml)
- VEGI VEGF IL-1B
1 4 W52 41 W14 W2 4 W14 e 2 4
basEziing 59.41%4. 62 57.19+6.59 201.14+2.10 202.09+2.93 28.43+1.54 28.20+2. 19
W55 1mo 63.26+3.25 72.35%3.72 187.36+2.19 178.41£2.75 24.26%2.55 26.18%2.07
H:25)5 3mo 65.47+4.25 76.29+4. 88 175.37+2.21 168.22+3.01 23.19+3.18 25.43%2.23
H:245 )5 6mo 62.51+2.47 69.43+5.01 179.24+2.10 172.43+2.97 25.44+2.65 26.82+2.52
F 3.189 29.44 152.05 176.13 6.37 4.127
P 0.020 0.000 0. 000 0. 000 0.008 0.041

VEGF ¥ & . 2% R A%, VEGI ¥& 5 TH i, TL— 18 B AR,
FR R 200 R — IR 7 = 4 4 0] 45 R AR R A B 5 5
TR F, =84.01,P=0.000; F,,, =108. 44, P =
0.000;F,_,=15.12,P=0.001, [i] — P 5 = 21 [a] % % 1L
R LSD— K5, 45 A B S 24 L (P<0.05) ,
O N K 1) T 2 40 B 0 R AR T 2 R S B A
WP VEGF, VEGI K& IL-1B i ik 4 Bane 3,
3 iTit

R s R I A5 9 T B PDR (1) 32 B2 4% A, T £
X PDR 3678 A3 iy 300 08 A 1 A4 T8 1, DA i BEL 1k PR
o BRI I AE L T B — R ECE MO R AR R A, R
TR A A8 R AR AL B BRI TR A X B I 48 A 4
A AR TAEIEH RGOSR, A8 A4 K5 1 4
PR TR sh 257457 AT C 80 0 6 Bl i 2 98 s
Tl PR A 1078 PN B A R - (VEGE) T IL=18 B IA
SR AR L S A A T R BB RAEN R
H i A4t % VEGF f94% VEGF Y& 7 i )12, i i e
SRR B HIRFIF AR /D UL (5 B R B 2 % A
FERAERNRATIA G TR, B2 2 s 0, o e %
EETN, S, RELFRHEE, SN, A%EIN
7,75 PDR JBE RN, — & 7K V-1 VEGE X 4L 19 g ift 2245
A PR i 2 E IR TIRE B VEGE 16Y7 W] fig 3
SO B2 45 AN (0 26 1 R AR PR B L 4 S
By pH 22 25 AR P T S D0 A7 AR 4K O M O R M O A T
BEARTRE o DRIk, T Ak M A A0 & AR LR X T 4
JE R 61 R 7 A A 52 LR PDIR Y7 S50 88 5 1l

LA P A48 40 o) PR 2 3 4 2 3 78 e g i 7 T it
% $E BB ) TR I R T R T IR SR AE R T
EBS HAEIEH 45 N B A M b e S e e 3Rk, 28T

i Ry I A I A PN A0 B P R T AT L P R 4 e
HIERS B AR K, I 52 500 S AR A A B o o A R R
VEGF ({5 55 S, il 2 @A e 0 4 ks, sk,
FESR I B SR IAR R T AU 175 508 28 S 3 S5 g 1 T
1= B VEGE AT LA P4 B2 240 43 6 VEGI, T B I A8 R 28
A AR B A LA AT A A bR e A I A A
T MR A7 BB A 14 1 & AR AL R, BB VEGT () 8 22
PEFR™ . BRI, FRATHEI VEGT 75 LA AE 145 h 32 Bk 48
f) PDR " A REAETE 5 k. AT & B, B 38 14
25T, PDR A B ISR VEGE MR B 50T BRZH AH L B
R VEGT e BEREAIR , $12 7 flt i fike 40 1) 5 BERAR 25 7T g
NEPEE KB VEGE 23k, HmT 3 i 90 i Py Rz 40 i 5 3
VEGI, FEARR 78 Jay & i 5 9 i DR 7 9 o s vk B PR /b i
8 VEGI ATy o] i i 10 VEGF (15555 S i il 3 2= 1 4%
A BCTRATTAE , BE 15 UE R, VEGT Al GEZ #6358 , I 4k
SR R, DT o I RS ) Al 5 B A il A 1 &
P R R IR, FRATT AR BB A T3 I BE 3SR I VEGI
WP G W, {E UL B G © A Sh A R g e S AR R
52 PDR B E B K VEGF FH 5, VEGI FRAR S, Fe 4138
SEERNESIT VEGE 259, M6 VEGF ik, N b i 24
J5 VEGF &35 8 R, HXT VEGI B3 /B Ik 55 | i Bz 41
HL53- Wb VEGT 3 22 WA 1T 3% 55 142 J5 358 VEGT ¥ B 5 iy 1 5
e AR 3¢ B0 Ay i A ML 265 % T AR, B R /K e R B A% 5 AR i
Wi 25 s 175 20 SR FIR J 35 dfe i f5R 420N L T VEGF 254 )R &
TSR ) 56 B, VEGF 55 7 &5, VEGT ¥k % 32 7 B
I, PR, FRATTHFEDN e ot d5fe 460 75 5 1) R 5 oy A 34
) VEGF At 52 i #6 4 1Y VEGI Ph A /E 25 T PDR
& R Bt VEGE 1Y [FIRF A i VEGI 193835 Al fE Ml
PRAZAE T8 5367 LS
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75— 77 T, AR PR (4 2R GE IR S5 2 0 0 JIEAE 4 ) E
A Z A LA AR R A< B i SO L 9 RO B IR
U PDR SR AL 5 1 A5 BEL 28 8 T A9 0E S I R A,
R 22 YIRS R BT A B S L] LW B A 1
A% ( diabetic retinopathy , DR) R34 58 i Bt , VEGI 1 B8 1
5 & - sk ik -, i TNF o, IL-18 55 1940 B.AE H]
LR 2 S5 T 4000 % e RV #E PDR 4 & A HL
FR R T OCEEE A . e TL-18 FR TR AR A S AN 4y
W AEVRZ 40 P I K - #6351 L Kaul 257 F1 Koleva -
Georgieva B DR BB LW 1L-18 BIE R A Fm , M fi]
KR IX BEAIE S DY - 4R B2 1 T g J2 3 i DR ) — i o 22
4 BRI BRPHR & B PDR /N BRI T K 3 38 1A
W TL-1R fhvk BEREXT BRZE I R T , IRl VEGF e 2 TH
fa, VEGL ¥k B2 B AR, i HoAth 5 2% & B, IL- 1B Al 5 &
VEGI i 335", il L, VEGI 7] B3l 1 Jefh ik 12 5
IL-1B AHEAE 52 0 6 80 A 045 A T2 i, FRATT A I 92
B, PDR SR BEES IR P IL- 18 Be2s (X IR 414 T
VEGL R FEREAIR, 25T VEGE Kl 2 Z8 8P I 5 IL-18 &
VEGF JJui ¥k & T [, VEGL We BE AR BE T . DRI o 34T 4
0, 5 PR A B BT BCHL I RSl I R 4, R ST B B, 4%
SE SN A IL-18 W BE Tt , VEGE e i PE T+, IL- 18
Y5 S VEGL iy &3k, i VEGE A% & u] DL il 3 #E %8
VEGI, 1M PDR [8# e R0 VEGI K-V REAIK, P BT
HEMAE PDR (&AM, VEGE 1485 KB RAE N &
PR OB ROPE T, X S FR AT ARl R WL ¢ v DL AR BT T 5
2 A8 T2 S PO ST A= o A R B e R A A7 00 4 4 it
BARAETES LR A, PRI TR PR AR B X0 A5 T8 1 S 4
il PR 7 (3R 7 BB A i BT 28 R YT T RE AT S A I i v
[ilipa

ST VEGI REM L8 A A7 I AR, 9F 15 11—
1B, VEGF S5 40 g IR 7~ 2 [a] A EAE ), 3 fTTA A VEGI 7
PDR AR A8 Y B ot 7 vp & 4555 AR T, T AR D il
PRIGTT R 7 I, AH H BT R Bl 2 X5 T BB AR i T 25 1Y
T R ERE S [ s PR Ay i A 12X 1) e R P % = 24
HRAE R 0 TCIE S RO IR T A B X T i 52
Has FO IR N s B2 LR AR B ROR 5 A2 A Pl REAF
TE— & AN IR 7 i 3Rh S i, HLRA T O i BRI, T i
ATER N TS e s O R DRt AS 1056 30 75 I 2 it — 2D 1
eI,
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