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(FEE] B# BB R BT TG A A9 I P9 5 40 i 2 75 FT 5 S SNATL 363k A, i i 3l 5 SNATL-3%
4R E A (MMP)2 fl MMP9 #4825 CNV A, Jik  BEHL SPF 4 6 ~ 8 JE IS IfEPE C57 /N 16 H 3
43 Ryt BEZH RIS 240, SR AL I RO D B VA 15 S/ B CNY BB S T A5 7 d 4% 0/ BRUOBR 35k DA T 4 400 1Y) e
@2 b (RPE) - ik 4% B - TR &2 & (R 5l R A VKR U0 R, 2R Tsolectin B4 G 38 5 5l e (0 $ AR A6 I Jik 46 4l
o CNV I G O, 3 AR CNV 41 2L I 35 P9 4 40 i o SNATL \MMP2 F1 MMP9 () 3% 3k J 5 o7 5 SR FH 55 i 58
S5 i PCR A CNV 4120 SNATL  MMP2 Hil MMP9 mRNA {3 k45 4k o 85 5 5 g 18 T 46 Uk 445 s/ 08 [0 fis
W B2 (RF/6A) 4t i 43 oA 8 S 4 R S04, 43 00 7 3 AR FR 43 8K 5% CO, 35 37 41 3 & TR B 43 8 94% N, 5% CO, #
RFL B 1% O, Kr 2 A v WF 5 24 h, 43 51 R I 52 i 2¢ 5% 72 & PCR 3% Fll Western blot 4% A ) 7 4% 21 40 Jitd f
SNAT1 MMP2 F1 MMP9 7& % 5%k S F1 %8 (K B0 2235484k o /D T3 SNATL (siSNATL ) 46 4 RF/6A 41ty , %
T2 56 72 5 PCR 3% M1 Western blot 32 Kl 44 fitd vt MMP2 I MMPO 76 % 5% #0125 (1 /K F 1y ik A8 1k, IF 2R
Transwell /NE IR E P AR T HEH, HR BEEE 7 d/NRIKS B A ool W0 CD31 FH 4 Fn
SNATL BHPETE B Y € 40 M S X PH H 40 i 5 £ 7 41 /N Bl RPE - Jik 2% Ji5E - I 58 &2 45 & i SNATT mRNA il MMP2
mRNA % 2 3% f: 42 51 2 1.291+0. 060 F1 1. 610+0. 424 , ¥ 8H F &5 T %} B LH f5 0. 759+0. 074 F1 0. 772+0. 080,
EZR WA GIT¥E X (P=0.001.0.044) T2 /)N § RPE- k4% B -JLIE &2 4 & o MMP9 mRNA J} 5 {0 5 %}
ALK ERLG I 2EE L (P>0.05), H MMP2 mRNA %35 & & T MMP9 mRNA, 22 84 G024 & L (P<
0.01), #4240 RF/6A 40 5485 5 F la(HIF-1a) \SNAIL Fil MMP2 mRNA J JL 8 [ (4 40 % 72 ik = 3
WS TR AR, 2 R A G R (3 P<0.05) , & ZH 3] MMP9 mRNA A7 X 33k & 19 25 57 LG 1T 5 X
(P>0.05) , flt4 +siSNATI 20 RF/6A 4l ffih MMP2 mRNA #H %} %35 5 g 0. 217 0. 036, B} % T 24 4l ik 45 2
iy 0. 818+0. 105 ; 548, +siSNATIL 20 RF/6A 411 ifg ff MMP2 & {9 41 %} 3 35 45 0. 236+0. 009, Bl &A% F 8 4l 5t &
21 1. 043£0. 120, 2 B G G275 L (P =0.002.0.003) . siSNATT £ Ifil 45 PN B2 40 8 3 B 3k H o (254. 60 +
71.31) /48 BB D FIE 5 AL /9 (534, 10£96.21) /LB, 2 R A G2 B X (P=0.029), #it CNV
Jr T ) S AR B 85 T R A R I PN R A0 T R SNATL (1 36 3K ST MMP2 4 a1l 45 N R 40 T RS L T S
5 CNV A s S S 4544 SNATL {9 I R 40 il b ik ok o
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[ Abstract] Objective  To investigate whether vascular endothelial cells in choroidal neovascularization
whether hypoxia condition can up-regulate SNAII and activate matrix metalloproteinase ( MMP)2 and MMP9 therefore
to participate in choroidal neovascularization(CNV). Methods Sixteen SPF male C57 mice aged 6-8 weeks were
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divided into control group and model group. CNV models were induced by retinal laser photocoagulation, and flat-
mount and frozen sections of retinal pigment epithelium ( RPE)-choroid-sclera compound were prepared at 7 days
after modeling. The CNV in flat-mount was examined by Isolectin B4 staining, and the location of SNAI1 ,MMP2 and
MMP9 in frozen sections was determined by immunofluorescence technology. The expression of SNAIl1, MMP2 and
MMP9 at mRNA level in CNV was detected by real-time fluorescence quantitative PCR (real-time PCR) . The use and
care of experimental animals complied with Statement for the Use of Animals in Ophthalmic and Visual Research. The
RF/6A cells were divided into normoxia group and hypoxia group and cultured for 24 hours in 5% CO, condition and
mix condition of 94% N, ,5% CO, and 1% O, ,respectively. The expression of SNAI1 ,MMP2 and MMP9 in the cells at
mRNA and protein levels was detected by real-time PCR and Western blot assay,respectively. Small interfering RNA
of SNAI1 (siSNAIl) was transfected into the cells, and then the expression of MMP2 in the cells at mRNA and
protein levels was detected by real-time PCR and Western blot assay, respectively, and the migrating number of the
cells was assayed by Transwell chamber assay. Results CD31 and SNAIl positive-response cells were seen in
RPE-choroid-sclera flat-mounts under the laser scanning confocal microscope. The relative expression levels of SNAII
mRNA and MMP2 mRNA in RPE-choroid-sclera tissues were higher in the model group than those in the control
group (SNAIl mRNA:1.291+0. 060 vs. 0. 759+0. 074,P =0.001; MMP2 mRNA ;1. 610+0. 424 vs. 0. 772+0. 080, P =
0. 044 ). The expression of MMP9 mRNA was not significantly elevated between model group and control group (P>
0.05). The relative expression level of MMP2 mRNA was higher in comparison with MMP9 mRNA in the model group
(P<0.01). The relative expressions of hypoxic induced factor la (HIF-1a) ,SNAIl and MMP2 at mRNA level and
protein level in RF/6A cells were significantly higher in the hypoxia group than those in the normoxia group (all at P<
0.05) and no considerable difference was seen in MMP9 mRNA expression between the two groups (P>0.05). The
relative expressions of MMP2 mRNA in the cells were 0. 217+0. 036 and 0. 818+0. 105, and those of MMP2 protein in
the cells were 0.236+0. 009 and 1. 043+0. 120 in the hypoxia+siSNAIl group and only hypoxia group, respectively,
with significant differences between them (P =0.002,0.003 ). The migrating number of the cells was (254.60
71.31) /field in the hypoxia+siSNAIl group,which was significantly less than (534. 10+£96.21) /field in the control
group (P =0.029). Conclusions The hypoxic environment at CNV can activate MMP2 by up-regulating the
expression of SNAIL, which promotes the migration of vascular endothelial cells and therefore participates in CNV
formation,and the intervention of SNAII activation under the hypoxic condition can inhibit this process.

[ Key words] Choroidal  neovascularization; Matrix  metalloproteinase; Small interfering RNA;
Transcriptional factor SNAIl; Vascular endothelial cells; Disease model, C57 mice; Hypoxia
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fiik #% B A= 1fl & ( choroidal neovascularization ,
CNV) ] WL F Z i AR 38 < 9 , CNV 28 3% Bruch JJE i A=
KT 6 & | 7 (retinal pigment epithelium , RPE)
B 0 R A T R I T R T S RS
I BRI i, P OO 4 L P R 40
Ak 3G A T B R LA 2 T A I T RS i A P i
T, T SRy B 2H 2k AR R I N B AR IR 1 (vascular
endothelial growth factor, VEGF) i 5 ¥ J& T} /= 1 I 4%
DAL B A0 35 A 1) o B2 AT o A 2R JEE B AT Bruch i 1Y
i S 2 CNV JE B BB SR B R 4R & 1
Jiff ( matrix metalloproteinase, MMP) 2 I MMP9 w1 %§ 7
P A 7 0L 47 JE 5 A0 Bruch 58 p) 35 B A4 IV B
JR, b A A 2R A T AT, R MMP2 AN
MMP9 7t CNV i/ i 2 45 BIUE 52, 2 i T CNV 4
FEAE LSS N B2 403 \RPE 41 Jf0 | 15 W3k 200 6 . il 27 448 240 il
S5 22 b A B 2H Gy, SR U R B A
MMP2 F1 MMPO {4 2 3k K HCAR I A 38 45 AL 6 A7 1
Wi, %5k SNAIL A 9 4% i 9 41 21 b MMPs 1) 3%
ik I AR S AR A B MR 28 . B4 FE CNV Y

KRR R R BAECTE AR I IS PN R AN R A R R A
SNAIL F£3803% MMP2 F1 MMP9 Wg 2 #53553X A 6] &5 7] Hy
MR A A8 M 14 7 6 B B i . AR RS
SEMRAM S A BE SNATL (1 3% 3K 2l 48 Je HoxXd MMP2
FT MMPO () 98 25 4 I K 536 1L 48 P9 Bz 40 1t 5 % fiE
IS 20— R S 5 CNV A B 43 F R4 .

1 HESHE

1.1 b

1.1.1 sZ8sh¥)  SPF 2% 6 ~8 JE 8 il B e C57 /)
B16 H (I 3 55 DU ZE B2 K752 g s iy bl ), 1R T 4
18 ~22 g, /NEAE 12 h/12 h B KOLL IR T HFE,
T SRR L R (251) C IR R 59% ~61% , SLHsh¥)
) ) 37 0 FH 3% 18 ARVO B

11,2 F 2R S A e T A0 ok 24 JE /40 1) I P
AR (RF/6A 4iff1) (£ ATCC 24w /= 5, 1 B 2
DU LR TR R W) FITC B30 /Y BERR 1 Bk
4E £ (Isolectin B4,1B4) ( FL-1201,1 : 100, 3% [# Vector
AW s REPT/N L CD31 B FE B HT {4 (102502, 1400,
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I Biolegend 24 1)) 3 /N B AT/ Bl SNATL B o [ 477 {4
(MABE167,1: 80, % & Millipore 2\ 1) ; 424/ L SNAIL
Z DR (ab180714,1 : 200, 35 [F] Abcam 23 +]) ; St
/N MMP2 £ 55 B 470 14 (10372-2-AP,1:200) A i/
FL MMP-2 £ 7 & Pt 44 (10375-2-AP, 1 : 200) ( &
Proteintech 2y ] ) ; /N B4 /) Bl B-actin T & ( A1978,
1:1000F% B, 3£ [E Sigma /A ] ) ; Alexa Fluor 594 Fric i)
Pk B 0 (A-21209,1 :400) | Alexa Fluor 594 #7i¢
BIEPL /N B —Pr (A-11032,1 :400) | Alexa Fluor 488 #1
OB 2E B % 0 (A-11034,1:400) | Trizol reagent ( J%
Invitrogen 23 7] )5 HRP F5 iC B9 F T /b B = 4T
(1:2000, ABHELFEAY) TRABRA A 5 38 5% 5 i )
4 Prime Script RT Master Mix 520} %9¢ Y6 & & PCR A7) &
SYBR Premix Ex Taq( H 4% Takara /A ] ) ; Lipofectamine ™
2000 % YL 55 ( 35 [E Thermo Fisher 2\ &) ) ; DMEM %
FRW R A E (36 Gibeo 24 W) 3 BREE B B 95 - 5
# R (RS Y A W) PBS(ZE[E Corning A ) 5
imERW (BINBZREYHEARLA).
532 nmAE B B4 B A0 1R A0 OG #F (TRIS) (7500 A4 5
56 E it PCR AL (3£ [E Applied Biosystems 24 #]) ;
Fluoview 300 YO0 714l 24k 2 3045 ( H AR Olympus 28
) ; CM1900 B pK R U] Jr AL (P& [E Leica 24 7)) .

1.2 5

1.2.1 92884340 J2 CNV BRI EES, SR HIH 48 1500
JNEEERL S X BB ZH AT CNV 21, %R 2H 6 H/N R G AE
il TH0, CNV A2 10 H o SR A B0 % 1% ) E 1
ZBAAT /)N B PN SRR I, 52 7 HE ML S T T R
IR CNV RLRYLE /N B A HR 3 468, O 2 b A2 TR ]
e I IR T CE =, 2 R BAT WA 532 nm £
WOCH B AL 1 ~ 1.5 WA AR AL Bl SR 8O 5E , 4t
q 6 DICHE, DF N 90 mW L BEH AR N 75 pm, B
JGIN ] g 100 ms, 2 BESCHR [ 5 ] A9 AR e , DG BEJ5 A7 Ui
AR AR R I 4R s T Bruch [ A ROGHE
1.2.2 /NEUBKZEIERE R SR AR UK R U0 R /0 Bl R i
JiiklE b, TR ST d, 20 ml PBS AT/ R ZC O
REVE S BN IBCIR BR, T B > B 4% PRA 1)
PBS H1[E] & 2 h, T GO T 2 B R BR ] L 45 45 4
21, W A UL S BT T IR BROBE | 22 BRIR A1, B 3 HR 5k
TE )5 BOIR BRBEAS 6 ~ 8 AN FCAT AR DI T, 2 B AR o0 JisE i 22
JGE )2, Bl R RPE =ik 28 IR - JLIR S & 1, 1 95 Jik 265 1
Bl R 5 I3 IR Bk 5 IR AR, T BT 3 4 30% i
WA TR T A A DA K, R AL 2ok R ) R e A D) D
J# (optimum cutting temperature, OCT ) £ ¥ 7| £ #
=80 CURA, IKUR I R HLEI Ao

1.2.3 RF/6A 455 K4l # RE/6A 4 a5y N
ARG SR AL BB IR AL R SR SR AL AN AR
I3 E10% JiG 4= L35 19 DMEM 5¢ 4 B F 3648 37 °C H&
TRFGHL 5% CO,IEFRA e E 24 h, B E s 77 41 40 i
FHARTF K5 TR B 7E 37 C H & IR TR 43 %0 94% N, (5% CO,
FIRFR T 1% O, 5 S At h BE & 24 ho

1.2.4 /N4 RNA B4y /N4 SNATL (small
intervention SNAI1 , siSNAIL) g Gt A B3 A & (T
M) B, FHK T JC RNA i /K ¥ A% 520 wmol/ L, 4
AbFE A RE/6A 4iiifi ] Lipofectamine™ 2000 %% 4y i #1| 43
EEYY siSNATL 1 siSNAIL 2 F11 siSNAIL 3 J¢ 51 LA G 12 B
WYL P8 AW 0 50 nmol /L, gk 4 ~6 h J5Huifg,
PHEE L 24 b K 40 O O SR IR A R BR AR BE IR AL, R
12,3 W77 ik dR 205 97 24 b URREAR AT J5 SEA
ZM5E sISNATL 1 Ny S e e 7 51, T Ja 2252 56 o
1.2.5  GEue ot g ok 46 I /) BUK 2% B4l 7 B HR A
HAFHME ARSI BEE ] FITC frid B
Isolectin B4 44 {4, ¥k 5 ¥+ K, /| Image pro plus 6.0 &
A8 53 A B4 DN Ik 225 S8 Ry 14 i R 5 S T AR R R 3 T
F(disc area, DA) , St A5 G A KT 1/2 DA FHH
CNV Il /DA KRR U0 7 T2 K T4 2 h, PBS
Ve, B o E 5% A I TE B B AR R B 1%
Triton P 1 ho JFANARNL —41 4 C W F 7% ; PBS i
VELTHANARY. — 90, =il T E 2 h 804 CEF I
PBS J ¥k 3 ¥K, Hoechst Y4 4%5 min; PBS ¥E¥4%, (R FR 43 5%
50% H b B Fr, WO6 A 3L R BB T WO R AR
KA

1.2.6  S2mf5dtE it PCR AL I/ Bl RPE - Jik 45 Ji5 ~
PSS Wb B R Rk vk EBUN B RPE -k 2%
-5 5 R = 6 L AR 1% 77 40 ML, i A TRIzol 3 1k
W1 ml EALTE A1 A EP A IS5 300 wl/ml, i
FUHRY; 15 s, B0 2F 4% 8.5 ¢m, 12000 r/min 4 °C &5 .0
15 min, W HCEJZ KA, B2 A8 EP A, IMA 0.5 ml 524
R % 1R 4,12 000 t/min 4 °C 5.0 10 min; 3V, INA
0.5 ml Z M (PhJo RNA 7K BE i) ) Bk ¥, 12 000 r/min
4 CEL S min, FE FVE, %R THE T 200 pl Jo RNA
fiig ko DL EABSR BT 2 25 6 RNA fil EP 45 FIES 4G
3k RNA i %5 5EK & 4 50 pl, & 5 % PrimeScript RT
Master Mix 10 wl 1AL RNA 2.5 pg, J& RNase X{Z& /K b
2= 50 wl, s 440 37 C [ 15 min, 85 C [ [ 5 s,
4 C RN Z L ; S 926 & 5 PCR KRy 25.0 pl,
H SYBRIEH WK 12.5 wl. & %R ROX 0.5 pl,
SNATI/MMP2/MMP9/ 6t & i % | F la ( hypoxic
induced factor 1o, HIF-1) /B-Actin 35| 9 F0 T 75|
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W)(F1)4 0.5 wl . ddH,0 10 wl 47 ¢DNA 1.0 pl, <
i 251 :95 C WAS I 30 5,95 °CAFE30 5,60 °C ZE{f 34 s,
45 A E ., Al —FEA 3 A~ AL, B-actin NS, DA
ABI 7500 B0t 47 43 M7, 45 5 DR X ¢ ik ok A 2744
ST A

*1 BwEBESIWEG

AN SIS 37)

mml SNATI F:CGGAAGCCTAACTACAGCGA
mml SNATI R:TCCCAGATGAGCATTGGCAG
mml MMP2 F:GATACCCCTTTGATGGTAAGGA
mml MMP2 R:CCTTCTCCCAAGGTCCATAGT
mml MMP9 F:GGGACGCAGACATTGTCATC
mml MMP9 R:TCGTCATCGTCGAAATGGGC
mml HIFIA F:TCGGCGAAGTAAAGAATCTGAA
mml HIFIA R:CAAATCACCAGCATCCAGAAG
mml B-Actin F:CACAGTGCTGTCTGGTGGCA
mml B-Actin R:TGGAAGGGCCAGACTCGTCA
mmu SNAII F:CACACGCTGCCTTGTGTCT

mmu SNAII R:GGTCAGCAAAAGCACGGTT
mmu MMP2 F:CAAGTTCCCCGGCGATGTC

mmu MMP2 R:TTCTGGTCAAGGTCACCTGTC
mmu MMP9 F:CTGGACAGCCAGACACTAAAG
mmu MMP9 R:CTCGCGGCAAGTCTTCAGAG
mmu B-Actin F:CATCCGTAAAGACCTCTATGCCAAC
mmu B-Actin R:ATGGAGCCACCGATCCACA

T - MMP ;5 it 5 J 4 1 8 5 HIF : S5 S 1 T

1.2.7 Western blot 3/ RF/6A 40w H & A F£
ik RF/6A 4103 2= 1% 55 W, RIPA ZL#, 12 000 r/min
4 C 50 15 min FRKAF EIF IR (B EFESD) | 028 5T 5 4344
12% 43 B e/ 5 % e 4 e 4T SDS-PAGE , U B , 5
VKT B E A 2 PVDF JIE 180 mA fEJRAZEN 2 h, & T
PBST Ji¢ & 1) J5t i 5340 5% B NE Wik v, = 0 R HR4% 1 h,
VS IAH R — HT S AH B e, hin 5w B Ak 2 Otk £
B-actinfE NS MR, RH] Tmage J IR 53 B 3K A4 % 45
HEAT IR BEAB 434, B 257 5 B-actin 45741 1Y LL(E AR R
A R IR K

1.2.8  Transwell /N5 3 55 & O 40 Jd i 7% fig )
Transwell /NE LA 24 LR &, LA G 1L DMEM 3% 3%
KA 30 min, B E A 200 wl & 1% i 4 I3 19
DMEM 35323, & 1x10° A4, FZE A 500 ul &

50w
| s

10% Jif 4 1L (") DMEM 15 3% J 0 & 30 h JiC i 1% 5%
B, G o 43 B0 4% Z2 56 W & 58 R % 400 i 30 min,
PBS physk, B T FH G it 40 50 0. 5% 45 fh S J il g
30 min, M 25 R P 5 B NI, PBS & b vk /b
ML R, 6 B T BT B 4
REALTE 100 f5 55 T IT40 4 ST, BOF 3 {H .
1.3 Siifs¢rik

K SPSS 17.0 G il ¢ AR AT it v b o A
5% o 0 S 6 A 0 B0 R 2 WO 56 IE S B IE A 4
i, Lh s TR, AL Y B Levene K350 )7 2557 . R
FH B AL 43 20 P K- 52 56 B3, % B84 /N B RPE - fik 4%
-4 R AT R b 45 3k B mRNA R 8 (A
XF R IR 25 5 AL B AL S W A 4l RF/6A 4 g
FAH MR E mRNA IR M R BN E R ]
A MMP2 5 MMP9 mRNA % H G [ AH XT3k 5 2
S LE B SR T 57 FE AR ¢ K 35 AN [R] siSNATL J3 371 X
FE R FH B DK R 7 25 43 BT, siSNATL %% Y 4 55 5% B4 [1)
MMP2 mRNA 1 MMP9 mRNA & H & [ FH X Kk =
DA S 40 M 5 B A O B A Y R Ik S BE AR 1 KB
P<0.05 hESFA G ¥E X,

2 #R

2.1 /B CNV J5#F SNAIL Fi1 MMP2/9 33515 0

WEBG 7 d, /N RIS B4l R Tsolectin B4 4 98 5¢
e R /N CNV A K (B TA) o s gL A n]
UL CD31 F1 SNATL X FH M 40 il , 43 1) 5 20 €8 Fi 2% €8, 5%
s [ EF, CD31 323k BH Pk 240 M J& [ 7T DL MMP2 . MMP9
Jus, MMP2 32 %2 3% 35 F 0 A 1 5 [, MMP9 355 F
Bruch [, 34> MMP2 . MMP9 5 CD31 {& & 2 ¥ L@
R BLIE 7 d CNV JR A7 £ MMP2 1 MMP9 3%
ik, HAER IR T 8 N EZ AN Me (18 1B)
2.2 K4/ RPE-Jk 48 I - JLE & & & CNV 5 &8
SNAIl MMP2 fI MMP9 mRNA ik & 45 {k

T 7 d, BRI 4L/ Bl RPE - Jik 4% 5t - IR i 42 &5
& SNATI mRNA 1 MMP2 mRNA (i % 75 1% & 0
B 4L (1.29120. 06050. 759+0. 074 ;1. 610+

Bl /NRIE®ET7dRPE-FRER-JUEE &K% o SNAIL MMP2 #1 MMP9 ik A OG5 IE R 0GB T AT L IR 2% MR BHOL 3 05 b e 2 4
@ (1B4)  Bo/NEURAR YT R Al Il CD31 Rk B, R 4040 9% 5 (Alexa Fluor 594) , SNAIL \MMP2 \MMP9 2 {4k 3 ik, Jy 4% {4 9t (Alexa Fluor
488) , HL&R 2>t B 2 (WK ) , 40 M A% 2 1 €4 9%t (Hoechst) (47 =50 pm)
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0.424 50.772+0.080) , 2 W H Z it % & XL (1=
5.106,P =0.001;1=2.393, P =0.044) ; & 5 2] /)N &
RPE-Jk& 5%~ JUE & 43 P tfr MMP9 mRNA A% 2 35 fik
AN BB T 25 (2. 829+0. 555 5 1.876+£0. 604) , {H 2% 7
TG it E L (1 =1.091,P>0.05), #& B 4 /]h B
RPE-Jik&6 5 - LI 52 45 Pl MMP2 mRNA A1 %) % 3% 4
HH i 75 F MMP9 mRNA (0. 945+0. 119 5 0. 017+0. 003 ) ,

Uﬂ

Eﬁ‘

ERAGIEE L (1=7.794,P<0.000) (& 2) .

J{jg 15 a Hg

i i

= 1.0F =

= =

z z

%05k ”

0.0
- A g = 00 gymal mA

T

rrrr1r°'

MMP9 mRNA M%) Feik &

XPER4L Bl ' MMP2 MMP9
EH2 fA/MNR RPE-FEE-JIEE S CNV FE B E E#3T

FKiIZELE A4/ R RPE-Jik & B - T E & 1k b SNATI
mRNA M X F R A LR X B4 5., P<0. O (Jh S FEAR ¢
¥ on=4) B:&41/NR RPE-Jk %5 I - L & 4 K b MMP2 mRNA
XA S IR 4, "P<0. 05 (M ST AEAR ¢ Kol ,n=4)
C: £ 240/ Bl RPE - ik 45 58 - L &2 45 & o MMP9 mRNA H X} 2 ik
FIELE SXF BRI, 2 7 AT 2% X (P>0.05) (I REA ¢
Kig,n=4) D./NR RPE-Jk 45 il - JL I & & M h MMP9 mRNA L
MMP2 mRNA FHXF 35519 L 55 MMP2 mRNA ik &t [, " P<
0.01 (Fli~7 BEAR ¢ K30 ,n=10) MMP. 55 4 & & 1 %

2.3 &4 RF/6A 40l b SNAII mRNA MMP2 mRNA
il MMP9 mRNA #H X} 3 35 it i LL A%

B4R 40 RF/6A 41 fifg v HIF-1a . SNAIL FI MMP2
mRNA #f %F 3% 35 & 8% # 4H JH " (HIF-loo mRNA
0.975+0.029 5 1.485+0.043; SNAIl mRNA:1.178 =
0.294 5 3.403+0. 804 ; MMP2 mRNA ;0. 919+0. 085 5
2.292+0.317) , £ RS H G235 L (1=9.920,P<
0.000;:=2.598;P=0.032;:=5.045,P=0.001) ; il 4%
41 RE/6A i rh MMP9 mRNA HH % 3 3k & 45 5 A 4
F4 5 (0.918+0.236 5 1.356+0.227) ,{H 2 % T % it
HE N (1=1.320,P>0.05) ; #4820 RF/6A 40
MMP2 mRNA A %f F ik 55 F MMP9 mRNA (0. 517 7+
0.124 750.000 1+0.0000) , % S A G il % 5 X (1=
4.150,P=0.001) (& 3),
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