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1. — i 25 8] 78 40 P 5 1) 20 A0 1 5925, FEARRAEAE T« b v 1) 7 o2 41 B HH HMGB 1 1)
ik

B i 5 [w) 23 A4 B 77 1) A < A1 e ) 7 Joi 1 40 B I L PN 2 200 0 A, 490 ) 1) 72 o 1 4
[ L AP LA P 4

) FH 85 7 0 BT IR HMGB 1 6 R (1) 18 95 25 e e 1) 78 Joa T 2 M, LAARE 32 B s () 7 Joia -1 40 i
HHHMGB1 3R 1A i ;

v i 485 717 FE X HMGB 1 2% DX A 12 3 B3 I A G 1 A28 < SR FIPrimer—blas t B4 v 2% 51
) F T RT-PCRY™HGHMGB1 cDNA, P uiii ¥ AFlag 8 FH Zw il Fy 41 2 15 7 51) K BIR fil  1e 170 3 J)
KR BUE B B R A B, B 2K, FETADNATE SRR FI T 5 3858 N 20 PR sl P 1 1) 2 1A 1)
18098 5 28 42 ORE , SRAF 1E B ) pLVTH-HMGB1-GFP-PURO , # 4bJ& 52 ADH-5 K I it i, &R
IR R IR RS 1G5, R R /s B2 BT S e I a6 BORL , B U I 7 %658 , UE S 27 AR il
B N BB 2 7 51 5 T A 56 A B, I v I 14 xS T AH TR s EUYE  EE gAR TR
$ipLVTH-HMGB1-GFP—-PURO . f.3 J5i # pCMV—dR8 . 2d vpr FIAL 5 J5i b pCMV-VSV-G 3 [7] 4% 4L 293 T
YL , B 25 SR A5 45 A HMGB 1 22 K] (1) 2 995 25 WA , R A pLV-HMGB1 5 122978 2 FUR HH I8 & A A 75
RPUPESLIA, B NPURO, A&k 0756 ' 8 1 £ A, B NGEP, 5 HMGB1 3 K 7E [A] — A 8 8h 1 4%
S [E] Rk s [P R L B ApLV—-control , AAEHMGBL cDNA, {E {4 BE =04 55 &K itk
FER R SR 058 i R PAT

Fr it G 1) 78 Jo3 T A M 1) 79250 < 4 ok 12 2 e e [) 7 O T 41 B , 22 M A 5 2% i i
IRAG 5% L1 FH P 4 i, 20 8 1 B kar 0 5 40 R HMGB 1 3R 08 110 5

JIr 3k % G 6] 70 JoT 40 BRI 77925 9 « R 10 78 o 440 JH At B8 355 77 AE DMEMSS IR b, 35 97 W
HEs I 1 10% e 20 76 AN 5 R - BE R R DU 8] 78 L g e il /S L gl , &
FLE2X 10N, BT AR 77 46 b B 95 24 /N, N N pLV-HMGB1 , iy BH 14 %6} 1 26 i
ApLV-control, 3% 778 /NI 5 BF BT i 15 R VR 4k SL 35 77, 15 97 S5 4 R MM IS 25 2% i e FH
P e T B £ B 0 28 706 Y S A B W 8% R 2% €876 Y 1) BH PR R L 4T s {3 FWes tern blothi
TUTE) 78 J57 T 20 i ) 2 1 3R TR O, A IHMGB 1 2234 it F — Pt N S i K BRIMGB L4, —Hi AN
HRPARIC Ll 2E T e puads , sk 93 85 4% L i KA HMGBL & A Flagi A #xic , 7l UL FBiFlaght
PRR I, Bt F—3to8/ N BtF lagdhidg , ZHAHRPERIC LT/ N R Puk.
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—MpiEfzIE 78 BT ARE E =) 57 L ey 73 0

BRARGUE
[0001] A B & T T 4RI oA U, FAR RS S — Rz 1) 7e 5T 4 52 17 AL K 5 s

EREA

[0002]  fiL A Ay ¢ 24 o A O A~ 3 UL 200 L A A ol L5 B ) 789 o = 362 I/ 4 B, e AT T M A
FH [) 78 5 - 20 B 43 AT K o T) 70 ot 2 B — Fb ks TR IR 2 B B R E i A1 2 m) 4k
T RE IR A4, WA 534 A D7 24 Y 20 v 200 L 24 o R L A 4 Y 55 22 o s A4 4
[F) 78 38 T 4R B o3 A T2 B S5 4R L A RIS B 1) o, AR LIRS T 2 E /D HLAL T B ARHRR
A, 2 2RISR 20 Y E ) , A o AR gr i .

[0003]  VEGF (vascular endothelial growth factor) &% 51 40 [n) ML PN Rz 48 it 4y
A B R T U, H 4k ) e R 4% TR R B 5 B 4 T R VEGF AR TN A
H R VEGF-AR i) iz , VEGF-A 5 M e f 4 , AT e 75 3 L A ¢ 48 B 14 5 - VEGFR
(VEGF receptor) J& T lg & BRI 52 44 , B 46 = Fp 2 , H A VEGFR-2 32 A T ML & N 17 4
R 223 5 AE3E RSB , B A g I A 7 A i — FrbR 2612 o VEGF & — Fh B B (R (R 42
SR, e Bk I P R AR 2 24 L B T AR AL

[0004] PDGF (platelet—derived growth factor) s&i% -5 T 40 i [a) i ~F ¥ W40 fe 94k
Fi B B R U L b e T R T e BB T A, X e I L 3E A B L CAIDIY
i, X 8115 PDGF B £ Fh ilE &, B HPDGF-AA .PDGF-BB.PDGF-AB.PDGF-CCLL A2 PDGF-DD.
PDGFR (PDGF receptor) Ha BRI AN I 5 A7 44 1% » ‘B 4115 AN [F] IE B4 PDGF () 5 A g 22 AR K,
PDGF-AAFIPDGF-CCi%k % 14: 45 A PDGFRa L #i A7 , PDGF-BBAIPDGF—~AB5 PDGFRa FB Y. H A7 # A
PL&E 4, PDGE-DD A 45 A4 PDGFRBIV 5437 . PDGF A& — Fh B B e A3 22 5r 24 i, W] DA 5 I ~F
T LA R 22 R AL, , ST R A A o 3 il Y, {1 0 4 i S A %

[0005]  EL 4K, H i [A) 78 5T - 4 M (1) 73 A WL AN T AL 045 5 I8 B e A 1 1B 2, (H 2
7] 76 57 4 L T A ) A P 485 2 v 52 LA 0 B IR 35 1) 78 5 2R BRI R (WNVEGE MIPDGF 2%
% R G R RIS A2 AR (0 45 T 10 T) 180 78 J5R 14 B 200 A A6 e At Sz e L S o
VAR] SR BUA 200 PR 7 92 YR T 200 B I A e A A PR — T A M A

[0006]  HMGBI (highmobility groupbox 1) & —fmE EEARSFHI/Nr T H , 45t L
Abox 1B box /G544, B box 2 HMGB1 A& # (e 1 28 iE e A FH R T e [X 38k, Abox H AT HT 4
YE R, J& M HIHMGB 1175 & 28 5E SN A 45 17 - Abox FIB box#BRE WS HDNALE & , 75 HDNARU
[P AE) 5 AR o HMGBTIE A& — PR 45455 A 20 73 745 X (damage associated molecule pattern)
Gy A A2 1 40 B A% N HMGB L 2 R ik 2 A A= 2 R AAE 1 , {2 (S HMGB 1 FH 2 M A% 3% for
22 A 5, B 5 B R TSR A P A M s 45K A o AR, 54 SRR I 4B AE T (necrosis) AT EA
BB OK 2 HMGB1 22 40 4 o 241 g #NHMGB 1 -5 41 g S 52 AA 25 &, 38 i 307G MAPK (mi togen—
activated protein kinase) FINF-kB (nuclear factor kappa—light—-chain—-enhancer
ofactivated B cells) 2 Fy#E S IMER , ¥ & AR I N AN G 2 i1 25 18

[0007]  Rif AHIF 5 2 BUHMGB AT LA A gt B8] 72 3k 1) 78 R T4 e 1 4519107, HMGB 13t 38
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4 T8) 78 J5i T4 Bt v LA 43w 4 B R - VEGF FIPCNA (proliferating cell nuclear antigen
) UV B, BT IR FE AN SLHMGB L2 7] 78 J5 200 i v I/ P 2 40 24 o 84 1 T
ANES T IMGB 1A 1) 78 J5 T 41 A i) 10 785 1 LT B 20 Ak P AR R 928 1 i DA B398 R 1) 22 SOk
NN
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T 5E 1) 53 A 75 5 1207325 AT LA 2 18] 78 o - 248 i 1) 107 P 2 40 P 2 A, [)ISF SR 411
A1) 160) 78 o T 400 P 1 2T i LA 4k

[0020] AR HART B B2 a0 N HEAR T RS

[0021]  — il 42 [A] 78 o3 120 B o 1) A A 7 4 BAR Dy« i) 78 o 4R B H HMGB 1 ) 38
Ko

[0022] il 5E [m) 43 AR 43 A T 0] A < A1 32F 1) 78 Joi 240 1) L7 P 2 240 A , 100k ] 7
JoR T 440 B T L P LA P 2 A

[0023] Pl 5E [m) 3 A B 7 4 09« R 485 5 22 08 i il IMGB 1 255 AT 1) 1 9 B e 1] 78 Joa T 4
Ha, € 33F 8] 78 J53 - 40 i H HMGB1 R I8 _E 1

[0024]  J ik 485 717 A HMGB 1 J5 K (1) 8 13 25 () 44 i 3L #50N < SR FPrimer—blast B AF & 1H A
2514 F TRT-PCRY™ B4HMGB1 cDNA , P 3554 A\ Flag i [ 4afid 5 41 £ 11 5 471 R PR il P i 7] 37
ST A BUA B B TR P B, AR K, TETADNAE MG AE R, 7382 N 20 B ) 1k Flg 1) 48 kAL
(1890 5 o 4R UKL, SR A4 7 Y pLVTH-HMGB 1 -GFP-PURO , #% {4/ 52 &5 DH-5 K I AT 141 , &
RSB RIS W5, R RN & R B TR E PR B Atk R, Bl U0 5 0 4558 5 IR SE 2R
JERLH N BEI BRI T 1 5 0 3 81 58 A — 0, I 18 BH M I 2 R 5 BOMS e BE AR
JF R pLVTH-HMGB 1 -GFP—PURO . £, J5i 4 pCMV—dR8 . 2d v pr FI 5 J5 i pCMV -V SV—G H: ] 4% Gy
293THHMI , 5 3RAT 1577 HMGB 1 B K] (1) 18 793 B3 UKL , B pLV-HMGB1 5 i%Ji £ JBURL 1 34 75 A N4
E Ptk E P (PURO) MZR 0756 ' 1 11 K] (GFP) , SHMGB1ZE R 7E [6] — A J3 8h T35 T Seal
LA R IE ; BT B 5% (pLV-control) AN E HMGB1cDNA , H f B4 MR W4 5 2 0 14 B ] Al £
ROEAER,

[0025] Py i 2 (] 78 o T 2 MO 1) 777500 < 44 BT IR A 3 753 57 L () 78 0T 40l , B NEPA B R
i 126 AT PH MR % G B AR, 20 5 1 B DA 4H BHMGB L 365k .

[0026]  EE it — D Hh, Bk i 4% () 78 o3 T 40 BN J7 V500 < 44 18] 78 )53 1 41 A UG B 8% 57 7E DMEM
B R, B RPN T 10 % a4 G AN 55 R -5 % R DU W K 0] 78 i e B2 T
ANILEE TR A, FEFLE2 X 10741, B T A AR B 7240 TP 55 9% 24 /N, in ApLV-HMGB1
(B 14 % B AL I A\ pLV—control) , FE-5% 3= 8/ NI Jim B8 e 5 W 4k 4 55 5% , B R 5B A R I
WL VA 5 2 1 300 B 1 2 e v 2 1155 B0 6 9% 8 6 S0 Al 0 6 T A 26 e T . (R S €2 6) o
Western blotA Ml 6] 78 5 40 i) 25 A R IE 1 00, B MIIHMGB 1 338 it H — BN e bt KR
HMGBLHUAAR , —Hi NHRPARIC L TP S biaA , 18 1 9 55 4% Yo 0 KIX FTHMGBL & A Flag i A bx
e, BT CLFBTF lagu A il , Bt F—Ho/ NR PR laghifk , — P AHRPARIC L E T/ N Bk
[0027] A% WHR B AHMGB1 R IA ) 772, $RA3 PA R 25 RUR -

[0028] R FHHMGB13RIA b 177 V2 A8 1] 70 Joa 1 41 B ) 23 A A0 m] , i 2F 18] 728 Joi 41 P 72
VEGF 55 I [n] IfiL %87 PN Bz 40 43 Ak, , #0610 1] 70 Jo3 40 B AEPDGF 5 5 T ) I8 ~F- i L8 . 43
b

F3 15 BB

[0029]  E&|1-1:pLV-control %% 4L [H] 78 Jii 40 M R IACFP (R LR a5 )

[0030]  [&]1-2: pLV-HMGB1 % 4L iy [A] 78 Joi T A Ml FRIAGFP (R £k 17 ')

[0031]  [&|1-3:Western blot#MIpLV-control FpLV-HMGB1%% 44 (1] 18] 75 J5i T-4H e HMGB1 %

6
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[0032] & 1-4:Western blot# IMIpLV-HMGB1%% 4L/ 8] 78 Jifi T 40 i K& A Flaghnid ()
HMGB1 ;

[0033] & 2-1: i UM AR M pLV—control FpLV-HMGB1 %% 4 i) [d] 76 Jii T 2 Ma [ CD3 1 32
S5 BH 14 2 P 43 AR O 5

[0034] & 2-2: i A M ARAE M pLV—control FIpLV-HMGB1 %% 4 i) [H] 76 Jii - 2 . [F] a SMA 2%
S5 BH 14 2 P 43 AR O 5

[0035]  &|3-1:%% 0 WAMe M A A pLV-control KR F&HH 2k 4= L& AN IEGFPAR1C 41 g
(REFBHI) 5

[0036]  K&3-2: %0 WA N AT B pLV—control KR F2HH 2k A4 I A IECD3 1 3Rk BH 14
YR (RO

[0037]  [&I3-3: %t e N A £ pLV-HMGB1 K BR RS HE Bl ik B A= 1ML A JEEGF PR i 4t i (&
GE)

[0038]  [&I3—4: %t B e N AL £ pLV-HMGB1 K BR RS AE Bl ik B A= 1ML 87 A JEECD3 134 FH P 48
W (RALt7E)

[0039]  K&|3-5: Tt WA M A pLV-control KR F&HH 2k 4= L& AN JEGFPAR1C 41 i
(REFBII) 5

[0040]  [&]3-6: %t e N AL pLV—control KB A s Ik HT A2 L8 P i a SMAZR 28 B 4
YR (RO

[0041]  [&I3-7: %t B B A 2 pLV-HMGB1 K BR RS A Bl fikoBr A= 1ML 87 A JEEGF PR i 4t i (&
GE)

[0042]  [&I3-8: %t BB A 2 pLV-HMGB1 K BR RS HE Bl ik B A= 1ML A7 A i a SMA R IA FH P4 48
i (R 55)

BASLHEA

[0043] 7 [ 4 &5 B AN I BH St 5] 5 S0F AN BH SR I R TR AT IS 2E L R L R, B
IR 5 BT 3R 1) S A AN AS A A K B — 300 23 ST A8, T AN A 2350 ) S 3] o 5 T A% BA R g 5
AR, A AT RN B3 VA B MR ST B ET B R B SR AR I B A e Ah s e, R
T AR LRI TG

[0044]  SEzjids1 - fi] £ HMGB1 i 2 A f 1) 78 o 41 i

[0045] 1 FpRAAGR, IR R

[0046] %1
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FERA R 2 B EBT 1
F344 KR8 78 51 40 N BN AR AT PR )
HMGBI iaf 2212 1% 975 15 A1 5 P4 % e 5 5 i 5t YU DAL 2 B AT IR )
2 L %M Gibco 247
DMEM Hi 37 ¥ [ Gibco 2 7]
HHR-HHRENR [ Gibco 2 il

00T ALBIFRR M Corning 2 )
AR %18 Gibeo 247
Gaii K S, HMGBI $ifd S [ Abcam /A
/NEAL Flag ik F[H Sigma 2 )
HRP bric il 2B 40 G fg 2[5 Abcam A7)
HRP Frid th £ 50/ ik 3 [H Abcam 2

[0048] 2.75%::

[0049] W EEM It A% : Primer—blas t3K R TP 2% 5190 H T-RT-PCRY™ HHMGBL cDNA, 7
sl NFlag 8 (A 4 fid 17 51 < 28 10 e 51 e BIR ) 1 Bi U0 R 00 AT £, B ) SEAZ IR A B, 2 1%
B K, FETADNAE B RRAE FH T, e e N 20 PR i) 12 i D) 2 14 A 1) 12 995 75 28 42 R, 3R A5 i 12 7
YIpLVTH-HMGB1-GFP-PURQ , % 4k Ji 5% 25 DH-5a K G #F B , & R IR & 2505 1% 4 14 5 , 1) F ki
/IN B A B R e X A A SR, i D7) i I 4 5 R S AR BORLH AN BB SR A
BT A 58 4 — 0, FF 0 B I =5 40 BN BOMS 995 5% 9 AR JURL pLV TH-HMGB1-GFP-PURO . £
$ TR pCMV—dRS . 2dvpr AL 5 J5 4 pCMV—VSV—GHE [5] %5 4L 293 THH ffd , 40,25 3R 45 5 5 HMGB 1 3
ER] 1) 12996 55 JBURL (pLV-HMGBL) o 194 55 JBURL 1 38 2 A e 25 2 i B[R] (PURO) FZR (25851
W EE (GFP) , 5HMGBLEE PR £E R — A 8 3l 4% T S I 3[R Fak o B Mt B 5% (pLV-
control) ANEHMGB1cDNA , {E {7 B A 5 R ik JE R S 8 58 s B A L 1A .

[0050] 9 5 % Y doh 2 - 1] 78 J5f T 200 JHa 0 B 5% % FE DMEME; F2 R , K5 FR MR 8 in 1710 % i
A I35 AN B R B R T VB R 7 BT AR R S LR SRR B L2 X 107441
i, BT RIS FRAR R R 24NN, I N pLV-HMGB1 (B4 %3 BB 44 N ApLV-control) , Ff
B5 7 8/INIT Jim B i i 5 R 4k SRS 7, B IR AR A RN R A B 2 0 306 BH 1 2 e v B, 1 B
T J2 R AU I 5% B A G A . O sk 7 0'6) o8 FlWestern bl otz ] 78 o3 - 4H i 1)
T HFRIAEOL, R MHMGB 1 214 fir FH—Pi A S bt R ERHMGBLHL A4 , —Hi AHRPHRIC L E P St
1, 8 B i i RIAHMGBL &% A Flag 85 F bR, AT LA H$LF LaghipaAsill, B F—Hi M
NP lagdifh , —HUNHRPERC L 2E PN R PUA .

[0051] 3 455 i YL 5 K T-99. 9% [A) 78 i T 40 B R IAGFP, K 4t 't (LI 1-1 R ]
1-2) , pLV-HMGB1#& %% [f] 6] 78 J5fi 40 HMGB 1 3k K ~F- Ll pLV-contro 1 & 3 JF s (K1-3) , &
DB pLV-HMGB1 %% 4% (1) 1] 78 i 40 Ml 3R 1A &% A Flagft A AR ICATHMGBL (B11-4) o tH R B K
FIm B 56 Y 751, T 78 R4 s2 B 7 HMGB1 3R 0& 1

[0052] St f91)2 « St ] 1 A HMGB 1 it 2 1A 1) 1) 78 Joti - 4 P AR 411 74k e T (R AN

[0053] 1. #PRHAIRF), WL EK2:
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[0054] %2
Rk 4 K L I
VEGF %[H Prospec A7l
[0055] i F[H Prospec A
PE Fic CD31 FuiAifA) R0 i 4 i4 fi# [5] Miltenyi Biosciences 2 i)
PE FRiCaSMA Fi4H1 A 5L} B rifhk 3 H Abcam 2

[0056] 2,77k : 35 M N N VEGF 15 3 [B] 78 Jo3 4 B v I 8 N K 4 B 534K , VEGF #E 15 7
A B N 25ng /ml, ARAMNE R 14K 5 K5 F2 W -0 0 NPDGEF 75 5 (8] 78 o - 40 A [ I P33 L4
Jf1 734k, PDGFAE RS TR H K FE 912 . 5ng/ml , AR ARG FR 14K

[0057] =% FH I 2040 M AR A 4544, 45 5L . CD3 152 45 PN e 4 s Sk 2 1 A e, T 2 4 i
AR H FHPEAR1ECD3 1 HTAAKS PICD3 12525 BH 14 41 AL » 4 Ha CD3 128325 BH P F 7= 1R B 734k, s It
J A o a SMAZZ I8 ~F ¥ LA M A S 12k 2 R, T U R i FHPEAR i a SMAHT A A Pl a
SMAZEIA BH P4 21, 41 A a SMAZR A8 BH P37~ B ) 20 A B L P LA

[0058] 3.5 3 : pLV-HMGB1%% YLty 8] 78 J5i 40 B 43 AL B CD3 1 332 BH 44 40 a1 L 451 LE p LV~
control 3 i (B 2-1, P A 15 2k 22 75 i Y ] 7855 B i 4k 4 & 10 B P AR 294k il SMA 3k
FE 4 2 B 14 b A9 B pLV—control [ A% (B 2-2, B o 18 22 32 7 FH 5] B4 %6t I o fas 15 B 1 BA
BB o F 0] D0, b Y HMGB1 2 58 mI DA i () 78 Joi - 40 A [m] 0“8 P 5z &40 A, 60 o ] 78 I
200 A e TP LA B 2 AL

[0059]  SEji 53 « St 451 1 - HMGB Lk 2 1A 9 18] 78 S5 -2 B A4 3 2 AL RE FI P-4
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SIS BN 4 R Y I
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LEWIS K Je st i@ e A )

[0063]  2.75¥%:

[0064]  Fay 7 F% 4l Zh Bk AL A 70 < F344 FILEWT SHR A LA R, B ATTHY 22 8 R bb e 20T
TEALBNER G 1k MHC) £7 A, R ARMIC &R AR, A, 3K P~ d 2 KB
Z B M AEL A R 2 SR AT LA AR AR 5 S, AR B E 25 2 R IOV M s Ik AL - 5 2
ARILLEWTS KB 1 BE L SIKAE A , SR 5 BUF 344K B 9 52 4 B, FELIT ML 37 i BY T i 5
K S RS LEWTS K B PR 3= 2 Bk M 2% 46 1 A0 B s 2 1), WK 52 Sl a7 - R JR 90 R R A%
FENIE 3 Bl R A s KA AL -

(00651 B AL ANALER Ty 3 - BURS A SR AL R B 24 0, 70 i 4L, BRI L, TE LR
4o PR R SR MRS R A Ji5 30 R4 LA B 758 F Y 5 40 1 2 70 30 4 A S i 4971 1 o o s 7 2 4
Py 5] 78 £, B U P 4 R B2 X LOCAN A, 3 15 R e b — 1k, Fh4d
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[0067] pLV-HMGBI 8 2P pLV-HMGB]1 56 32 [ 5] 75 )5t T-40 i
pLV-control 8 FERh pLV-control 5 G 1) 78 i T4

[0068] R JF 90K HUK 5 F% 18 s ik HilAE UK R U1 R, T FH 4P 2 D65 AR AR 1E.CD3 1734 [ 14 4
i Ao SMAZR 12 BH P 0 B, 23 B bE o U B AT Al Ok S 2.5 ') IR CD3 1 AaSMATE . -

[0069] 345 5% : pLV-HMGB1ZH K b 1938 AE I 78 P4 2 U B4 3R 1A CD3 1 (K] 3-3 R 3-4 2
5] — AR, v B SR T A A ) 4 EE B pLV—control ZH T (BI3-1 A1 3-242 [F] — L 7,
FERHT AR C A , pLV-HMGB1ZH K Bs (19387 AR i 78 P JI5E b 5S40 i 52 18 « SMA (1 3-8 F1TE]
3T/ R —FRET , B Fi kbR ic i 4HAR) 1 B 1 B pLV-control 4 B i (Bl 3-5F11E 36 & [F] —
WL, 72 0 S bR A0 R 4 ) A1 o rfr sk P D HMGB 1 R DA AR 3k A% A 5 ik AR T 45 Py i e 1 6
1 6 1) L7 PN 2 00 L 93 A A0 1) G o) of AP LA B 4
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CD31 DAPI+CD31 DAPI+GFP+CD31

DAPI GFP DAPI+GFP

K3-3

CD31 DAPI+CD31 DAPI+GFP+CD31
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DAPI GFP DAPI+GFP

K3-5

aSMA DAPl+aSMA DAPI+GFP+aSMA

K3-6

DAPI GFP DAPI+GFP
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aSMA DAPI+aSMA DAPI+GFP+aSMA

K3-8
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