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E# 1. podocyte D F 10
1-1. CDK inhibitor p21 K T ® podocyte DIEIHDH HEA TR 5,
1-2. SV40 T HiE% podocyte |[CEEEAIRE/~ 7 R & {EHL4 5,
1-3. BMP4 % podocyte |ZIBFEIZEEL I 5,
E# 2. Podocyte EEICHEFERINSANEZMAREEFDIHLE
2-1. recombinant VEGF |Z X A1 25,
2-2. VEGF OuaFIFEHL % podocyte IZFFEATHER~ v A Z{FRT %,
B 3. ERAEERINBILEIZX ZRMAEREDAE
3-1. recombinant RAP |Z X AIEEN A5,
3-2. Megalin KABIZ KX B IRMEIREDE ZTHD,
B4 ZTEEEHFERINBLEICZ & 5 podocyte REDAE
4-1. megalin / v 7 77 h~ 7 ADMEHNT
4-2. recombinant RAP D7%h5:
4-3. podocyte 21T A Megalin KIBIZ L AIREDE L 25,
BB 5. Angiotensin || BEFICK A2 BREBENRDHEE
5-1. podocyte FFFL[Y AT1 K~ 7 A ZVERL i35,
5-2. PRAMERFIM ATL K~ T A& ERL T 5,
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EH# 1. podocyte D #1104

1-1. p21KO v A& AL T, au=—%f. L, JrkeERIKEEERELZES L B X%
VERL L 72, SRERIAPNIC BRI O BEFE 2 38D 7=, Z 316 OFIAOREIR Z [ E 3 5 72 9D12,
ROSA2610xP = 7 A & Nephrin—Cre ¥ A ZAH P TH 5,

1-2. Podocin—tTA < 7 A % 6 &%t TRE-SVA0T % 4 S2HMi T U, F 72T 4 D podocin—rtTA
<A ANF LT, 1 DOfMAEDED podocin-tTA/TRE-SV40T &, RE P A7 1) v
(DOX) Z#: 5. 7= podocin—rtTA/TRE-SV40T ~ 7 Z|Z# T, podocyte D—HIZ SV40T
DI LTz, BB DHN, BWEANG ONTZD T, UBOHENTILIZEH A2 AN EIC
L7z, SV40T #3817 % podocyte X, LML MIRE D DR EZRLIZIZHEDS
9. podocyte FFRAFORBUIMRFF L, 72072 L HEMIIIEEITRO 5
o le, LLRNG, 6 BB DOX 25725 &, REKIKREIL I ~ 72, 378b b,
5 72 podocyte DFALIRFEZ R - 7= F F podocyte DI AN I FAHEIZHKII LT-DT
Hb,

1-3. Nephrin-BMP4 = 7 R Z/ERL L 7=, HAERFORERIKIL, WEMIEE X U o Al
2 L< | IEW72BMMmERE TR IR Do 720, podocyte DEUTIEHR &2 & 72
S77e LMo T, BIPA OB 2B o v b — vk, 1B 72 R ERIRGR BT ORI 13
ZATH DN, podocyte DENITFHELY H 2 720 0FER Do T,

BHE# 2. Podocyte EEICHERINSAEMBEETDRGIE

2-1. NEP25 ~ 7 A|Z podocyte fEEXFHEEH/ . Ua L EF 2 k VEGF 2HE5 LR, Fxy
VGRS N AN~ — B —Flk-1 OFRBUK FILBEE S e -7,

2-2. TRE-VEGF ~ 7 2 Z/FHL L. podocin-rtTA ¥ X & 2R TH 5,

B 3. EHERRIEIEICKARMEREDAE

3—-1. RAP (receptor associate protein) 38ELKNIGE ZMESL L7-23, in vivo FEERIZAEH Al
e/ EOKOFNT, WHOERE TATIHDEIC LT,

3-2. Megalin—loxP ¥ A& ApoE-Cre ¥~V AZ AFL T, au=—%xrL7-, %M
[ZE D RHIE A megalin KO ~ 7 A Tld, UIALRAME DK 40%Z megalin 23 K4E
LT\, ZHAUBIENEP25 ~ 7 A L AZRFTH D,

Bry 4. EAEHEWRINEEIEICZ X % podocyte SRE D AE

4-1. Megalin KO~ 7 ZADOBKIEDOEIA T v v 7 2 ANF L BHEY A 2 /ER UM L7z megalin
KO @ podocyte i, clathrin coated pit 2372 VMEAIN B - 7-,

4-2. 3-1 LRk, WIEOFEREZTATSELFIT LT,

4-3. NEP25, Nephrin—Cre, Megalin—loxP <7 A &ZAEIHFTH 5,

B9 5. Angiotensin || BEEIZ &K 2 BREDRDOHEEF

5-1. ATI1A-loxP <= A & Nephrin—Cre =¥ A& AZHL L, podocyte FrEHY AT1 K~ 7 A %
VERL L 7=, BAEERERIRD angiotensin 11 {2 5 podocyte N Ca @ EFR-MFRD L1780
Slz, TNHO~T R F, EFZME, REAZR L, NEP25 v 7 X2/ L T,
podocyte 5E A 755 L7, podocyte D AT1 DRIEIT L % podocyte PRIELNRITFRD HiL
o T,

5-2. AT1A-1loxP & KAP—Cre ZZAHC L C. JRAMERFEN AT R~ 7 A 2{ERL U7-, JEREIR
REH H VNI HIIR N COMECE R FFREIIZ, IEFE~ T AL DOEITED LN
77,
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BUEHARAND 600 NZ— ADMEMEBEREEE T, MKSITERIESEZMNE LT 5, MRS
BRI, M — AH72D 500 THBAMETH D, ERMEFEOSNG, FEERE O S0
5H. BEBAR2OIET, BAICHE I 2TNERL2WIETH D, Fox it BHEAI
NG, BREDOEITIZEIT 5 podocyte 12 L THEH L. podocyte DEEIL, BRI ARERIK
LiER L OVEEB AL SR THLHALNICLTEL,

AFHEIIBWNT, Fex TV DD T 7 a—F T, podocyte EEICH KT HBEREDIGHE
FEORBEZDS L, TD7DIl, 2 DT ADETIVEHSL LT-, KbFETR&xET
JUX podocyte DI ZHRLTHEDTE LT ATH D,

Podocyte 1Z ZEZICHIAI T 5 Z L1372 —ERDND LB LMTINDFITRNDT,
FDORKIL, BIOGEEZAFWIZ L TWAEHELREREEZ OND, LB T, MO
A ARROIREITIEIL, podocyte DEZHLTHTHL EEZEZOND, —F., FlISIIC
podocyte WHESET A HEDIE IV TWVEN, 2L WTILOLAEIZBUWTE, podocyte X
B b L. T UWARERIREE 2R3, 9725, podocyte DHEFHE & i/ LI ARA] 73 TH D
WO REEMENR B D, 9 THHBIE, podocyte ZHIROZE 9 LT 4UIX., podocyte DSy
BB, WLVSRERREEAKL - LT, {BEHEE LIRS0,

AWFFED F 2 HRYDO—-2(F, podocyte DEZ T & 5 BEDOVRIETVENKNLT D00 E
IMERFT DFICH D, Foxld, SVA0 T HURDIHBLZ . in vivo D podocyte THHET S
FHOTE L~ ZADOIERICELD ERKHI LTz, SV40 TIE, pb3 & Rb &AL, b O
REZPLETHHFICLY, MlaEHEREzSE 5, 5@ Y ., SV40 T HUROREFEEZIZ,
podocyte (% Ki67 & PCNA %3¢ L, Bromodeoxyuridine Z BtV AL, B 5 7o B2 7~ L7,
PE5E podocyte T, cyclin dependent kinase inhibitor pb7 DIFEIEMNHNHI] 41T,
F 72 AEK FGF2 DG 555 DA ZE | =2 K - Tl podocyte DI RHT 5 DD,
ARE T > L TR ET, BRELTEZED podocyte WAL D EWMESINTE T,
Podocin—rtTA/TRE-SV40 T ~ 7 A% DOX x5 HIZfEMT 5 & . %< OHEFHE podocyte 1X%1:
Tdh o728, DOX &5 LT, £DHKICHIEL T 1 BRI 2 &, B DORE podocyte
DR ST, T 725 podocyte ODFIAE & R ER LD TH D, & HIZ, HJ podocyte
1L, IE% E A B WT-1, synaptopodin R L., BAEHDHR Y TIXIER Ok AE
ZiRoTW5D,

AR IR 72 ALK BB O podocyte DSHEFHE L 7= DI RGN 72 < B EWIOR R TH 5,
ZHUX, podocyte DEAEMHRT Z LICK VEMEBAREZIRET DLW ZEOIREIEDSE—
HTHD, Fx DETIVOMHTICE D, ZOBOIREIENAIRENE D D ERDIENARETH
Do
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