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T FET R ( Aldo) J& RAS 2 45 M) S S 4 B0 4, ok i btk
k5 B R A R AT 56 . Aldo £ A P RIMA AR5 [ AL 4
Ji 451475 , Aldo BELET 3178 B E453 473 vh BA 1B 7 AE . Aldo 5%
f B S S /N Bz AN AR Al ROS A 31 ki iR Tl A
RS (MID) 35 K J LR 2 95 R A7 PR 5 a0 e, 4045 5 /1N Bk 1
fho MID FARFAE SR ) st LA A v 14 S A it 7= 24 6 s 7
OREIR, I FLE W 5 AU ATP & ORI mDNA #3445 56
1 AL P B B R A7 1A (PPARS ) S A% 9 38 A2 1A RITIRC 4R 38
TR Zha S0V RE 5 22 B Lok pR i 2R 1 S8 Ak R
WATF Aldo 5519 R AN L5473 , 3 5 PPARy 348300 2 4% 51
S AR R A A ROS 54 2 4 5 17
2. 1.2 B R R (TG ) -1 45538 A 5 (1 4 g 4 1

M TR 1) R A Ao e 2 00 R S ) 1)

AR FIAN AL A L 3 1) i BE TR, TGF-B A 5 Fp 544 & ( TGF-
Bl ~5) , AW R A TGF-g1-3, Horh TGF-B1-3 &£ &, I
{45 TN (SN 2 i1 O B G o S X 1 e ¢ 9 1 R
9551 FSGS 1) MNU) Denys-Drash Z24-4iE (DDS) 1)1 Al-
port 5> #4545 TGF-B mRNA fy %3k, TGF- 1] fEZ 5 /)
BRI SRR A0 i /D JE i (ECM) 1) 5% U, 53 4b TGF 1%
PSR A AE SO A M T R A0 VR 5 N BR A
b TEVRAINE FE00 JE 4002 TGF-B1 4b BHLJS AT 1L 5 35 /2 40 i
3Bl A FAE TR I A T

Smad # [1J2& TGF-B ZIEMIE 55, 3 Hb & — #5144k
YriE k. A Smad7 CHIESE & TGF-B/Smad {545 —Fl i
P . p38MAPK Jy TGF-B1 R 40 Flif ) — A, £
Fh PR R o 2 283 SR T p38MAPK a3 42 TG ' /N Bk
TR A0 FE IS 25 T 00 B Y B iR R
4%, Schiffer %% B 57 R WAFE TGF-B1 #5 K /N FEATIE B /1N
BRAE AL AR IIB B v, A0 M A P T Smad7 (933K A
5. TGF-B1 Al Smad7 1) 153 1 A ) #1142 228 J2 40 6 174 94
1=, TGF-B il i ¥ 7§ p38MAPK 542 Fll caspase-3, Ifif Smad7 7]
BEZ M T 0 W A0 A% T (NF-xB) 5 5% 5,153 241
T,
2.1.3  ZTRFARGETE x(HBx) ZEHiES R 4EMT: HBx K&
R F HBY JE[R4 1 374 ~ 1 838 (A% 1B =2 [, 4i i 145 ~
154 FHMRA B 7 F =L 17 kD FEMA . HBx 2—Ff£
T B8 AR BE R T R, A8 a 3 YT 40 0 B R R B SR T M LR
WA AR G 5 A LB AN ) B b S ) HBV (39 &2 4 A
B T LA ) 40 ) S L A 0R T, HBx A 0L gk
BAVERT, AT 21 R Y B A g R T2, HBx Al
TP Caspases ZEME R HLIE PE ), 100 PS3 4 Toid e
WO Rel ZEHE A5 AR A0 AT 40 MO0 7, 38 T3 1o 8 35 Bel-2
FIEE R F 5, M PS3 rymvoim v, B sk 41
T Fas/FasL S5 2R SE 40 10 St A 95 UE BH HBx ]
DAVES I ANMIR T ska S FE RSN TS B0 o f HBx 3%
S AL ARk MPCS |, % SRR 38 4% 48 h J5 , Ad-HBx 241
A 225y 2422 B AL, e AR T & DR T UL A 4
N ARG E 45, A TR R TS . 54N Annexin V-PI

YL MR B, 525 0 HR A B Ad 28 38 AR gL Al A LE, Ad-
HBx AL JA T2 W] i Fh 55 (P <0.05) , G,/M JWIBH M . 151
HBx A LI MPCS & 41 A 3458 , 42 s M T, O H S 808
20 G,/ M HIBEH . He 2 B0 R IR, P Ah % 55 f 4 B i e
HBx FH 5, o3p1 B4 2 ik /K - B B F [, 2 40 i 26 B 2
REIAIG, PR TR @3
2.2 R FhE M o A R AR - SOR dm RN R R B BE S B HL )
SRR I 200 TR E AR SR L, 10 o3B1 BEAFH af
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BT 4t 2 1 B I S 700 32 1k (UPAR) 25, EL 2 am A Fnsh
P e AR IR D AR P 1 T AR A R LA Kz
AEROT I\ S 2L A0 O M T R 1 T IR« 0L R
VA Kt B ) B /INER A K, R ) i ot 2R R B 1 7 T, LA
SRS NN R E F R EE N R, ik
ARSI R A0, TGF-B1 FALAE A i 2 2 PR AR o3B1 25
F AT A0 A 2 B T AE s I DA T A2 2 A2 A B I A
TP EWRFERR I E podocalyxin FRiC ) A 41 A7 7E T4 £
B W R 3 R T v, A A L %) 5 T i I U 9
BB /INER b R A AR AR L Vogelmann 25
R IR A MAAAFAE T 15/ INER B 5 18 38 A A T 3 321k
HIRW . EAHA AT LUE A3 LR AR IE P B R R ELAR
FAERYJE podocalyxin,, 20 ML ES.Co bk Fr U7 vk g 2 2 20 M i
T8 33 PR LT S5 A v £ J 200 8, & 304 B ot RN T 306 3l 1k
P R VR (1) 20 B 0 B AR O B I N R e R
Ho RN HEM SR e A — R b S WL Bl BB R 2
R, WESIMHARIE B R E IR R e BT FSGS B,
Vogelmann 25 I\ g Rt 40 i HEHH 2 45 A0 157 1 A5 005 o 1 2
REP TR AR & o
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[ HBV B & X . G5 8% ~20% 2 JiF 5 545 B it
% {0 HBV-GN [ & bl 2 4 i R 5e W . HBV Hii fit
TRTE L G A WU I L SR R RN N 25538, BT
W HBV DR HCYZ WG P 1 T4 g o 2 UM, 72 A i P A%
A0S, SR AR BET, S5 HBV-GN 32 % & kbl
il —") . Sakai ZTHFSE 1 {5 HBV YL FSGS, & B
B 2 bR A A0SR T I, R R A e gl 3G £ A PCR
PRI # R 2 40 i AE € HBV-DNA & #il, $iW BiRIT )R,
FSGS i td 3 , B35 IR JE 40 HBV-DNA 1 F [ K S — %L
HBV 5 MG 1 FSGS BB #1077 A 2. He % 18
TRSMIFSE P iR HBx JE R 500U A0 25 BDE T B4 K% A2 40
T, 92 5% HBV-GN &K B, ke W HBV-
GN FEULF i K24 2 40 MO% H 0 T S HBx K5 00, B
PR U 2 J7 06 19 1) HBV-GN £8JL K 8 {51 3 3 e i
R OGF BRZE ) B R BATD 199 2 40 i 1647 Wilms B 8 19 1
FRYeta, 1 Weibel-Gomez ST A LA EEH , R H
TUNEL FRiCEEMEE 15 1] HBV-GN L' 20 41 K iF 3 15 4 41
HE TG, 45 R B HBV-GN H L Sr B /N BR A2 400 446 X6F
B RO 2 B ek B 41t 3 4 (P < 0..01) ,93% HBV-GN
SBOL B /INER Y TT UL TUNEL BHYE 2 400, 17 1E 5 B 200
/INERSR UL TUNEL FHAE 2 40 . 15692 40 fg 4 7~ J& HBV-GN
FBOL A A ) T BTN
3.3 R FSGS  FSGS 1E I BEMETA 1 B2 4 fiF
H LIS 2 RO PR IR YT I 25 2 My i, 3 30
50% B LB FIRAE B8 3 Hh B0 RE 4 4 fk, JF7E 5 ~ 10 4E i
JENBAIAER , RETT B IEERIGIT S 8 2 55% B
B AR P A A A AR R R T R 6 2
R 2551 425% actin, myosin I . synaptopodin . talin |
vinculin Fll a-actinin-4 . X 48 2R 45 Gf 4 335 & 40 i 09 S2 Bk, F
BB /N B O AE {28 6 T EL, a-actinins J&— 2 51 240 i B
WA, H A5 WLsh 8 22 D47 40 5 20 45 F F0 40 it
A0 YRR LN g ACTNA, ACTNs F A [7] 5 K 4 B F) D o L
SR 4L, ACTN2 F ACTN3 7 LA Hh i 353k , ACTNT A1l
ACTN4 4 3 3 22 ik, ACTN4 i i 34 3% JUL 20 0 43 5 X -
(MEF2) | M % o 321k 4E 2 % D3 3% R0 5% 20,
ACTNA 4h 5 F IX % 4 1 9 748 S 5 1 38t 15 09 % 1k
FSGSPY | Kos 251313 Sk a-actinin4 5 4 (1) 2E A5 54 0 T J2 41
BB B, TR 06 T 12 200 M5 /N Bk R RS 2 ] )
M. Khurana % % 81 FSGS I ACTN S8 A g4 3
SR PO, T RE SR N o 5 B A RUAR B, B AT R 22 00 AN
FEAL
3.4 RmieFfis DN DN LML 3 AR AL i 3h
TS NIRRT A L S PR 2 SE T A A A A
15 BN IE R BRI, B R B H IR 5 J5 & S BOE /NS ) I 20 R
17, fre e SR MR AL

Notch {55 FEFI 68 5 TGF-B TELWVIRE T By B /M ak 2
2 EAI T AR . Niranjan 250 58 i AR AMIFSE % B Notch Ji
& Jaggedl {LIFJ2& TGF-B1 M) E 35 5% HAipo Jaggedl FiLTH
#5713k Notch BTHI AN Ak, iF W 2 41 g | 2 15 19 Notchl J2£ L

Sl N BB N ERBE AL, TCF-BL 5 35 14 Sh 35 #% 19 2 40 i
Notchl ()7 fk, Notchl {55 ] REAR MM 06 P53, 2 5 L 41
T, ARSI AL o3B1 B 2 AN LB EAL 40
i 2 T o B A A 4 L 45 ) AN o i, 2 T 97 R
A RRIBH A FEOE ML K3 2 B R
RS FE 2004 B 0 o R PR 0 I S R AN L Bh
BRGNS LS B 1 B0 7 B RN /INER R R A% AR B AR
A, FEUL AL T
3.5 R@mAR4E 5 MCD  MCD 25| & M SRS A1
(nephrotic syndrome,NS) [ ULy B2 AY | &7 )L 2 )5 & PE NS
(1 80% ~90% , A JB % 1 NS ) 10% ~20% , Bk £ F4&
o 2130% ~40% BE T RGO AT 8. BT
MCD [ FEZE LIRS AR L ST SR 2 Al . e T
INERFEARTEH , S 9O T A s A W AAMA TR R AL
A 1M 1 C3 55 FHM:, MCD b je i 208 7 U, X F
MCD &Ll , B G & o8 4 .

Shalhoub™¥ Ak MCD [ &R eSS T AT e A
5, HAr I — S B30 35 [N T, o TR AL A0 i T B A
ARBEEAIR . A FH N0 A0 RT REAE R Bt S 2 58 40
TR AN 4 B7-1, WAkl CD80, CD80 % L) HLfAk e X
FRTF B 4N NK 40t LK H: At e B 48 2 A0 i 3 T, A B
PR AR RO T, S B 40 1R
SPESZ (A CD28 454 ARk T 40 A s FIH AL . 40 7
P T K EL 40T (CTLA ) 4 25 CD28 JEFIARRI —F T 41
e 4>, a5 5 CD28 2545 Bk S il A% 5 1) % 33, 10
T 2 3 FE 5 £, AT A 380 900 ok G 8 T2 % i 5 B R T %
fEF, CTLA4 a4 45 4 CD28, FH W CD28-CD40 il i i@
BT S T i =1

4 B =2

B/ INERBI ) 2 A 240 O , 45 MN MCD \FSGS %%, 4
W R AR, 7 A S AR fn R R /R B
AU 5 B /NERPO Y 5 2R, S48 L A A 4 A BIL R,
SRR IRTT B A P B AR . W U S A A
P ROAR S e S A0 D 7 (TGE-B) 2, 3 645 5 30 i S 4
DA 7 T BB 2 B B BB R T 7 A o X A AR A A5 B
R ABIESE A L P B R 240 L A0 7 W /N BRI 2 2B K g vh
PRI K o B/ INER B B BT IR 90 R Rl B i 5
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