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MG BT REDRICBFEEA— b7 7 20—D
P-5-
—EESMEET VT v b2 W R —

R B 5A

TR B R A B PR

w Fx

WA, BER RIERTA — b7 7 ¥V —OBEGEPEHEN TS, LarLAans, SlELEA— 7 7Y — O
AT U Tz 13 e v, S, EEEEIMLE € 7V T H % malignant stroke-prone spontaneously hypertensive rats
(M-SHRSP) W, SIMEEEREEE A — 7 7Y —O#EZ#MES L7z, M-SHRSP D& i, £A—b+7 7
Y —BH#ENTH 5 LC3B-1I, LAMP2a, HSC70 OFBINFEA Ulz, RERME LZ, IRKME, EaE 0t — 77
YBEEHORKE ARSI, ERIIYY (Hyd), 7E¥L=Y Y (Aze) THET S Z LickY, ME7 VT
F=UEIFMETL, JREH, ESEERREL, v 7ut— b7 7Y — B3 2 LC3B-I HEHFHE T, f6E
TOH Hyd, Aze BETHIMU 72, ¥ v _u U AEMA — + 7 7 ¥ —1cB# 3 2 LAMP2a i3, #% TO 4 Hyd, Aze
FECEAFBREOHMZR Y. [k, HSCT0 ERFEBEIZLE TO A Hyd FETEREET Less, Zoficid

BRI Mo7z, HSCT0 & LAMP2a O B RETlE, Aze i TOAEEE CHFEHIBLL OB % 7
Oz, PIbEX Y, M-SHRSP ICREFEHRRETT S C L CHEBEEO#ETZMHTE, 2o~ r7ut -7 79—,
S RO UNENEA — N7 7 V= EMALT 2 2 & TR EREAIC/ER L T 2 RJREMEDH 2 & T,

Key words: A — 7 7 ¥ —, &, |lllE, ~7 04—+ 7 7Y —, ¥y NEEL— 7 7Y —, M-SHRSP

#

MlOEEEE2HERT 2 5 2T, TELREACH
HIR A N 2T Z@YNCABE S 5 2 L AR R TH
2. =7 7Y—F2EFF-TuTTY LK
L &b CHIFBNRBE S & T 2 FE RO —
OTHB, A— b7 7 V-SRI LV HIS N
Twich, 190FRICBERTE — 7 7 ¥ — 1B
T 28T (ATGERTF) HLEEI N O%H
B, ZO0FHEICOLTOEREAR, BET
FEMIIC B LT BRI N TW 2 Z LS
EINTn3B2,

VYY) — N THIFIA R 33 R S v % £ T O R
DENPS, = N7 7Y —lFv7ut—1+77Y
—, 370t —hN77YV—, ¥YeyRuriElEL —
r 7 7 ¥ — (chaperone-mediated autophagy :
CMA) %z A7 &b ITEPHIONTWE®, <7

il

A —h7 7Y%, FREEE N 5 ZEHEH
s, HETS I THRNES RS LS
(A= 77TV —=2)0, A= 77TV =LY
VY —AEHEET DI ETHINRS BSLE S
% . microtubule associated protein 1 light chain
3 (LC3) 1% Atg8 ORI LWL TR TH Y,
A — N7 73TV —LABRICB W CEERRE 2R
LTwa, Hrdean/z LC3 I Atgd k> T 7 ux
vrran, LC3-1eisb., 20Dk, Atgl, Atgs,
Z L T Atgl2-Atgb - Atgl6 HEKRDIER %2510 T
phosphatidylethanolamine & f5&9 % (LC3-11)¢,

LC3-1II iZFRBEfE >4 — b 7 7 IV — AICREL,

LC3-Ilg~7uatr— b7 7Y —DE=F Y T
BHTHS., S7ut—+779—T1, VY V—
LEDBEA UEEEE D AT 2 & CHIFIN RS 23 LB
b, CMA T, EE L HSCI0 25y v 1
> DOEEWERH) VY — LJED lysosomal associated

RBRFARBBRILITREFHR377-2 (T589-8511)
2 PE265E10H24H, 2B PR265E11H14H
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membrane protein type 2a (LAMP2a) IZfi&d
L 28T, HEENYY Y —2HAENEEITN S,
CMA ZEE ORI G <, FEDT L /BRI
EROEALZY Y Y — 2RI AL Z LRI
Tn5°®,

F— b7 7 V= 3FECHME, B, B, Ik
i ERRA SR CEELREIE R LTwL L
WHHO M ER 5 TETWEM, IBE, MREMEE
o8 Y, AN, RIEMEEEEE, AR
B, HOMEERRY 2 X oREBIc bS5 L Tws
ATREMEDS RS S LT W 5, B)E TV & v IcES
T, FEINFE ¥ R B, puromycin aminonu-
cleoside BYE, adriamycin BHE®, cyclosporine!”
% cisplatin'® 7 21T X % FEHI 1 B a2 0 08 R 0w
fE T, A— 7 7 ¥ —DYREBICEG L TWw3 Z
EDESHIZENT WS, Fi, FAEMIZ XL S0
RKiZBWTHL— 7 7 YV —2YEEIEAS L Tw3
ZEPHE SN TLBE, L LAaH s, EillE
IBEBELCBTS4— 7 7V —OE5IZOWTIE
S TEB o 37FMITs 2 > Ty, malig-
nant stroke-prone spontaneously hypertensive
rats (M-SHRSP/Kpo 7 v +, LAIF M-SHRSP) i
4% 512 & - T spontaneously hypertensive rats
(SHR) » o fFl s Wi B EINEE TV THY, &
BRI B KOG, 0, B SRR 2R 1A
WaemlESEEEZ5 &SRR T I eENHon T
%2, Z 2045, TR FEmmFEEEESE A4 — b7
7Y = DEEICOWTHShET B0, M-
SHRSP ZHWTHETOA =7 7Y —=icDWnT
M =217 -7z,

;] &
FEEREY

5K D M-SHRSP % W CHEERZ1T- 72,
M-SHRSP (318 K7 R 55 EER B Y L R Fe =
FOEEAL, WE23+£2°C, WES0+10% CEHEE
L 7z. Wistar Kyoto rats (WKY) ZHAZ v 7k
At L VA L7z, BTl LT SP(7 3y
77 —24) ERV, EKkEG 27, £ TOEYE
B R R R ZE B S OAR 2/ TT
27z,

FEETk

%9, 138l WKY B8 £ O M-SHRSP 122w T
BTOA— b7 7Y —BHEHAOREBZY = X5 >~
7y MEICTRE L.

Kz, 53l M-SHRSP %, xfi# (Con) &, t
N2 2> (Hyd) # (5 mg/kg/day), 7EX¥N=Y
vy (Aze) # (5mg/kg/day) @ 3 (n=103")

BB B

W25, BEEFIEA RS2 SN s, 1 [H
M, Bk, AEEXHIEL, ZRENOFIIOVT
RET L7z,

Hyd 3R M BIARIME A CEEER T 5 2
& CIIERTER 2R3 28, RREARRIE TP LV
U ETIET 2% EOBIER b % EETIE—
RN RS MR OB IR I s iIc e &
5. AzelZ¥E Rab ) VRN v AREHEE
THY, MEANNDH LYY LA T > OFA T
T2 2 & TEICIE TG O U % 1 U B0 R
ZRL, KEBERERIC L2 FREEOLET
A O EIMEHRFEOHE—FRIE L L THES LTV
5.

M, ARFEENE

A, BRaRIAMLE, AR 5 Bk & D 13
fin £ T 1A I Tail-Cuff % (BP-98A, Softron)
EHOTHRE L2, 202 3 EHlE %217
VW, FONVEEEM E L.,

M, FR¥B & U O BRI

MIEEREUZ DWW, 58Kk M-SHRSP TRE#
Bk & D ERIM&1T - 72, 138K D M-SHRSP T, 12
B OHB s, =¥ oYV E S —u (10 mg/g) %
THEHN LB 21T 5 72, B, EESES %]
FIL, TARERIRE DI 2B 72, Bk ik
ExLDbEPL IR L7, BRI 72 1M 13
3000 rpm Tl0fEEO L, MEESEEL 7z, v =
WHEOBEIEICIF Y = i (PRA) [TFBY, 7V F
AT O VEEOHEIZIZA Ny 7-STIV AT O
% v b (TFB) 21 Z 1w, WAL-
LAC1460 (Wallac) 1 THIE 217> 7z, IRERHUZ D
WL, FEEBIARE O 5Bl M-SHRSP » EEi#%
1 8 JRF D 13EME M-SHRSP T, #7r —Y (HA
7Vv7) EHWTZAETNERL 7., BEAERIT~
A4 7 u TP-AR (FIMFETLZE), RP7 V73 VE
BRIt —rva—~A47r7a7 V7 3y (AEHMET
E), Rh7v7F=vE&IF7 4% 27— LCRE(#
AT Y7 R) ZHTHEZT- /.

E AR D8

T H U 72 B gk 2 — W2 1 T 4 % paraformalde-
hyde 12 THEIE21T->72. 10%, 20%, 30% sucrose
12T 8 I I ik 21T\, 2Dk, X774 278
W7oy 7 2EEIL, iz, Y OB >3
TN ERWTCHE vy 7 2EEL Tz,
kg ek !

g7 7 4 a7 oy 726 4pm YA 21
8L, BT 7 4 v, BAMZT>7205, 0.3% H,
O, T304 W ALEE L 72, % O %, Protein Block
Serum-Free (Dako) i THEE T30 M 7 a v £ > 7
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21T, 1.5% serum THWL 7z —XPifk% 4°CT
—IRSGS e, —RPURICIE, A—P7 7Y =12
BEd 2% [ & LT rabbit anti-LC3 antibody (1 :

1000) (MBL), rabbit anti-LAMP2a antibody (1 :

1000) (abcam), goat anti-heat shock cognate
protein 70 (HSC70) antibody (1 : 100) (Santa Cruz)
ZRWTHRE 2175 72, Bk, —XPEE2HER T
30 KIG & ¥z, ZRPUKIZIZ, biotinylated goat
anti-rabbit IgG antibody (1 : 2000) (Invitrogen),
biotinylated rabbit anti-rat IgG antibody (1 :

2000) (Vector), biotinylated rabbit anti-goat IgG
antibody (1 : 2000) (Vector) % F\v>7-, Standard
Ultra-Sensitive ABC Peroxidase Staining Kits
(Thermo) 12T ABC #% =17\, 3,3-diaminoben-
zidine THFE L 7z,

HOLZEHY

BEfE 7 gy 706 4pum TYI R 2ERIL, #
TafTo7z, 1.5% serum I2C7ay ¥ > (Fik,
3047) Z1T o7 b, —RPifE (rabbit anti-
LAMP2a antibody, goat anti-HSC70 antibody)
ZACT—BRIG S Bz, ddt:, —XPuEkzFiR
T30 G S ¥z, ZkPifkicix, Alexa Fluor 594
donkey anti-rabbit IgG antibody (1 :400)
(Invitrogen), Alexa Fluor 488 rabbit anti-goat
IgG antibody (1 : 400) (Invitrogen) % W7z,

v xR >7uay b (WB)

BRI LB ORE, il o 2 ZTivNIRg
2R L, EEOMHHEIZIE Nuclear Extract Kit
(Active Motif) ZfHWVWTiT->7. BHDOERIZ
Bradford 2 FH W TiT- 72, TN ENOMIE %10
ug 320.01 A, 2KRf» 0 CTERKEIL, ZDHK%E
H% 7 )V 6 PVDF 230 V, 10\ 2 10 TEE L
7o, WIRT 1R 7 v v %> 27 (5 % bovine serum
albumin, 0.1% Tween 20/PBS) #17\>, —XPiik
A4 CT—HRIG S ¥, —RFUEIC1E, mouse
anti-microtubule associated protein 1 light chain 3
B (LC3B) antibody (1 :2000) (nanotools), anti
-LAMP2a antibody (1 :500) (abcam), anti-
HSC70 antibody (1 :1000) (Santa Cruz) %W
7z. 0.1% Tween 20/PBS 12 T¥#its, iR T605>
B RPUEZ KBS 7z, ZRPiRIC1E goat anti-
rabbit IgG - HRP antibody (1 :2000) (Santa
Cruz), goat anti-mouse IgG-HRP antibody (1 :
2000) (Santa Cruz) ZF\>7z. Amersham ECL
Prime Western Blotting Detection Reagent (GE
Healthcare Life Sciences) 2 CHHiL, Image-
Quant LAS4000 (GE Healthcare Life Sciences)
T L7z,

RNA#iH B LY 7% 1 A RT-PCR

HiERFE LI O RS, #E» o 2TV
Yl L, QIAshredder (QIAGEN) 1z T %17
57205, RNeasy Mini Kit (QTAGEN) 2w T
total RNA ZHitH L 7. total RNA 7» 5 High
Capacity RNA-to-cDNA Kit (Life Technologies)
ZHAwTHERE L cDNA # &k L 72. TagMan
Gene Expression Master Mix (Life Technol-
ogies), TaqMan Gene Expression probes (Life
Technologies) : collagen type I alpha 1 (CollAl)
(Rn01463848), collagen type IV alpha 1 (Col4A1)
(Rn01482927), StepOnePlus ¥ A 7 A (Life Tech-
nologies) % AT PCR #4175 7z, PCR 1340491 7
VT, CtiEZEEL -, Bohiz CtiEiEx g 77
F N THEIEL 72,
HEET R T

TRTCDT —% 13 mean+SE THFLL 7z, TC
DEFTIX Paired t BE %W TIT-> 72, p<0.05D
BerEEEDLY LHELT.

B &

IR r70y bEERVWEWKY LU M-
SHRSP BIZHF B4 — b 7 7 O—DLeBARES

M-SHRSP Tlf, ¥7 a4t — b N7 7Y —12TA—
N7 73V —AOHEIMCPE#ET 2 LC3 7 A Y 7 #
— A TH 5 LC3B-1I OFIIZ E T14% % TR
L7z (p<0.05). —7, BEETEELer o7z,
F— N7 73V — A v LC3-1 23 phos-
phatidylethanolamine &#5& L LC3-1I & 725 2 &
75, LC3B-II/LC3B-1 12 DWW T bET #4175 7=,
LC3B-1I/LC3B-1 1%, & Tix WKY 121 28% %
TIET U, BHE CIREBRRERZRD LMo,
(1A-C)

CMA O#EFRIc B W T HSCT0L & b 1o EE & 1%
H xR T EEATH S LAMP2a i3, K& T35%, §
BT52%F TRA L. (p<0.05). &7z HSC7013,
M-SHRSP O 8 T45% % TIA U7z, [FERRICHEE
THWOERTH -7, (M1D, E)

SRS L URERIRSREOME, IADHT

Con #, Hyd #, Aze #D 3 B B U 2 i
MEE, $RFRMAMEE, ARIE ORI 2R 2 X 2 12
¥, Con B (n=28) 1Z13:HHH T, IMEHIIMAE285.1+
19.2 mmHg, JAFRIANMAE237.8+24.0 mmHg & 3%
BRI R A %2307z, —77, Ak O Hyd B (n=
10, USE A M FE224.7+13.5 mmHg, Ik 5% 1 M
186.2+13.3 mmHg), Aze# (n=10, IHEHEAIME
209.1£21.2 mmHg, #A 5% 8 Il F£167.9+£17.9
mmHg) 1%, Con &k L CIME E& 3B = ICHNHE]
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ShTwiz (p<0.05). @A =@ U ¢ Hyd # &
Aze BRIZIZIZEEE OME THER L., (3BT

A
RE HE
LC3B-1 LC3B-1
LC3B-II LC3B-11  [——

B-actin s s B-actin e— ——
LAMP2a s LAMP2a s
B-actin s s B-actin o e
HSC70 [N HSC70 s s

B-actin s s B-actin ——
WKY M-SHRSP WKY M-SHRSP
13w 13w 13w 13w

LC3B-II

1.6
1.4

0.8
0.6 -
0.4
0.2

BWKY13W
B M-SHRSP13W

LC3B-11/B-actin
(fold)

RE BE
@
o”
Sz
=3 BWKY13W
poi -4
5 B M-SHRSP13W
S

LAMP2a

B WKY13W
B M-SHRSP13W

LAMP2a/B-actin
(fold)

E HSC70

14

B WKY13W
B M-SHRSP13W

HSC70/B-actin
(fold)

BB B

DOYILRIAMAE D & Aze # T Hyd B L LR ICE
ETH->7z.) BRfaEE Hyd Bzt U Con #, Aze
HCEWERTh -7z, HEICELTIE, 3HTH
KRz L, EBGRICIZIEE 2RO R o T,
538 £ U13BER R THE 3 BEICH T 215,
PRIEE LEEIRET

5EEN S L ONSERO M, IRMEKREE2E 1
AT, SEEOIMEMRE T, BEH (T.P), 7

i 48 EE

350
300
a 250 /'—4/}/;
£ 200 — et
= e e e * Con
~ 150 - *
-Hajloo N S —e—Hyd
50 —e—Aze
0
s 6 7 8 9 10 11 12 13
Ak
350
300
@ 250
I
s
g 150 . —— I
H 100 +—— > x* —e—Hyd
*
50 * —e—Aze
0
s 6 7 8 9 10 11 12 13
A
600
500
~ + *
g. * *t * "t *
g W e cen
& + 4
" —e—Hyd
300
—e— Aze
200
s 6 7 8 9 10 11 12 13
A
X2 s & CREERR SR OME, IRmoOH
%
n=8-10, * : p<0.05vsCon, T :p<0.05vs
Aze

K1 vzx&>7uay bEz2Hvi WKY B8& 0 M-

SHRSP Bz BT %4 — b 7 7 ¥ — O Higthst
BFE, BEICBIT 5 LC3B-1IEEEH O g
OfE, #E 1c B0 2 LC3B-1I/LC3B- I o kg
D, WE 2B 5 LAMP2a B EAFEH O Higk
EFE, BE BT 2 HSCT05E HFEHo Higk
n=8, # :p<0.05vs WKYI3W
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K1 FHICBT M, FRREO R
% : n=10, Paired t-test, mean®=SD, /R :n=3, Paired t-test, mean+SD

5
kG Con ## Hyd #f Aze Bf HEZE (pfH)
T.P (g/d) 5.80+0.15 6.1540.08 6.00+0.07 n.p
Alb (g/dl) 4.5540.05 4.754+0.08 4.60+0.07 n.p
BUN (mg/dl) 15.7+0.5 16.4+0.9 16.3%0.5 n.p
Cre (mg/dl) 0.37£0.05 0.39£0.06 0.31£0.03 n.p
134
IR Con ## Hyd ## Aze B FEE (pf#)
T.P (g/dD) 5.63+£0.13 5.77£0.06 5.80£0.04 n.p
Alb (g/dD) 3.70£0.08 3.97£0.03 3.95+0.04 n.p
BUN (mg/dl) 26.1+1.4 *119.2+0.4 *17.9+0.4 * 2 vs Con
" vs Aze
p<0.05
Cre (mg/dl) 0.3840.02 *0.25%0.01 *0.260.01 * 2 vs Con
p<0.05
Aldsterone (pg/ml) 1115+312 *199+51 *320+56 * 2 vs Con
p<0.05
renin #EM: (ng/ml/hr) 20.7+2.3 *10.4+0.8 *9.1+0.8 * 1 vs Con
p<0.05
5 i fi
PR Con f Hyd ## Aze FEE (pfH)
T.P (g/gCr) 0.059+0.002 0.068+0.004 0.060+0.009 n.p
Alb (mg/gCr) 3.97+0.96 '3.5240.29 2.55+0.03 "vs Aze
p<0.05
13381
PR Con f Hyd ## Aze B FEE (pfE)
T.P (g/gCr) 9.13+3.95 '2.33+0.07 1.87+0.14 "vs Aze
p<0.05
Alb (mg/gCr) 601.8+212.3 42.5+3.1 35.1+£3.3 n.p

73 v (Alb), [RFEZEFHE (BUN), 7 v 7 = (Cre)
WKOWTZNENEH CTHERERRD Lo T,
13 T%, Hyd #, Aze #£T Con Bttt L BUN
B LU Cre JMEMETH - /2. Cre i& Hyd ¥, Aze B
M TZZ2RD %> 7255, BUN 13 Hyd BT Aze B
CHLUEETh-> 72, FHEMETT.P AbIcE%
ROBDoT, VZAFERT VN AT v VREE,
Con Btictt U Hyd B, Aze FHECIKETH > 7-. Hyd
FEE Aze WX BEERZZRD Mo 7z, 5K
DRRETIE, FR T.P IZBHEMICE 2RO o
7z, FRAp Alb 1 Aze # T Hyd BRICHLUEfETH -
7o, 135 TX, Ry T.P, R Alb i DWW THEE
F SR ER S A o iz, JRYP T.P X Aze
BT Hyd B ICL UIERETH o 72, R Alb 13 Aze
B, HydBEETEL2ZBD L1 o7z,

XEERE B & URERIX 58 0 BB aRET

Periodic acid Schiff (PAS) #iffi - Masson tri-
chrome Heta1z T1T o 7o AR RS DGR % X 3
9.

Con BT, #910% D RERMR I £ EIMERE{L =45
B LIRZE 2320, #120~30% D RERIKIC X > F
v AR OETE, FEEOMMER Dz, #M/NERD
AEREENSGETHY, HHLRELbF Dz, Hyd
T, Aze BETIE, AREREBEMRZ 22 B o
>7z. Hyd #, Aze #C% Con B L [ARIZ, 20~30
% DSRERIRIZ A Y > F 7 AHEBIOYETE, FE O
%587z, Masson trichrome $ DS Tli%, Con
FEICHEL € Hyd B, Aze BECHEMEL DL IZEFE
Toh-lz. Hyd #, Aze BEEITIX, PAS #ffi, Mas-
son trichrome B DA THA & 7 7 JetfiifH 0 &
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WERD IS Tz,
RT-PCR &% % F v TT - 72 AHIRE B RRET O i R

Con Hyd Aze
5|
5|
z
;4
g
i
b
z
B |
E [
‘: { P ::ﬁu. Rt A

3-1 PAS #2310 2 BHF AR
W-O'B -, X 200f%
O-EF FKE, X4006%
G-(1)BHEEL, X 400£%

Con Hyd Aze

Col1A1 mRNA

12 il I

mCon

OHyd

Col1A1/B-actin
(fold)

Aze

Col4A1 mRNA

mCon
OHyd

Col4A1/B-actin
(fold)

Aze

3-2 BB X UREAIRGEOBIC B T
% Masson trichrome #¢ff
A-O) X 403
(DXE) RT-PCR %2 FHWi- & EKHE, 681
B} % CollAl #fsT (collagen I alpha
1 gene) XU Col4Al #{xT (collagen IV
alpha 1 gene) FIDORET
n=2, *:p<0.05 Con, T:p<0.05 vs
Aze

2B 3-2D, ElZmRT,

FHRR R E R 2R 9 CollAl FFIE I, |, fig
EH12 ConFfictb U Hyd B, Aze BECTHEICHA
L7z (p<0.05). B Tix Con#ickb L ¢ Hyd #C
#16%, Aze FEETIIHI 7T BT EF THWA L Tz, [H
BRI T X Con 12 bk U € Hyd B T #48%,
Aze BFEETIIHIL6 %I & THA L Tz, EEKORE
ExRT Col4Al FHEOMEI T, FETIE Con
Bzl U Hyd #, Aze HECTHRICHA L, Z2hzh
47%, 72% £ TR T L7 (p<0.05). BEE TlE, Aze
HTEBRICEA L Tnwi: (p<0.05).
RELESIUWBEHICLZY /05— b7 72
—IZ2WT 3 B TOLEEIRET

xr7ut— b7 7Y —OFALERETT 5720127
-7z LC3 DSt e WBHOERZX 4 -
1w@rRd, LC3 X, WETIEFIZR YA »PmhL
PRAAAE, ~ > VIREEDO KW PATHICRELZRD, ¥,
M & b IZIFy—c s ns, WETIE, Fi
EEBETREOEER D, 3BT AL, P
HHo k2= E2Bb ko,

FETIE, A= N7 7TV —ACRETHIER
HMohnTwa LC3B-11iZ 3 M TEERZE2RAD
prolz, —F, BEE T, LC3B-II OFEHFIHIX
Con izt U Hyd B T147%, Aze B:T160% & 34

Con Hyd Aze
A B & i i
E » <4 YA
H i Y
D G §
Wl : v
=1 3 2 %
G
LC3

LC3RH T Bk
(fold)

4-1 NE#EEB L OCRERIRSHOB I B U
% LC3 sufsiimii e
AW-@ DAB #fr (A)-O'B K-, X 4005
O)-(F)BHHEE, X 400f%
G LC3 G EmFE o bhig

n=2
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L Twiz (p<0.05). LC3B-II/LC3B-T1ico>WwT
LT EIT o728, KE, fiE L b ICAREREER
Wizpotz, (K5 A-C).
BELEFLIUWBEIZLZ L vROCNTESES
— N7 7 —I2DWT 3 ERBTHLEEIRST

CMA 0 Z L % #at 3 % 72 » 1z, LAMP2a,
HSC70 12 DWW TEBR 21T 5 7o, ISR E T,
LAMP2a 3 F28 CEICALRME CREE2RD, §
BTRESEOMIE, Fro SR S
M7z, BB CIESEERIC I & b e ettt o0 2 58
Doz, —75, B8 Tt Con BRicth~, Hyd B,
Aze B CHAHPIN F N2 N35%, 54% L 72
(p<0.05). (X4-2)

HSC70 1%, E TR RV A N 0mARME, ~
¥ VARBE DR PATHNE i a2 588, SRR
HEO—ETb RO I N, B, HIE L bITF
W—icptis e, BE T, EAEOKS X UM
8 TIiFIZ— 03t =38 o 7z, Con #, Hyd £,
Aze FEICHO 2 GHEEOEZ RO L p o 72,
(F4-3)

WB T3, FEIC8\»<T LAMP2a 0% %
B3I THEERE2R D hr o, BETLVER
BERHD TIPS IH, Aze FETIIfBD 2 Bz L
BhERm A A S0z, (M5 D)

Con Hyd Aze

A B « C
34 X X
=1 X

< »

D E F
a2
3

v & vV i

G
LAMP2a

(fold)

LAMP2a B B

4-2 xRS X CREERRSHOB I BT
% LAMP2a ikt
W-F DAB #a W)-OB F &, xX400f%
D)-F)EHEE, < 40065
(©) LAMP2a B mERE o b
n=2, * 1 p<0.05vsCon, T:p<0.05vs
Aze

HSC70 o FEHFEIL, KB Tk Hyd #C Con ##
WIELT5%IC F TIRT LTz, B T 3 BEREI
BERERZRD TP, (M5E)

CMATIZHSCIO 2 &y vy Ru @kt
LAMP2a 35E 35 2 E TERENY YV Y — LW
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