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EEAE D BN OG- FEILD 1 D& LT,
ME-END I ba v B 7IFRSEEAEROREEETT
ARG SNTWDY, 2 ONRSEA R, ¥
GIRI, O, M. VO 4000/, BRILK
VUEBLICX D 7T =1 U (adenosine
triphosphate; ATP) HIHEFZ O X [ZL %4k T 0
b UREAR A AR L, TS ENC LT e T A
XF—ThHAATP EEZHS TV 5, HHEE K
EVI) 2HDIFEIRZALTE D, EZAEYTIE
MNIEIZERALIY ) it 2 38 5 ISR B AR 2SS
LTWwW5b, MBEEAEHRD ) b, HAEKRT, 1.
VA ERE L5 E LEICEROBEAKRZE
W52 ERMESNTWEY, BAKICREE)S
L DL, ATP EADICT 7207 T B F 2 06
BESER SN, BILA N LV ADF SR SN b,
TN A < =TI RAE (Alzheimer’s disease;
AD) DEFZEORTIIHEEEKT & Vokik & 53l
BEHIEFL, I Py FYTHEDKTT A
CEDHEERTWS Y, IPREEAAE I ba

¥ R 7 REREIC S 2 s B RN R & S % H T,
AD EFLVTY A% b Ly FINT—ERM O
B % FOE kG S &7 0 MEENOBEAK T
EWV 7 6 WNT ATP A BB % OFRRE A3 1 3 S A,

I ha v B THEREOUE & AR RE O ) L 23E
gane’, — 45T HEBICE) ADEF VY
ADWFEENOBESRDOFBIRE BKIZZE D 5w
TEMHE IR TWEY, HWAKORBIEICEA
72 WRETHEDOAIIH G THBIL L LTHANR
I. I, VELOMEZHE) I b3y B 7k
SBEARERSET SN SY, EEICHES I b
I R 7 IRSBEAROERAMREE I ~a v
RV 7HRETEO WA X, & N OB TIREE
WCHED 05 WIS ARG IZIEEA LR
Vo I MY R TIFRSHBEE A RIEE & E

5 TPl L Cld, Forster £ = A )V ¥ — B #)
(FRET) HEZIEH L2994 T4 A=V v 712k
% FRET ¥ 7 FIVIZ & A&k AT ST
bo T, AWfZETIE. EENIEV NN TEE)
U 2D RBSIE S8 B O AR IC BV TR B
A HMN D miRNA IZ K B MEMeo I ba v ®
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1) 7 WIS AR AARIERC T 58 % 37 L 72,
B, BWTFEL TV X2 W EEA A
FZEICb D, b Mk & O°iPSC HIRAR#E
MR 2 B 7255 T AW 22 O SR AT % O S FZE % 3%
1T L7,

;] &

A. E bEEt&{E

SRS PRAE S 7z v b B B R AR SRR 13,
Harvard Brain Tissue Resource Center & V) $#2flt % =
720 AWFRICE T HHAEBOREHIZ. N—"—F
KEF PR - FR b I8 9 B Brigham and Women's Hospital
DAGHFEAZ R4 (Institutional Review Board) @
TiétB & ORI - THEIGL 2 GREF S -
2016N000113) o

B. #faiEE

SH-SYSY Ml i, 37°C. 5% CO, 514 F T\
Advanced DMEM/F-12 (10% FBS, 2mM L- 7"V
IV, REV)V-AMLTIRA YU EED)
EHWTEAE L7z 2 L7- RN E A % fif 373
AH72%, 70— 1% G418 (Sigma) %800 pg/mL
DT L CEIRL 720 & b iPSC HIRARE
MifgiX, 967 = v 7L — b (Coming) Z#~< bV
)V (354234, Corning) i (DMEM/F-12H10.2
mg/mL) &KV 4 /Laminin "C37°C T1.5F] 2 —
TA YT Lize ZOH. % M) XV EEC
BrZ: L. PBS (Gibco) ZMA 720 7L —FET 1 v
Y2 X ERTIC37°C TS, Y FaxX— b L7
HUEPRAE S 72 4 H H @ iPSC HI R AR,
HBE AT A T THRHL72e TORXT 4TI
NBM (neurobasal medium, 0.5x MEM-NEAA, 1x
GlutaMAX, 0.3% 7% X b T —2Z), 1:50 B27.
1:10000 DOX, 7T a<4 3>, 1:1000 BDNF/
CNTF/GDNF, 1:1000 ROCKi (StemCell Technol-
ogies) THEM S, B2 AT 5 72O IZHAK
ANz, Fa—T2BSFICLTELRYE
72tk. MUY T — (Bio-Rad) % M\ THELF
UM B & e U 7z Ml st 0o (250 g,
54r, Eim) L. 4HHOAT 4 7 CTHEHL.
5 X 10" 4 cells/em> DFEEETT L — MIHRHE L 72,
7HH. 10HH. 14HH. 18HHIZIX, FaEFEA
AFALTD3IND2% AT 4T (NBM, 1:50
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B27, 1:10000 DOX, 7T u=<4 ¥, 1:1000
BDNF/CNTF/GDNF) TAH L7z, [ L7z iPSC
7 4 v &, MAPTP30IL K+ — (K J —1ID:
F0510) Hi3k® 3 @ T, CRISPR/CAS9 % Hl \» T
MAPT P301S I2ZE R X&7-b ® (F0510.2A3B5)
F 7213 MAPTWT IZBIE L 726 @ (F0510.2 A
3B3,4, E10) T® %, iPSC HIRA#EMINLIZ. /N—
IN— RORAAIE -8 I % B¢ Brigham and Women's
Hospital Bl AE R E SO %A L KB L 2T TE
Sz OKEEHET @ 2016N000114) o

C. RNA Qi

5mL Y)YV EI8G, 23 G, 26 G DEHE W
THL#E % Trizol (Invitrogen) D THEY =+ A4
A L 7z Total RNA % Hili Hi L. RNA quality (&
Thermo Scientific Nanodrop 10007366 7 % 8 H
L CHERR L 720

D. 72 XAI FOBELHMBAEBA

IEF ) —)-¥ M7 ahcRILEEF64 kDa
#72=v b (UQCRIl) #I—F§5H7F A3
FiE #2287z X 912 AcGFP LRl L7z,
NADH- LY ¥/ Y BAb#EICEEH Y 7 2= v b
B8 (NDUFBS8) % AcGFP L@ L7279 A3
Fi&. & I NDUFB8%Z WiFLEFE B ¥ — pAcG-
FPI-N1 (Clontech) (¥ 727 u—=v 7452 &
W& o THESE X N72o NDUFB8D 2 —F 14 ¥ 7
Wi, e ML AMNIBEE MCF7® cDNA % 5RO
T4 =ty MEHWTHIEL :

NDUFBS, Forward : 5-CCCGAGCTCGCCATG-
GGCGCGGTGGCCAGGGCC-3'

NDUFBS, Reverse : 5-GGGGTACCCCGATCT-
CATAGTGAACCACCCGC-3'

Vbt F Iy —E¥HT2=v FSA
(COX8A) F7-1X ATP BH#E F1 7=y b
# < (ATP5Flc) % DsRed-Monomer & fill & &
7277 A3 Fid, PAAiICHESE L7z AcGFP & Rl
GLIY NI EEI—-FTBHTT7AI NP bH
W TE2EHT LI EICE o THESE L, & V%
JEOI—FT 14 v AR ¥ —
pDsRed-Monomer-N1 (Clontech) 2% 7 7 0o —=
YITENT BRI —D N T VAT T3
Yid. M % 3B RE L C A 5 2405 [ £ 12 FuGENE
HD (Promega) Z i L C. BELofimicito
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TAiTo 72,

E. FRET signal DEE

AcGFP B & 0¥ DsRed-Monomer % L5839 % #ll
fa%z96™ = V7L — N THFE L. IN Cell Analyzer
6000 (GE Healthcare) 3 X U IN Cell Investigator
W RFEANT Y 7 by 2 7 N—=Y 3 162 (GE
Healthcare) % i/l L C FRET 85 2 & L 72
M AR D24 T I AL G4 TR, F 721348
BEIRTIC SRNA TS Y A7 27 v a v Ehiz,
AcGFP (Jih#2488nm, JE)6:522nm) 3 X UF DsRed-
Monomer (#2561 nm, 3&3%605nm) DHENES
LA FRET 5% (h#2488nm, %36605nm) 1.
17 V4720 120 ROl THLAF X7z, AcGFP
BEN4ED FRETE 51 RIFT 70X b —27 %5F
fii$ % 72 %. NDUFB8-AcGFP @ & % 25 M2
B3 5 ML % 488nm O L — ¥ — % K& CThhite L.
605nm THILEZMM L7z T OEBIZES VT,
PTFoRIcBIFs 270X b—27 % (o) 2UE
L 720 ¥KIZ. DsRed-Monomer ®488nm TD 7 U
A Jih#e % Bl 3 % 728, COX8A-DsRed-Monomer
D H % g I FE BT % i % 488nm @ L —
=R T L, 605nm THEILZBH L7
COFEBRIZHEDINT, LITFoRITBIT 5 7 1A
AR (B) Z YL L7zo #ilE FRET (cFRET)
EIEZRD X HICEHE S N7z cFRET= ((ED
FRET %) — a x (FF—fF7ME) - B
X (7727 -G, {bLFWE I
siRNA 78 FRET 55125 2 2 0B % 5Fili 3 5 729
{2\ cFRET il N — 1555 EECTH > 72 (cFRET
/ §F—)o B-lapachone (4-dihydro-2,2-dimethyl-2H-
naphtho [1,2-b] pyran-5,6-dione, Sigma) (¥ cFRET/
R —mE & AH B L TR N o INPIR S HE AR
WaMAEST ST EMBICHR SN TEY Y, K%E
Bcomttary ha—nE LT L,

F. HEHRERFE? v &1

t I iPSC HIRAFEMNZ L, 150004 f2 /cm? @
BECTHMEL, 967 2 V7L — T3 EMREEL
7zo MLPETZ. A A AE 21X AlamarBlue HS Cell
viability #X3E (DAL1025, Life Technologies) % 1:10
DOFBTHEH L CTRE Lze X —F —DFRITHE
W, 37°C T4 A v F 2 X—=3 3 vk
Promega GloMax 96~ 4 7 2@ 7L — b )L I J X —

7 — %M LC, AlamarBlue” ®WEE % 570 nm
THIE L. 600 nm BB ELE LT L 7,

G. HREEEDER S H KU RIEN DB

7E

RN A A — 2 ¥ 77 1d IncuCyte™ Live-Cell
Imaging System (Essen BioScience) % ffi [l L T/7 -
720 MNBOEE, MRAE. MREGEORS, B
X O I 54 IncuCyte™ V7 b = 7 2R L C
BB L OER L7,

H. ¥v1787L4A

Total RNA (LY Y BRAL S, 3 Ko & 5%
VY RE X OBARY VIREEDERE S, 3-OH K
Wi 2SFE L7z BUBIE70°C T 3 4 Min#k L T
TL, Bk ETHALDL, U7V
100°C TEMES ¥, TARNA Y F—¥ &2 fliH L T
RNA KUk 2175720 T L &, 50mM O
pCp-Cy3/Cy5. W #—¥/8v 77—, BLU BSA
ZRHAL, 16CT—HAf v Fax—arli
Z D%, Bk S/ RNA IZe b/~ Z/N RNA
<4 7 u 7 L4 (GPL31220/GPL31221, Array-
star) (2NA 7Y F A4 XL, AT 4 Fid Agilent
G2505C ¥4 7 a7 L 4 A% xF— (Agilent) T
AFxyrL7ze 42707 VA7 — %13 Agilent
Feature Extraction Software (/N— 3 3 »11.0.1.1)
ZAEH UCALBE L . JEARAE 5 o0 R 3o B 2 28 &
1. Agilent Technologies GeneSpring GX v12.1V 7
by 2Ty —Y (ON—T 3 867 11.0.1.1) %
EHLTY + % 4 IWVIEHAL L 72 [Present] (P)
F721% [Marginal] (M) & LT7 77 fHFah:
Tu—7ty FEHW

I . Small RNA sequencing

V=7 v ¥ 77— %1% Sequence Read Archive
B L O ArrayExpress 220U L. %7477 ) 1§
ETUPANIIWSTT YT —BHIERET S
72D NII VT LI THTI—DM)I VT
EEYRBCS (UniVee) DFRE%. ) — FIZIEIR,
)Ry — 24 RNA (1RNA). #xH% RNA (tRNA)
B X U (RNA Wi ¥ ((RF). ¥ 4 7 T RNA/sno-
RNA/scaRNA. piRNA., #i#&MWIZF 287 B a—
74 ¥ 7 mRNA, E${IFa—71 » 27 RNA (Inc-
RNA). B X U miRNA N7 ¥ ~ reference |27 7
4 A ¥ b EN72; miRNA O reference 7/ T —



¥ 3 V1% RmiRBase 2 HLHR L7z ZOLEKRED
TIARAY N T—=r7u—% M L7ER
TITY = FDI0~95%AIEFIIT v ¥ 7 &
N7z RN TSN IZ DESeq 2 2 L T v v
¥y 7 &Nz — P IEBIETHEM L 720
i Et A B A% RS (FDR) < 0.05. Fold
Change > 1.5 ¥ 72 1¥ < 0.5 (Jlog2 Fold Change| >
0.585) & LTE#KL70

o £

A. EENHEVEEIL. OERMEBEADSI b
A RFUTHRHEBESATEKREHIET 2
miRNA DREE

B VNP TEB) T 5 miRNAY 12DV T

BEOGMSCHREPEEIC SN TW D, T2, EEh
AD ETF VT ADOMANI by M) 7HREZ L
BT, RAEEEZ M ESEEEVIHEY b b
L2 lhB, I hay B 7R AR
2% miRNA (K1) Z#EFL7z. EE
KIDH721=y b THsNDI. HAEKTOHY
T1=y N CTHAHCYTB, FIZHAKRNOY T
=y FTHh5H COX3ZHHT LI L THLNTY
% miR-1, miR-21, miR-5787D1FIA, I b ¥ F
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) 7 IR SHEB AR K % i35 3 5 miR-663a &
[F % L7z
B. ERXNEREDRMERICH TS miRNA DZE
EhfER

AD BEIZBVW T T LTW2 miRNA & LT
miR-1320 % BOBEHIZ L V. X R Twb, K
METHEHL/ZAD BHEOMIEIEIZB T A
miR-132DFH L NV b HEITE 572 (K 2),
FDHZTy small ¥4 7027 A4 2HWTER
TR L7z mRNA OFEHLX)VvE a3y ba—v
Bl AD BEBECIIR L2225, AD BHICB
I} % miR- | DA ERMT % 5 N2 miR-663a DA
BhbABRALNT (H2),

AD £ & BT, YT RERELTH Y 74X
F— TSNS FBAE & L C iy SR B B R 52
JE (frontotemporal dementia; FTD) 232 F 5 %,
FTD &3 Ok % v 72 small RNA-seq dataset
FEHMBHILZEZA, miR2IOFEH L NV id a
YhuE— VL FTD BB CRICAEZEIAD
NAH 57225 miR-1 DFH L N)VIEA EITK
TLTw7 (3), — 7% T, miR-663a, miR-
5787 SN o 7z HENC X DABL I b
IR T IFRSEEEEEROHIEIZ Db S

T TR T )
Membrane proteins
Cytoplasm T
TOM40 +*> PGK1
g‘:’:'bmne (TOM subunit)
Intermembrane PGK1 import
space
Complex |
mt-i-tRF L)
POOOOS tIRNA-5/45(6T0)
Ir::fr:bmne tiRNA-56(CTC)
3O WL tIRNA-56TT¢)
I....J 1
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Mitochondrial (MPC subunit)
matrix S o
Complex V
miR-101 — ATP5B
SCAR 4 mPTP
(" Complex | Y complexmi ) Complex IV ) miR:g76a — ATPo
Ndufa1 T
Ndufa2 miR-21~g miR-181¢c — COX1 | Kenqfot1 )
miR-1 => ND1 Naufad | o 290 4 cyrp | MiR-2392 MALATY | ~ = <
miR-762~ np2 \ Ndufab1 coxX2
miR-2392 — Ndufbq | MALAT1 miR-663 SAMMSON
~\, D3t MALAT1 %guuz? uacret | MR5767 —>COox3 7 \Melanoma cets
let-7a — ND4 Naust | circpums — § | miR-338 —iCOX4 ETC [poxorubicin- P32
ND5 Ndufs3 \ supercomplexes res_lsmnl \
Ndufsd UQCRC2 MCF-7 cells) S el
ND6 Ndufs6 miR-210 — COX10 Expression of mtDNA-encoded
Cerox1 = miR-488-3p A Ndufs8 (assembly factor) ETC complex subunits  ETC complex subunits
\& BAS AN SN J

1. FI—FRNAIZEZ I bay FY TETRER - BRI Y ~BRALO ]
Fig.1. Regulation of mitochondrial electron transport chain and oxidative phosphorylation by non-coding
RNAs. (Kobayashi A, etal.(2023): Int ] Mol, 24(11), 9414.)
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Fig.2. The expression levels of miRNAs involved in exer-

a
1

Relative intensity

cise-induced fluctuations and regulation of mitochondrial
respiratory chain complexes (miR-1, miR-21, miR-663a,
miR-5787)in Alzheimer’s disease (AD) patient prefrontal
cortex.
Control subjects (n = 5)are in blue and AD patients(n = 5)
are in red. Unpaired two-tailed Student’s t-test was performed.
All graphs show mean * standard error of the mean (SEM).
*P < 0.05, ns = not significant.

miRNA DI B, 7% EREL T L8R4 5580
SEBH ORI B VT —H L TmiR-1 OB
LAWHEBEIE T LT (K2, 3).

C. miRNA mimic O#IERNEAICLS I +O
> BV 7 RIR SHE R A (4TS R F 4 O S
FRO mRNA DY —27 2 v A% AW TAL
WA L 72 miRNA mimic % #RSHI P IZE A L,
I MR TIFRSBE G RIERIEE R KT
THhEFML72e I hay B 7IPRSEEE A
T o il 2 M 3 % H B9 T LLRT IR L 72
FRETHRZEH L1294 T4 2=V 712k %
FRET ¥ 7 F VO ERTEY 2w/, I hav
B 7RSS SRR S b & cGFP ¥
R EHEAEMERT OREIC X D, DsRed-Monomer
¥ IR E AR IV 25 DRMETIE LN

Ao TS (K4da),

miR-1. miR-21. miR-663a, miR-5787 M A\ L[
IZA K L 72 miRNA mimics 2 fITPYE A L 72 flifg
HINLIZBUT % FRET ¥ 7 F VORI To728 2
%, miR-1 mimics Z fFZPNE A L 7= fifSHRg 1 B
WCTIE, IREEICHIB L C FRET ¥ 7 F LV o3 nas
AbN7: (H4b)o 72, 40 nM ® miR-1 mimics

* miR-1

T omiR21
°®

% % =2 6§ z 4
log, (Fold Change)

3. Small-seq ® 3 ¥ + 1 — V& FTD EE T ORI
BHAEI BT B FH L XV DK

Fig.3. Reanalysis of published small-RNA-seq data on
FTD frontal cortex compared with control.

Volcano plots of frontal cortex small RNA-seq comparing

FTD (n = 13) and control subjects (n = 12) with significantly

downregulated and upregulated small RNAs in blue and red,

respectively. Differential expression was evaluated using the

DESeq2 Wald test with FDR adjustment. Dataset

E-MTAB-12731, batch 1 reanalyzed.

ZHIFBNEA LTl Btka v e —idk
W FRET ¥ 7 FVEADSEHII S, I ba v Y7
ISR AR DT AR AE ARIE S 7z,

v I iPS HRAFEMINL T AD. FID L\ o /2%
7 & EIRE L T S RRAGEDE TV O Tau P301S 2
B3 LT miR-1 mimics % MIHLPIE A L,
PFEHIE O TEREZAL - WY 22 BYREMANT 2 L 72 &
Z A, FIREZGEE O R X R4k E A O Fm AY miR-1
mimics Z MIGPEEA L-BECHECHEINL 72 (K
4c)o F 7z, Tau P301S ZEAMMB O AAER DAL
WZOWTHFHIIL72& 25, miR-1 mimics % fllllg
WEALZZHETHEICER L (M44d),

% =

MW OWFZEETH Tl LR D in vitro F2EE & i
fTL T\ AD EF VY7 2 % FlW 72 E 8/ AW %
EWiT 2 TPETH o7, HAERWIZIZ, AD ET
YA MLy F IV X BETRBRZ B
b7z 0 MBS I L. SEEY T2 IC BT B I 3
a3y ) 7IFRSEE S RO % fl#H S 5
miRNA ZEBEOZL, I bary Py 7B X
O ATP EAETEDZAL, 7 & ISR EEH O
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Fig.4. Regulation of intracellular mitochondrial respiratory chain complex formation by miRNAs involved in the
control of mitochondrial respiratory chain complexes, which fluctuate with exercise.

(a) Intermolecular FRET biosensors of mitochondrial respiratory chain complex detect supercomplex formation in

cells”. (b) cFRET/donor signals detected in miRNA mimics (miR-1, miR-21, miR-663a, miR-5787) transfected

cells with various concentrations (10, 20, 40 nM). (¢) Tau P301S human neurons transfected with miR-1 mimics

were monitored for neurite length and neurite branch points over 8 days by live-cell imaging (n = 3 biological

replicates/group) . (d) Neuronal viability was assessed by Alamar Blue assay 8 days after transfection (n = 11 bio-

logical replicates/group) . *P < 0.05, **P < 0.01, ***P < 0.001.
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AN 2 RIS E =4 ) 795 2 & Ty miRNA
AL 72 EEIC X A RRANE PRI R % in vivo L
NIVTHGET 52 LR HIE LTwi, T2, @
HIEE 7V < 7 A0 miRNA mimics/FHE 3 D%
W52 & 2 IRk o i B Sas B X OSFRANE
FER DG ERN RO WT D ARWFZE R I FEA
THEFETH-72,

L2 L7d 0, WIEBBRE I 5 > 7B
TOFBBERIZ X Y N— 3= FRFITHT 058
BHRIRDSFAE L, <7 ADF —F) ¥ 7 ps—E W
BSE L7z720, LiloBWEBRE FELB YIS
FEiTHIENTELRDPoTz. TDD, R
W NOWIZEIX e b IERE B % Vv 72 miRNA
fEdr B L Ok b iPSC HISRANREMI N 2 H v 72 in
vitro EBR A HiBICHED B L E ol TR
72 E B A AR IC DOV Tk, SR OFERE
L LT EHmEMYMETETH S,

ARIFFECld, EIC X Y BB AT 5 & s
ENTEY, AD B L U FTD O BHVE B H DK
MMATETLTWS miR-1A3 3>~ K1) 7
WS BEA R O TR HIENZ BE 5-3 2 ITRE PRI D W
THE L7z ZOHE, miR-1 mimic Z fEPIIZ
AL BLC, I hay By 7R
SRS RO MEE S NS 2 EATR S NIz,
INFE TS, B XD HENO miR-1234I5 %
TENHEINTED ., RFFEOKREL AbE T,
TEEHIC X % miR-10 EADSHEMENO I Fa v
8 7 RSB AR O % e 5 2 ] HEMEAS
RSNz, T2 RABEETIVOE M iPSC H
AN IZ B Ty miR-10 _E A2 o
TERWELZF & L, fRREEHZRT 2
EDRWLNE R ST LALED S, miR-10DH
ISR O 3 3> K1Y 7 RS X OF ATP
PEEBEDOIN FICEHE S350 72 miR-12 A%
5 U 7230E € 7V = 7 A2 B\ TR o % B
I R R HEIEIR DTGB DA SN L 0 E )
WZoWTIE, SHROMEEPVLETH b, %72,
miR-1% % — 47 v M L728E82 X % ZBHAE T B
BRERT2OICIE, S~ 7 AITBIT LN
miR-1OWPE. ML v FIWIZ X BETREBRZFE
fi L. SEBIHIA O miR-10% b, I b3y Ky 7
FEBEB L OY ATP EAERED L, 4 & NI RBAVE

SERO A A RECE= 5 ) ¥ 73 AW A
FTHbo WIZ, miR-1O EHITEHI I Fa v F
) 7 RSB A RO T AR DS, M SHE &1k
I OBKFE 72 IEREDIREIC L 2 D% D), £
e b BIFREEAROFBREITZIN R, 3
k3> B 7 IRSH AR SRR O A AMEHE S L
LOWERGET HUBENDH S, D RIZDOWTIE,
HAE, miR-1 mimic Z MIFEPIZE A L 72 0 RH
263 hay P T2 L. BN-PAGE z H\»
THEIPESRBEERORBI R ZERT 5 L LI,
miR-1 mimic AIC L %5 I ba v M) 7HEES X
U ATP EAREDZALZHET LT 5

8 &

ARWFZE Tl B X 2 FRAERIE BRI R D
AHZALELT, miR-1AI b3 ¥ K 7R
PR ARDOIARE N H 5 5 etk % 0] & A
L7z SNOOAFIE. BT X % RRANESIE
FHiRRE I M3y B 7 ORFERIE & v Fr7e
AN ST 572003 L 7 5,

e 33

AR, Al Bk AR Z HIE AR ER oMK %
ZUT b E Lz, F720 REFROFEITICH V7272
W B U ME R R F R v & — B ZE T B A LA ER P >
AT AR I BRSSP BiE de A0 & 0 K
BLEFET,

2 E XM
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