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 OE . LR B AR EENANE, 52MEENRAE KRB VMG, LRI BN, PR R
Z RN BEEPERRIL. Z0RIA DNA (mitochondrial DNA, mtDNA) FI4 15 & %54 5 L ki i Th hEpets, ]
TRl R e b S AN R ) IE S TR . B KA T BE RS FLAH OB 1 5% R E — 2RIk .
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Research progress in mitochondrial dysfunction and its related diseases
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Abstract: The mitochondria are an important organelle for the eukaryotic cell and closely related to the occurrence
and development of many diseases. Mitochondrial dysfunction can be caused by several factors such as breach of
the mitochondrial membrane, inhibition of the respiratory chain, decrease of the enzyme activity and damage of the

mitochondrial DNA. It may affect the normal functions of the whole cell directly or indirectly. This study overviews

the researches about the diseases caused by the mitochondrial dysfunction.
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1 SRS SINgEE

11 ZeRifhsEt

LRRE R EES N E RSN, 2. KR,
FE AR TEEBR . AR 5T, AN [R] 2 (R 4y
i AR R EERAEYR T Y. i, S EE A
TZf) Bel-2 R B il & o R R 5 A
FHMPEER C. JH1215 3 1 H Procaspase 2. 3. 9;
DAY I 0 5t 2L S S A T W e G B 55 ) ) BR A R
KLy BTN AT =R RIGIAAH GG . 2k ik B[]
A BRI I T A R R T 4E R 2 b
5 B JOR L TR B D Re s 2R AR I f A7 .
Gb, kit —FE A EERYRGE, BRAECH
ALY BT mtDNA,  REf8 57 S ] s ARE B
B SRR T BT BRI AE FAZ 20 A6 I

AR FR R BRI X2 .
1.2 ZR{FINRE

LRI R R MM BT AL BERR L . & B IR
+ (adenosine triphosphate, ATP) [ 3= E 3 fir, & Ml
PR EARHI IO W TR SEE S A
BT — R B RRE R i D7 R S5 ik N ekt
it — 0 RE R SR GG A, JEREN ZRIRIE L,
BT % 42 () NADH Al H 8 FADH2 3 it 48 44 I Il %
BRAL, UK AR AR ), i
FEHORE P Re B —BERZ R 1T (adenosine diphosphate,
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H30%:

ADP) EALBERR AL, AT B ATP,  DLAERr 48 i) 1E
WOAETINAE. BT PR AR, LR AT LA
Ca™ IEAE AR ALERF AT Y Ca® IR (M 3h 25 F
7, BEAh, RIS 2 5 T MRS AR AN T
JA B 5 i S 2 R A i B P

2 BRIRTHEERRS K H AN

2.1 ZRRTHEERERS

2 R 1) e B AS 22 48 DR 2R A4 I 52 21 1 IR
WP e 52 24 BV PR FE K. mtDNA B4 45 5%
gl Re EAR W RS, B S E— R VA B AEH
ARk B . kLA T fie 5 A5 T A PP R i Il O 1
NEE, SRR AL RS, ATP & kb, 4
NSRS ASIR , 2 143832 M % % FL3E (mitochondria
permeability transition pore, mPTP) JF i, 5 £k ki
A 308 37 11 e A DL K IR T BRI B- A2 TH, AR
NEWTRR & R, A AL BIE N, mtDNA F 4645 8
AR D& RS, 3 — 2N E kiR T RefEhg,
e T EAN A A TSR T
2.2 ZRRRTHEERERSHY AT BEALHI
221 FALRI

EA R TR AR N AR Rl 2 135 MR 2 (reactive
oxygen species, ROS), & H LA B & F1IEFREE /1M
FEHENEN S EERAEN SR — RY R
Jo7 BT, 2R TP 5 BT 528 R 18 ROS 72 A= 4
X 4 22 BT AL BT 18 R Si 440 5 ROS AH X3 2 35
2 FEEAMPIEL, PR, &5l %Rk
e b nG 1) £ 2R . 4ok A4 BE A2 40 e 1 ROS 7
AW EEG T, W2 ROS Huas Al 45 i 3 280 4%
7 . ROS 1 F-#ft DNA HI RNA & ], %4k 2 ki
AR BB 2 R I A PR DR . IR AR
B A4 s & ) ROS i 7] 5 5 mPTP JFik, 5l
LRI B, BdimEaR C, SHLk
TRIhAEFERG RN TS Yo AL, Sokiik A B
THE R 2 T — A RSO 5] A R B B
SA L TR i 25 A I AN AN A1 | e A I TR T
P, B IR AL, B0 ROS 774 5 I8 W]
DL E BRI B3Rk, TR s, MM FEICZL
AR, (A A BRI AR IR, I8/ ATP AR
222 L

TR PR AR T R PR EE R R . &
FLARTT AR P9 J5E 9 4 AT 3 5 25— 21 T Ca™ 11
PRI I AEFF A A N A AR S . BBk A () Ca™
R 1 0 2R A S8 A ot TR A v i SR 1) 3 2 17 12

Bk ATP & B s 1M AL R Ak S Ca™ 7, H
FP P 2R A B EL A (R 0 £ AT Ca™ (B, 5 i
FELA A, U Ca SRER /D B2 44 Ca™ AMiRHE I,
SIAR4NM Ca™ L. FALNB. R TINER. mPTP
FF RN mtDNA 58 45 25 4 A 3 pl 22 R & Ca®" 3L,
HE—D R Ca® SRS MR AE S5 # . ok
A, LRRIfk Ca® AhLER AR AN K Ca® 12 R4
F A G R R Ca® BEIR P,
223 LRG>

e R WA B /b 5 2R T e B 05 %55 1)
FHSK o A B 5T 3R W S8 A A0 il A 38 T WD 0 3248 y
VGG IR F 1o (peroxisome proliferators- activated
receptor y coactivator la, PGC-1a) #& 28 b /& 4= W) &
FCR) 32 BET PR AT DA R R BT R Aok 4
SR A Rk, FgmbE 2k iRk iR B SRR L
W, IRk AEY A Y. B %1 NO I AMP #
i R A ¥ B (AMP-activated protein kinase, AMPK)
72 Fl PGC-1a 1A . R 3E 4R A4 A= 1) & R i) 3 22
K7, AMPK A B 2RIk R ik, (i Zhifid:
Y& A Re BN T BeAk, Ca¥ KIS S
MEE ., —F RS Tl B A A NS AT B
PGC-la [R5 5, fedkge btk M & ™.
1M mtDNA $ U1 E A1 PGC-1a 3 [K #% 5 5 Rk 1) &
2t AR AR AW G BRAR,  ATP A2 Rz, 5l
HE LR T e RS o
224 ZRIMOEE N AR SLIE TR

AR I E 1 375 A o B B KR D etk — 2P
5, ERMMALT I EEE N, 2ok AR B A T B
LRAR N ATP #6385, JiF S IR ERIG N A AL S
52K ELEE K R )T mPTP R, G = A AN
WA Ca®" ZHALRIE T HEMEM Y. Y mPTP 2&H
SER KR A IR, KEH 2
BRI N ISR I 5T, 2ok A N B 4 T 244k
W LA A 5t AR AL T2 AR ER, ATP &k
151k s ZRRIRER AN, I8 R A e KRR,
ANE T REA RN BB E LG, Zbifki R
K, 2 T AR AR AR, BTSN A I TR B
R R C M Tl 4, B caspase
TE I ] A P A TSR T
2.2.5 ZBRIARDNAZRAR

LRIk DNA J8738 BR B — 5 14 5 1 m 3 2o
RINRERERS . BT mtDNA 24N, s= 1R
HEHFATEER DNAEELE], RAEIFIEE,
AT EE YRR, % ROS M U 5 A
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A ESHRE ; B mDNA KA NS T, &
mtDNA 5845 5 157 5 i DK 41 P 25 22 (1) Th RE X 4 b
TR AL B L R B A X, $i) SR AL IR A B 1 3Rk
Jeimtt, BEIRZRRIATIEE 1Y 5 24 mtDNA 2845 B
LB BME R, RIA] S SRR T e B A5 AH G
) RN

3 Rhi{AIhEERERSHE KRR

3.1 PERREEF LI

3.0 BESRIE(IEY, 27)

I PR b R £ 4y 1 A 2 B, TR
B, JR Sy B- 4 M) BRRREAS AR & 2 AP i 1 B
AT 2 FLE R P R SRR, 1T B0 K
SRR T RE 5 2R RLAR T RE B AG 25 UIAH G

1 ZKE PRI (TIDM) RIS N 5 5 25 43 Wb 466
XA, VYT b BT b 78 AR B 3ok
B pE. WK, KRS S5 T 2
B B- g h e ARG oL, g e UYL Ak
L UL R A AR R T A S B- 4 Th R R AT
AE I 0 ROS ARl £ R FL AL R B i)
LRI E B Tk ATP 774 DL AR 3 B- 40 i
P TN, DT 30 B- 40 B 1 JBR 5 3R 20 s Ty e
B 29855 -

2 B W R (T2DM) LA iR 5 & K 41 (insulin
resistance, IR) NHIUGEHEL QAR , RICAE P RS 2=
FHXIAS R, BT b ERE o 2 20 1 23R (1 Uk
P, AR T b 78 AR R S 2R . A IE AT R OR,
15 2 0% R S AR B ) LA L 2P R I R 5
B ARV PRI IhRE TS, HFEEHT
LR ERCT R, SRk N SRR B T
FIETHEFTE ™ s ATP & s> SEHLA RE B (7
Jefly, R R IRM . 2R A T g R hs vT g 55 g
iz B- Ak 155 ROS 4 it 2 K S Ak v, il
0B PN T R TR PR rh R P AR 1, Bk
K7 TG 10 400 RS I I 2R R BB, s T I R B R
55 i ST PR AR AR A 20 B 2R s 1Y, ek
53 T2DM R4
3.2 BERRIE IR

R PR3 0 IS A2 FE A PR (8 2 TEHERR TIETER
O 055295 i Fh e IR T 5P Co M S e s U170
PRI R BE IR AU 7, mibE . SiEsE
BERO A AR 2 A H Y, 5k
S mtDNA i £, 8 0 Ak A TG ot o Ak
755 mPTP It BETF, BN 2Rk 4 M s mi SL T B

NATIE IS STZ 5 5 1 0% PR s K BRASE 284 B,
o A 51 0 UL AR BB Ca™ B il as 1, Hk
RLAZR A o Bl T 1R KT B800) REZEL A B 6 ) R B
mPTP i [A] E K 23 5 R 2R ik 1y Ca® 7K P BRI,
SO ME DI RE ) 5 o BE IR O WL S ROS & 48
B, I OB IR SO TR R, AT S1E
SRR N BTG T A5 A B3, 5 e 2 r A A8 A T R Ak
HUATP &R, UL e A ) (et
TR OV KA K. Ak, —Leg) sl
KU, LR RIS MR . NS, AL
M F RO IR TR S5 TR UG
Ry B,

BrUbZ Ak, BokiA T Re FEAsiE il i i jik/> ATP
Bl A SN AN B 08 T S AR A T HE R B
LA 075 2 S5 8 PRI I RCRE B R AR K
3.2 HEFRITHER
3.2.1 PR BR

Fi] /R 7% BRI (Alzheimer’s disease, AD) & —Ff
PLEAT PN EN B AG AEAZ 040 3 0 E M XA 4 R
GURAT VRS, 20 B A E A B DS TR B ) 22 4
BEAN IS FE IR AL Tau 88 TR I A 4L 4G, b
A PR E 0 RN Bl I 25 R A L E B A S B AR
R, 1 AD [ 5 ECE ZRAR T e RS 1R I .

VE K BE K BT 4K 2% H (amyloid precursor protein,
APP) /KfEF=4 AR, APP Fll AB 1R £ Rk FFL 2
I 5 2R A A B 53 AH ELATE FH AT DAA53 493 B R A4 45 1) A
The B AR FEAERI N K AB 4l S LRtk Eh B A
DRP1. B it &0 AH B AR FH 38 I s % 5 34kt
PRI 28 o0 1) T e B 15 A A R T Re 4 5 5 TR RE,
Tau & H W RE SRR AT RelEG, SRR
C ALl 1 FF%, BEERILIY Tau 8 2 E SR 14
FAhge B A4, AB. BERRILK) Tau & A KLk
A% PR ARV 9 B9 1l 1(VDACT) 578 A AR H
FT I B 25 )] 5l 2k Ak FLIE PR 28, 4015 Zki
Ihfe .

AD 5EALN B YIRS B, e TR T A,
AB 5 TR AL Y Tau 25 H AN GE 3G 98 A0 R, 37
i mtDNA, IR Rk Y& B, 100 4 ki ik 5)
717, AHRe B L PUAEE IR, ATt
HER R E AN, AT LA 5] S ik 2k b A T e R A
S R A 1R () S5 FI D RE, T Bl R RN D RE AR
& Fidizie sk B,

KEWFEH, AB M Tau & (HIE T 5 S 40
FET- . £E ABAFAE N, 2R3 D A3 mPTP JF I i,
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H30%:

Ca™ P 5L, WK RIARIEIR DA, b N Y
I, dHp s C B, BRGNS R, R
SN U TS, T 2R AT R AR 1 kA P
Zilkova %5 BTV #E B 72 AD [ 41 f A T ML K B,
HHE Tau b4 K Tau A 58 S QSR AT LA
SIRAMAET:, X5 AR AR A = EAE .

zx b, AB. Tau JEAL LIS RENS S ELLRR 14T
Redbif, TZRREE 145 DhREZ AR R it B R fi 52
i, FHEANIET, (LR R GO ERR AR AR P,
322 SRR

T 4= #%J% (Parkinson’s disease, PD) +& &% A
g DL AR S AR T, R AR B O
o 5 B 5 B0 A 4 Tk (DA) #0120 AR PR B 2k ik
RANE TC LT % 5 MR 1

WFFRI, BRI REFRAS 5 645 PD 76 N 1)
%2 b o 22 A8 M 0 D AR O B I T R
PD & PR R, B SR 2 o0 N 2ok 14
HEEMTESERAECEARKFHE TR, mE
EW 1R RAR R I BACBEIR L T REI S, 3R
28 WL 1A T B B A 1T A S BOR M PD R A Ok P,
Z B SRR R VI, 2 BN AL e
R 00 1) 2 WL 1k H - A B B ) D RE AN ZR KR A4 1
st B Z R E SR R S
R, 2 EZRE M & Tt TR 8RS,
B LI RE AW 1 Thaekats, s ekiihThaeidtim
SEMAEITT BT, B E PD R R
B .

W95 &I, SNCA. PARK2. PINKI %53 R %
A S U LRRL R T e B S 5 8 A 1 PD 2 UIAH K.
Chu 28 PV BT 58 K 0, SNCA 2 i 1) a- 28 fili A% 25 A
IR PR AT LB VDACT /K R %, gk
KR IhRE, AT 5 EE R AT S i g &
ROS /K36, HECEEIET, A& FE PD W
KA. PARK2 H:[R 548 5 Fir 4 i 1) 57 & Parkin £
F& SEOLZ REBERNE L, 5l n 5
WAV, HA S5 DA #h& At BY, PINKI
kb BE Al LR RAR TS S5 M i, 2R AR FL A
TFE, ZRLfR DNA KRR, ATP = A9, 4
KIARSE &) LA IV 3G BEARSE, 1T 5] DA ge
ZILHMMEAET.. HRGN MR A RIT R, B
PD RIRECEAL B,
33 LMERR
331 FhKIEAEAEAL

sk sk FEME AL (atherosclerosis, AS) J& 5/ ik P &

JE R I A A, IR IRAE Bk A A S, AR
SEEAORE, T FERS ol Rk ok R AL 95 AR
Eehit, WARE RS PFUUESIK, 2 FECO
PIRAET I E BRI

500 R T e B 10 ) R AT 1 P R B I i A BRI
FEAEIL 2 1 ROS BLA B mtDNA 51475 5k 284 45
SR R A R R VI OG . AR EE
JEE A millE. mbESE AS R R 2 n] i) 4kt
WP P P, A R AR R IR i T A% B 908, ROS
Az A, AN A ATP 7K B 2R ARE R T RE PR,
TR LR T Re, {2k A B 4 4 N3l ik ok L A AL T
Jil B8 TIOATLAA F6F 50 ik ol e A s B TR - 1) 5 Jkebk Y,
It 4k, mtDNA 5 5 ROS #i 175, AS [ ™ &M 5
mtDNA FIH G FERE R IEM 2L B, Rhifh R4 5
Al S ECHE 2 0 ROS 7= A4, 2R R0 S Ak N 8 3 o,
Sk e AR AR AL A2 B 2 N EE 5 1 DNA &8 & Th g F
1% 51 &2 1) mtDNA 5345 7T 322 0 38 20 ik 6 1 B 4 LA
T AR 33 4 R 5 20 ik 086 R B8 Ak JF RORE TR B, 5 4b,
mPTP [ i) FF 750 o] 3 26 br A4 J5E H A7 25 Al 4k, 1
mPTP KB [AIFF T BRI K, Lok oML e,
ATP JKfi#, FEESFAMIET, (23K
RAFRE P,

332 &%

e IS A2 4O I 7B 5 95 e E B I S TR R B,
HEZRIAA I N B ARG R, A
B 1 20 S DL R ISP L0 B g . i 7SR
B, ZRRIURThREREAT S IR DR o B iR
ik 2 I A] 2k b Ak 7= AR ROS, S84k K3E P B2 4
FL G B RE T NO, AT PR AR5 P 10 7 5K Th e B
ik, I sk 8 m, s It E. H Rk I,
UCP2 B[R 2 45 PR B 1A 2088 £ 5] L 4bi 4 A AL i
FRALMRARIEG, ThHEnsh kil &, FH8hn i3 5 Ris k.

AR FT K L, mtDNA KRBT S5 F K
sk (BH) MR AES KR, HBkRiEk 2 g
K (RNA B RIE S 5 Hrp P, 3 B0 1 R AH 2% 1
mtDNA 545 2 25 7 B 28 R Ak (RNA 45Ky, &
AR (RNA AU 50, 38 2R R4 S LB IR 1k
Z W, ATP & b, PR A AR B I, A5 Fa s kA,
SRR T B KA IR ERERG, 75 SRR
SGHMAET, & T i R i Y B A
3.3.3  OULER - PR 15 4

o JUL SR I P E VR 453473 2 i 8 1T — 8 I [ sl i g
OWASTE R R FERmENIR . £
WFFCZRIH, 2Rk Th B RS 5 i i P v 1 45 % D)
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MK, R—ANEE EERE L M.

O LR I P v B 2 AR B ROS, — 5 TH
AR LR R I R G, 38 R MR ATP £ RREAS
BEMEC U E ATP {0 Na® 51 T R, 40N
Na' F+i, #0& Na'-Ca® 2241, Jnf Ca® il #k 7,
S HOES KA, MERSE, RRHEE
PEOAVRE s H— T, EARIT S 80E A R
g LA, S E R AR RIE Y, AL Ca®' I
WA NG R, FF DA PR IR S 1 20T
T ERRIR NI, TR T Sk A (1) S Ak B R 1k
Ihie, Sl FALLEEREEER S — D T, et
ROS B, #HE— B dehifk, TG EIE.
BEAb, O LR I P R AR 22 3 30 mPTP FRE:HF
B AN N T ROR R E NI, BN I
BIERSR, Xdk—BR N r T N
AL R TP R AL BERER, & R R
K A AR, [FIRPRE A g C TR
Kl F K % [ A B A A, B85 caspase 25 BB [ M,
BRAFE SO T 8ET: Y,

334 0 JixE

O 730 2 8 0o T 2R I B 77 PR AT 3 ol o U A 1
[ 48068 BURE X Rk T AS R A2 AL A 75 2 1 3 i
T, RO N, i s R0 L7 25 22 s I 92
I3 RSB I L AR B

e, D SIEEER, ORI RLAAR AT AR B AR
AR E S ETIRe s IG, AU il 2k
WL BT R DA T, 3B 2380 ROS 1774
ROS J@ i A A B WL WU £ 4 B (1 o] S BLO T
ST T RE PR HEAT PR B A AN O I AN AT I8 45455 5 ROS &
ARG S & L, BB, FHASRE
A, G BEATLAR D e 2R AL AL D R )
W™ HWR, O IR RLR A YA R T PGC-
la. NRF-1 #l mtTFA 5 ) 235 F i, S 8040k
DNA &K, AMUELRAR Y G Rz, W5l
FEC 20 157 A% S5 10 Tl TR A DA K ek i 7 1R B8 Ak e T BRATK
L RE AR AN A INEE O I EE i R s e Ah,
Oy JIIEVE I, O JIE A AR R 0 MG 7 B8 e A2 o 78
B, I B 7 R A PR DR R PRI AN AT 860 26 4 4
B AREE S D, 3 RO LRE B A i — 5 2 B O
A= K ER, DU AR R A
Bt FHC Jy 5 v HORIR, BRI AR 3 10 77
FIRRE .

3.4 phiE
MR R AE R ER—ANZFE S NS TS,

W R AR R A IR, RIEL
FARFESE M re AR S0 E B3R A ORI A P T2 5%
S AR R B R -5 bR ) R A IR o Y

B, SIEWAHSURLL, MR 224 ¥ ROS
KFE i, ROS AJ4ifi mtDNA, 2 B F 354N
EENER RS R, PR R A EEL R
B2 ROS, #EMINEIZ KR T RERERT, 5 22 A
o 20 L 3 AR M A A P A TP, A5 S R IR A 2
I A pe B FIbRE 2 —. HIK, ZRRiREYH
I H ER G A AN B8R 3 2 5 W s 4 B D A2 R R
T R R A0 B T R AR 2B R Y. Ak, 2R
Fifk 3 i R R AR s ENE, N R
PR PR T 4l B T AEMR 4, B 4l i
WRESIR /A I R -2 (B-cell lymphoma/leukemia 2,
Bel-2) 2 mE#IA, Bel-2 FE AT LUEEE —L
B 5T A AR P SRR T Sk Ak v B e e, gk
MmApsE AT a R B R A ol RE T, ATk
AN R A K
3.5 AERAAT

JHF I g 77 73 1 L % e S R I E VT 22 9 TR 5
i, FE TR iR AL, SEUF AR
WA H i =W AR BAE bR T Ak, S
W SRR D) R B AT AR\ g =2 ok i 17 22 14 F1 5
BRI R LR, ERRT I “ k4T ik
TOREER ™,

NEWT IR - A B IR J b, W] s Bk I K
PEAC L RL A P Bl s 14, 51 I 40 B G AR D Be F i
ROS =380 5| BRI, TR 5 e B4
BET AR T Sk ) RE RS AG SN 1 IH
JIE R A SR = D A TE P SRR YRR, S E R
&R AA DNA, 5lEZLR AT E G MRS KE
WA W, SRR B AR R, R A
AR AR — B R IR 78 . ROS 525K
PRI R . AN B 52 AR O 22 SRAN L AN A 7
A2 P B A 2 8 K 4~ 0 i S 2 T o ) g i a2
= B R, Rl S
MR R BRI, AR SORE S S A 5] R4 A
BE o [F) A T 0 Kupffer 20 i A0 AR 4R i, {23
WFeFdith, KA PR fL B
3.6 1EMORE

G A 43 RL9E & — Bl N SR a5 DL ) P RS R
o, DUREE, 1B AT 9 BB AN v A o 32 BRI .
H A CA VF 2 0 SRS R WIS 7 2UE 5 2ok I
RESZA A K.
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H30%:

B, SO LR OB REEE | DhRERRIREER
1A 5 IR Y8 Re I R 2 ki R E AL B RR AL, 3 A Ak
R, U ATP AR R DA R S i b 22 T i A K B
UK, DA tHEEIE L H Ze Wi R &2 AR TGP R0
TR AR I A AL IR Tk, FIa T 2R AR IR R St
T S 2RI AR I BE R A AP 2R T DA A S A
AlEAYE K B DA IE R Ca’t M (S B
S, B RECRE S R LT B

AN, HHFEEY] DISCl 52 FhiE A i HI A8 H
ER R sl 2 R EK K E, DISCI 3 H 1) 5
ARSI L (R T PR SRR E A & TiE e,
T T BSOS #if 73 2L0E &) 3 T s . DISCL v] BL 2
W AR P4 i 1 Mitofilin K A58 HAEH, il DISCI
HE [K 2 % Ik NADH Jid & B 10 3% Ve, b 4 g
ATP i, DB Lehifk Ca® 3 /1%, FRARZRIA R
B ALEE A TR, 51 R LRk ThpEEng . ik,
DISCI 5 Mitofilin &5 [ 158 FAF FH Al G S5k #7034
RE 1R % o
4 B

PRI LSRRI T, 5 2RI R D RERR AT
AREFG C RIS BT Es . BT BiRE
Wi, VFEZWTFLRM], RIS r] Lo £ Bl 2
SRZBIRIIRA R, IR B BRI
Aerp e SRR B 2 MK BRI S S B T R A Th
REPEASHII R . LR, ZRRARLE A2 O A A
RIEp kR T EEAER . HAT, PAZRA N EERR
23 531 BLvE LI TE OO AT T s
. FEPNIRZRR 1A Tl RE B 5 A8 HAH O R A K
JERHITERT, DR X ZOR R 4k 31 & 08 148 R T
LR 70 W B 2R A AT S0 ) AL S IR R
FABs T A B
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