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Sepsis-induced mitochondrial dysfunction: from molecular
mechanisms to targeted interventions

YANG Congcong', WANG Jianzhong’
(1. The First Clinical Medical School, Gannan Medical University; 2. Department of General Surgery,
The First Affiliated Hospital of Gannan Medical University, Ganzhou, Jiangxi 341000)

Abstract:Sepsis is a severe systemic inflammatory condition, typically triggered by infection, that rapidly affects multiple
organs and is associated with a high mortality rate. Mitochondrial dysfunction plays a central pathogenic role by disrupting
cellular energy metabolism and releasing mitochondrial components that amplify the inflammatory response. During sepsis
progression, the mitochondrial electron transport chain (ETC) in multiple organs becomes impaired, resulting in reduced
oxidative phosphorylation efficiency , diminished ATP production , and significantly decreased oxygen utilization.
Increased mitochondrial membrane permeability further facilitates the release of mitochondrial damage-associated molecular
patterns (mtDAMPs) , while pathogen-associated molecular patterns (PAMPs) activate immune responses, exacerbating
inflammation and organ failure. This review examines the mitochondrial pathophysiology of sepsis and evaluates targeted
antioxidant strategies, including membrane potential-dependent small molecules, peptide-based antioxidants, nanoparticle
delivery systems, and agents that enhance endogenous antioxidant defenses. Drawing on the latest preclinical and clinical
evidences, these approaches show promise in alleviating organ dysfunction. However, its impact on key clinical endpoint
events still requires confirmation through clinical validation.

Key words: Sepsis; Mitochondrial dysfunction; Targeted antioxidants; Oxidative stress; Multiple organ failure

Eﬁﬁﬁ%#ﬂﬁ%@%’%%[ﬁﬁﬁé%ﬁi%r“ T B I A TR IR 5 S 0 e B R
TR R GV SEELE AL AL IR 248 &g%‘% B RERERTLE 51 (Multiple organ dysfunction
TIREt #F Hb R ' MR8 Sepsis-3 [E br & K syndrome , MODS) ; >4 H 35 HH B4R 2 Al e L E LA

BISMEE : THEL, 59 202, 1A 200 AR5 5 1) . 3538 4MEE . E-mail: surgeonwjz@163. com
— 757 —



W BB R iR

2026 4

IS I A TE B A LR IAE R, R RT2 W
WREEMEIRE . WHO 2020 452 BRI TAAHAT ST IR
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F RS B S0 PE A B K ik T 2 e 2. 348 SE AR
AT T I < 99 79 2y R R 5 A 1A 3 Rt BT T XL
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T WP W SRS L, 2 BB 1 30 T g O
S SR 25, DRI, 3R R 2 iR B AT A
DB R s 1

JHEREAE 1) 5 BRAIL 8 52 2% , 9 K% B 8 S T 5
SEAL LR Z2 4% B D RE AT, HLrh oKL IR D) BE R A
PO RIS R . K R R RS 7L
R A YR TE R R ATP A Bz B B A7 12 2%
A 2 B 36 AL 1 35 1 48 (Reactive oxygen species,
ROS) Filif 14 & ( Reactive nitrogen specie , RNS) 4= i
X A 47 368 3o L AR R 125 1 7 4 FL (Mitochondrial
permeability transition pore, mPTP) 5% ¥l , S8k
LA i K | A 288 e 2O A 45 3 A DG 1 R K
(Mitochondrial damage-associated molecular patterns,
mtDAMPs ) Zhflt, BT i3 30 98 A T8RS 45 41 i 04
TEAR S SR, LR R A 1) R Bk 45
JAHE— 20 I 32 B RAR R R, S B 2 A
Lo TR AR A e A M A AR 1V 52 B R
TE RS BEARBIRERE , 5200 5 HE S I8 4 45 4% B D fig

LT ERAL , L AR 1] SR e i 18 52 o
PRINBE JRHE A W0 Brad i ROS, 15 7RI AT
O A i B o AR, SR AR 1 47 A A )
(Mitochondrial targeted antioxidants, MTAs) i A 5%
PR AL S ALK S B 7y 1 IR ZORL R B ) ) 44
Kbk RO NIRRT R GG R o 3k 2L R 1E
Sy e Y R B A8 ORI RO, il PR AR
PRAL T IR SEA o A SCMREEAE Hh Y LKL A B
BLUHIA VI S5, R SRR TR AR [ B AR 7 1Y)
VEFIAIL] 0 FH BT -5 1 ) Pk i
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LL A 2 20 R A QI O X 21 254, T e R
KNI R T R G ] D RERE IR B R i
JRE R E B AK AN PR 2R o TR A, T AE T A 2ok
PRI 5 5 4 B SORE RN S A AR C &R . — 7,
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HL T 1% 13 5% (Electron transport chain, ETC) iz %% ,
RH W7 A A TR (A B 5 55— D7 T, B2 R R Y
mtDAMPs R G is 22 4, F— 254 HF 9 0E )
Ll RERNSSEUEBNSHEBEFLiEHE
(ETC)#f5 AR5 R W, MeFEAE 53 19 S AE 0 Al
MEAEHZ T HEMEETCE AW T MITHTIEE,
L TAL B R IRAIR , K AR B HL T 7E A AL i R
fl st B v itk U, A R S - AE T R AR
T UM E AL IR AR T B AR DNA (mtDNA )
() B A AB M 5 T 24 P B 2R 1 SR R T B0
JIg )2k SECAR AR A, 2 T ) 359 P % A 5 AR P R e
5 ATP A O L & mtDAMPs BRSO 3h 20
CEZ
1.2 ZHEEEEEELRIL (mPTP)RE F I

mPTP ) 525 PO 55— HE LS . REE R
B A5 48 ROS BB KL mtDNA S84k 453475 34 7] fink
S mPTP £5 22 1 il , S 304 b U 5L 5 b ik L 58 | £
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I E 37 2 2 HE— ] ATP & 0, FFAE 22 4 2 2%
C I, BT caspase MM )RR P4 4 M A T30 %
5 E S, mPTP FF AN ROS it , JE AL “ROS 175
T ROS B B9 1 RHIR 20, fin il 804k L 3o 3
P IE RO HIL 7R M BT 2 M0 B 2 Rk sh 2
R ) B A
1.3 ZRiEBRGHEXS FER (mtDAMPs) i &
MREESHAEMEEE ZHERIRBIA
mtDAMPs FJ 38 i) 2 & 12 3 & 9 0E e o 8
mtDNA i 1 TLRO #4775 NF-kB 18 % , 51 A2 % K143
W ATP i P2X7 3Z A 8l NLRP3 RAE/MA , {2
HEIL-1B F1 IL-18 J 24 5 43 WA s TFAM i itf RAGE
ZARDE— L KR AE" . Bk, cGAS-STING i %
TE e TEAE 2 P30 T W7 B miDNA 305, 55 T AT
P2 A R, 2N A e R R A S
SO0 D) D A O I R 4 U T A 4
PR AR AE I SN, R 5 S AE TC MR SRR 2 5 1 TG
R E T, AT IR 248 i

i 5 i LR A B 105 98 1K 22 38 % 5E LAY
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HeFrfaZs . HAEZ O ROS-mPTP-mtDNA %3 i 5.
AT T2 A 38 5 3 1, 9K ) mtDN A M3l I 4 %
TLR9.cGAS-STING . NLRP3 2§ 48 i 1% J& % , D\ T jike
KA F RS g . Drpl A FIIRAE
GSDMD L if #3 [ Jin 3 mtDNA %% 32 , 7€ fifi A0 L
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ENER  RBAS IS PR Z IR ZE S miDNA 5231,
DL ) 58 RO, S A0 A 2R 9 4k 5 s 1) T
PRAE SR 43 R P A s S R AP PR AL
caspase-1 FE {2 RAFZ M. AN 45 B hE B g
HARTE 255, B SO A B O LA AR 2L 1
AR 2 AR FRAE , 4.0 WL ) Drp1-GSDMD P[] 4k 4t
T JFEA ) INK-NLRP3 S i, Bz, WRapiE ek
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ARAN P S J SR S IO B4 i) B B, T 2 A B R
RS2 BNRT TG R o P, 2ok R 45 )
PG A 2 ZAH B AL TFATHEHE Y A2 < (D R i Jit
PR | 98 I8 B f A0 A B o ) S ) 956 g 3K 5
b 5 (2) Py I PRIG S 7 SR AR 5 28 0F T T B89 97 AR
VR il AR ) RS [R] e S, A
TE LR T RE 1945 )R

eI ARG B b BURGIB ST RIASZ T3 i3
VIESES P UL S EEPRY$ IR Pig B VeI r e
S T 7 2 W2 T A A T A AL (B T A
A A2 T, X Lok 1A 1) 52 i) B BUER P, 4
QAR 2R HU A B (AN PR 8 3 1 i 51 2 2
REAN A I T SRR B 1 45 B, T RS H o2 T e
FIROS AP FHE ™o A #0122 74 36 3% A
VU PR 2R ST A= 2R 4 n] I SR ARl A , AR
WG, JF 51 R AN N WA AT R
FH LUK b FIRAE PAHE T A, DT PR 11 420 < AE 20
U A ORI A ZoR g 4820 THE 259 02
FHEF b 0 2% A0 08 ol H 3 a4 o ol Hs el s Ae Lt
{E AT BE AL B2 03 B s A4, YO WLZORLAR ROS™ .
BIUBRCIE AR P M S R SC BV T, JC AR SR
W 38 25 5 1iE (Acute respiratory distress syndrome,

ARDS) HRTZd 1 o SR, i e JEE TR SR AR A <

JE 3] I E AR AR B, B 2Rk R ROS K- TS
IR Zebi A [ WAL . AN, KR T
T SIRT 3 #% 1 PGC- 1o FE 35 , I 2o ki i A=
B, 2 2R 45 K il L 4 T R RG>

FEX—T 50, #0 2ok R B P Ak 1A 7 TR
i8] BT HT S A S, T eV FH 9593 Uk sh il 5 vR 7
VA A R [RS8 A o 3 2 AR KA ROS 77
Fa g B A7 4E 4 mtDNA 52 8Pk | B 4804k 5% s B v]
% wp R 55 JRAE BT SR SR AR 5, AT HETH
S RV Ry B VA 00 k2 R NI KA 03I YN ]
FE 2 A T30 P R AFAT e SR AR . 3K — B
P B Sf % 0 Ay B A e 750 ORI ) R RS AR 1 B 3
A BRI A B E A AR L T B AE SR,
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JHe 0 i B B P e vl T E Hy Bl B Y
S RIF o oe= 678 S P AN W 1R 9 A AN =R A VA &
K it g A B A 5 22 1 PR R DR IR VE T 9 45 2R
FEX — il R oy, GORL AR Jy il A5 20 i iz ]
FEMAZ O XA, 7E 45 $E 8 B UL & A D) RE R %
117 B3 405y A0 B4 58 A PR 1A 5 1) Js e 4 2 45140
AT B PR LG R AIE | RE 75 oK S N M A Ak
RE 22 5 16 BARWVCT 52 B HS AN W] R 8 L 5 1Y
2oRr AR e A, DTTTAA B MODS 52 e 5 4 a2k 2 114 41 g
AEHE A A

Jie 5 E 175 10 LI (Sepsis-induced cardiomy-
opathy, SIC) & 3Ly AT 3 k0 UL D e B 65, A 455 S5 1
SRR AL HE I B D . BESE L B, e RE T ] &
Fo NLAEHL A Ca? 2k 5 ROS WA/, A ff mPTP
FRELIF I, S 3 AWm A B e ATP & )Rt , BT .
T2 55 L2248 BT s (R Re S L1 > [WIB, Drpl 76
Ser616 37 i, 1Y 3zF & W W2 Ak 1 IE S 7E SIC b W 25 1
S, 5| R SR FE S BN SS R A, 3 — 20T
R ROS Az T 0 240 Jf 0 T B Bl A R ST
LB, ZORLR ROS K- T 5 0 WLEF i1k &% 2 RE
R IEARC

TEJFIE Y, S A Ty e Ak 52 Wil JH R 17 436 1
fRFE I, METRAE FF ST00A9 & 11 LM AMPK i
&, 98/ GLUTA 415 1% 3 2 W5 3B IR i 12 4 AL
T T A ATP #E3 , 3 SO A0 R0 5 T D REA
4o BEAh, ZORiR ROS o da G TNK 3 % , el
JHFIUE 5 R A AR AL B 005>, XSO S R AR T
20 B AR AR 35 000 205 S, B35 T ) RE R A AR 5T I
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JELORLIR e AU R A UK A4 s

B R X R i 5 SR K OB AR 32 401 R Ik A
7 3 19 2P 5 35 15 (Sepsis-associated acute kidney
injury, S-AKID) (9 2 JFE K . mPTP 55 FF i fZ A
VA5 S48 58 T ) Na/K*-ATP B 1 , 1) 55 1 5k
W5 53 W TfE . IR, ROS i it 5 20 M 8 T m] FL 4%
FEE/NE EEAESET ORISR
M WUEF SRR AT o TEMRTEAE SR v |
LA B AR S 21 73 B 2 W B 175 N B, 2ok A4
P ISR TE o N I = AN E ] R e 2 AN
IRERRRT >

MEFFREAR IR (Sepsis-associated encephalopath,
SAE) BN TR BV ik D RE AT, AT DA A
VELE . TESAE P, 1 2270 KI5 Jot 240 Jif o SR A o
AN, S LRARTC 1 B i i B, FECROS R4
FEROTHOE /NS, 51 A RAE N . WP 5E
F W], PINK1/Parkin /i 5 (1 F WE 3R 42 1 SAE th 1 2%
SZBEL, DTN A A SR Y . SAE A BEAR J5T
g mJ S A T IR P R AR T A ) 2 A e B A
B 153 T A S8 B2 453 05, T I S0 J] S A PR 422 i i
S B A il ) 24k R PEARRONE o A, ATP S JE 25 IR
LA 5 5 7 R P, o e J K e i 22 e s

4  CeRREREHIEMLT (MTAs) B2 5HH

MTAs 3 28 H5 HEAE T T 4R, OR3P kiR 1)
AE , o3 40 10 RE A A, O 75 Ik B A A5 Y o Jie B 1
P AR IS
4.1 FREAMERNBREAT A AIKS)RHUE
AR FHZRL A Y £ i SR S A R S AL A
Jito = RFLREER (Triphenylphosphonium, TPP*) 23X —
FeHt A i i YA SR, A HG 2 i 1k A BH 8 1 4
P, AT TR AL SRR B S R S N B DR A AL
TP AT 3 16 R AORLAR I

FP it 52 28 k7 AT (Mitoquinone mesylate , MitoQ )
HY TPP* 5 fi i Q 10 Y TR PR 25 # T A 32 22 1M 1, 7T 3
PEVE R AR TEORLA N, BERE A R0 R ROS, (R4 ETC
KA RIIRE I LR AR AL — I X 4
N0 BEAILSUE 12055 12755, MitoQ AT I 2 B AR 1 3¢
SR R 2 1, R AE I 38 A8 LA A S A9 1M
EE IR INRE , Sdon X MLAE A B D RE RY IR 15 R fEAF
TEVEFENE ™ . TEMTEAE /D BUBL R, Mito(Q 38 3 Ik
D LROS, B35 SICAEAR o MitoQ 1 1 37 Nif2/
SIRT3 3 i , ML LR A A 15
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Mito-TEMPO J& —F iy A TPP* (il 3L A AL Py bt
AT, L TR SRR A A o FE R RE AH G
JFA5 5B 0 rf | Mito-TEMPO 8 4 4 435 5 vl 57 41 71
2 JEL A TR0 NLRP3 S RE R0 |, B 35 0l ST D g e
A0 ST A 2 A B Y- 1 e AR B 7 /L g 240
LA 4 PR 53k o

SkQ1 J& TPP* 5 [ HREFR (1 45 00, RE A% 1 il LA
R ROS 7= A, BSUE AL, B 1E ROS 5 5 A9 mtDNA
Pt o 7R 45 W R IR e 45 S 0 P e i d A v |
SkQ1 38 i ¥k > mtDNA 484k , 9 il NLRP3 4 iE (5
A %, DT/ 5 R 2 g T 5 4 2 ) e

TPP* 2T A AE 2 Bl e FEIE 2 S 7 v J 3
M LG A A R AR ) R R R B IR AT
{BHAEIG RS AL TG 2 M. — T IMEAR BEHL NS
223 6F B3 56 (Randomized controlled trial, RCT) i
AN I RT3 ] (1 =R T AR € s /I (S S A =
TP TS TC A WA Ak SRR IR IR SR 25 A BR 7 o
4.2 BRBEREMEREMT PR A
PU Ak 0 o BT 1) 85 4 R 5 e R i kg A o
FEARR TR A R % . HAZ O E
T R B 1) 23 I 1 L i P B AR FH b b A [
RAFPUAAL Fam LR R ZE I T RE

SS-31 & — Fft I [ 24 Ar 4% 114 DU K, 3 Ao R S 1
S5 DB BR RS R A N R SS 1 IS T 25, AT 42
5 ATP A SR I8 ROS it . SS-3158 i 54 &
OBEIRAS B IE OB G E A T (5 LR RSN, AT
PRI e H K S AL P 4 (Glutathione peroxidase,
GPX4) RS E P , T 717 4100 1) P R 2 1l A 5 P il
FIWERL DY 440 500 Z2 AN RN g 105 e g o i 4 Ak L I
SN ERIET DY SR, B A0 AR I )T T O B
SS-31 MY Y7 RUAE M AE A [ 25 B (A7 7 B 3 22 57
T I o RS B DR A VR T 5 e s AN O T A7 00 Ry
S AT R UCP2 A3 R AR 8P L 38, 1HL [ e
23 ATP & AR T B £ 0L T PGC-1a
FEELAN I LA R B 2o 0007 365 B 245 o3 AT 2 PR R
A 3 P A AT A7 25 (H B AR 7 358 52 B 5 1 7 ' A
TR S A 5 1 5o B3, GPX4 AR = T HAlh
E L AR SS-31 X B R AL T I A SR o

I RIS s , RS2 1 B & 2k R AT (B
T BB AE Ry 3 B N A Sk E UL L AL BE R K
Io 0 2 2 A 5k 57% (47% . 20% , % 5% 1% H B
A AR, mRE TG LEICHE RS
PEASIE , (U DL ™ 5 KSR
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4.3 MABEEREUERESR  GOKFIEEGAL
ARG SRR T ERE ) AR B R g T SRR 1) (B
SERRE  RENS SCERHT SA AEA A TR 6 R R T H R, A
A 5 DA ) ) P ARG 0 5 e oy 5 )

Rl A5 780 8 O AR S 40k &R 48 (4 MITO-
Porter) FIJ /R 2R 14 8 2R (A 50 1) K5 Bl Q10
ik 2 H A M RR . BF5E R, MITO-Porter
T A R AR T I AT AR A ROER , BRI ROS
KOV BB LR R D

AT B M B 4R oK B AR P AE AL R G (W RVG/
TPP-MASLNs ) J2&: — i i 505 41 it 5 £ 22 ) 361 4K g
JE AR, 2 T B A AE R # B AR ( FN TPP, 1]
8 A 7 T L o 35 5% 5 BN JIR K SR A AR ) e 2
TCERRIIAR . 1% R G RENS 5F % 1Lk B B, B R 2800
LR R 1Y ROS K P, DTG B4 35 BT 7R 2% 1 3RS 1)
FEPR

B fe N R g K B R S B Ak R A (W
DSSM@TN NPs) 2 —Flt ROS Wil 1 54 fig S5 44 , 15 75 Wi
Rk BLRRAR . 7E SR AR AR % R i
o Wi ROS BE A Wi 25, 410wl 2% E 44 452 45 A0
RAE

YK 3B 1% F GoAE 2 P B I PR AT 9 h 3R
PGE Y, H B = e B9 BEATLG IR 3R
4.4 WEMERFGEREF WNIEDA RGN 58R)
LR MU R A SR BT IR AR AR b A
BT HAZOHLRIE R S R & S Bk g ak
SRR T 5 1 A DG AR 1, DA B T R4 By % 4
AR GONEWA IS S = e g R S R UR e FRe B ]
¥ B R 2R AR P AAL B T R 4, 35 TR R TT
PEPERI

iR PR AE Ry N TR BT AR Ab R Pl o iR A
REfL I/ D ORI ROS, 385 [ W . 76 ik 48 5 &
B4 Y 53 A0 R R 28 R AT 9 i B TR v R T 2R
PR Nef2 FAIR A, 34 58 5 A (L i (41 SOD L CAT)
TR, DR ZRE R TR L (F 2 4R B 25 97 20T fig
PRI ) o o 4 2 AL I 5

NAD* 38 i i 76 STRT1/SIRT3 3 1% , 184 i 2 47 fK
YA AT R B . AR EEAEAL A NAD R
PR (A1 NMN) 5225 PR AR ROS FFH R E ATP K47

= HOBUIKAE Ak & ¥ AT TG AMPK il SIRT1/
SIRT6 i&s 4% , My a2 b4 A= W) A e el L it 13 4
FI W o B0 I A B £ B R S R OG0 I 4 9 05 3
PR A B UG 2o 982 ROS 7= A o3 ol 48

N B INRE , I 5% sl bk ok e R AL ) EJi

PN 1 iR 7R 7 22 T IR A B S B v R]
R RAE AR5 RIS R  (HE IRREAE s PR BT 52
G A TG B o Il PRATFSE s PN IR 58 9] 22 4
Bty L AE R R I AT R B S R TP RS

5 ZehrfkEBmin UG R IR AR LB
5z

5.1 SREEEEPkE VAR ZE A LR AL [h]
PR L I PR AR 2 o 2 B A8 B R (3
Gt e R ISEFH B 5 AR AT T o+ ek B A
TRST I ) P s 2 E RO T AE Sk
2R AR S H A PR RE IO 2 W R IR T R
AT AL, 2590 A Bl ) 2 i 515 4% 26
LR A 1] ) 30 B4 A E AR, A 1 AR AR AT RE A
FE LS 2 A 2H S A e B Y D i
BB g e 1 52 R IR 20 T Y e il B N A
RO PE I AERF o AR SR TE )2, 1E EREAE RS A
(R BEACER 5T , AT N 2243895 T P25 B 9 i L
A A, 6 L3R 2 A 8h g2 R BRAE SO IR 2
I S O (1)7 SIS S SN AT F = R
BRI o 22 R 2 I A L R AR A Al I A , B
AT SRR 1) 245 43 388 T e 3 A S50 L VR SR I8k
T BT 1 1 R Y = AU, i e B A A B
AR NE A% S REI T 55 25 ACFRE 0 T I, i — 20 T 4
THEAENARNAPREE o B LR RSN, e REAE &
A EA T AT 1 7o 38 ek PR S5 o P i T e A iy 55 —
FE, AR A B R R | S B IR
AR P AP B2 5 B ] — T BT R
TEA R AE S 7 2022 S ek o 24 il PR AVF 5 3%
W Bk = AR B E RN, — 000 AR R
HE LA o JBE St St 1) 52 40N AE R 03 BT AT E R i
AR 2L, T o B A 7 2805 5 O A 1l PR U
FHPER ke —E R LAk T 23 sh i il v
IR 2SI I R FE AL AR AR R A BE R
5.2 ARERMEMRAECSERILE A
K 5 7R 5 46T 7R MR AR R P SN I R 7 22 S PR
AR, ARSI R R IRLRLR ROS K- 2
PUHe o TE2 A E 13 il PR AR A rp AR B AR 3
UESE AR X FE 70, NVEEAS BEAIL X BB A fi 75 e ml i
AR S LE AR R o SR, RSS2 W) 1
YRGS e R M PR S, 1 R o P S L £
FEEARHON AL R, B ARy P LR
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PRI, 1288 245 ) BT P T A X2 P U 4 S 2 70
Ik 2G 2R A DL SE e, JF al B B S PR A 55
SRR AR RE TR A LA 5l S 30 3™

JIR SIS L LA L 1] BT S8 TR AS ORI R 437 3
i B G O B I RS E SRR P R4S R I 4 ) Bk
FET o AEL WUANE S OB B 1236 25 (s
— i A B R SR P RPN, Ll PR 2 xR R E AR
i T8 AL PE LRI PO A B B0 . 2R R
E T MR~ R AR o W B 2 2 B G A A7 A
SeRvE . RS HE A T A E SRR B R S Yk
BB AT A A A 8 A A A s I, SR B
s RPEE IR 4G 25, TR ) GPX4 25 AR W bR i W 4 5
A VR AR SR T R

20 K AR IS A 1 e A 1 M) D JRE B i T
b7 T EL A S 2 DU HA AR ] A Sy R R R A S
Jrla) o & T A B E 1k 5, Al R R
PSR 2 I Re A st B B ATIES 325k B Il K ET
e, HEURIn] B2 S TR S RS KU SR
o 1 AR PR L R A RS X IR AR
RIS, AR PR 1 SRS ik S e el

PN IR SRR AR G 4 Rl e O N2,
AMPK | STR'T 4538 fi% 7] 42 3 550 B (A0 4 AL B ), LA
FHRER G 22 APy - H IR S A ELSCA IR , i
T RIS BRI 7 o /NI PR ST $ 7
oA SEAE F5 AR ARSI 25 JRy |, FL S S e A e 5
Hi sz KRG EIER 2 . W) il 515
o BRI SO T S s 1 ) K R A . A]
it AR IR A bk 45 25 T FL IR s ROS K- 3 25
PR, S B Y AR
5.3 RREMEE  (DEBURKITIT S 5 SR
AT A AR B 5 T B A e R BTt . A
BN B, B 5 ALK ROS 7K ARL AR I
LAV B ST ZRR 1A DINA 53 475 sl R e 22 7R 45
PRAEY), LASCBURS HERY B E B 50 2 WA T

QWAL SR RIS IR IT R o R 5 X e 2z
E S PSR T 25 ), 5 ) SO o 4
3 S P9 24 T HR T, T S B AR A 0 ] 5 o A 2y
REP A A XU b 5 U HR 5 T 58 5 I IR AR R 7
PIREI LT, A B A i el B R R

(3) 7 i P K 7Y 2 Ay A TR ) 11 P 117 38 3 3
/N 5 NS AE 2B T 22 el B 22 R B
AR A 25 55 R T B0 ) Y R i A5 R T JEBE 5
LS A0 s DAl 259 B 2200 A R AE AT BB T IR
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[ 7 L% e A1) S T A L [RDEST IO o 5 = o
Ve ST ARHEAL B9 A= D0 bm S A O 1 5 22 rp o B

PRI
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