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Abstract : As the center of energy metabolism and a key hub of intracellular signal transduction in platelets, platelet mi-
tochondria play a core role in maintaining platelet activation, apoptosis, and functional homeostasis. Mitochondria not only
provide approximately 90% of platelet ATP through oxidative phosphorylation (OXPHOS) , but also deeply participate in
platelet activation, secretion, aggregation, and apoptosis-like programmed death by regulating reactive oxygen species
(ROS) generation, mitochondrial membrane potential (AWm) , and the opening of the mitochondrial permeability transition
pore (mPTP). During platelet storage, mitochondrial dysfunction is a core mechanism underlying platelet storage lesions.
Therefore, targeting mitochondrial function protection—such as through supplementation of metabolic substrates, application

of mitochondria-targeted antioxidants, or mPTP inhibitors—holds promise as a novel intervention strategy to ameliorate
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platelet storage lesions, prolong platelet survival in vivo, and reduce adverse transfusion reactions.

Key words: platelet storage lesions; platelet protection; transfusion medicine

IM/INER R T B A A0 T R v, = 1 A AN
WL 2R A , 78 4 455 1 4 A 25 RN 2 3 1k 1M B B vh 4 i
ol A, A L/ A TSR 5 4 T I AR 58 4 10 LK
X BELOR AN RE % 8 5 100/l R AL | 3R B o R g
ARG, I8 RE 8 13 X 776 P 4 (reactive oxygen species, ROS)
R AR R LA S T 5 A S B IR, TR 2R IR 4 1L
VKR 14 iy B it A o v L SR A, T 2 LS A B 2
RERYAERE " 7R FRASTR  SORL A it S AL B R 1L (oxi-
dative phosphorylation, OXPHOS) Jy#f &, Ifil /)M $& L FL il
At 5 2 L/ B U P R A S A g A MR A MR
it 7 A B B e e L2 45 LN A IE A B B, T S
287 44 B B, 37 ( mitochondrial membrane potential, AWm)
K ROS B & I /M 8 16 Ak 5 e o

A i L = = U, L/ N k38 A AE 20-24°C 1
BEFFEIR GBI T o XIS BARAT B TR IR S S
Uige, (A RIB 25 5155 & < /MG FE 5 43 ( platelet storage
lesion,PSL) ", Bl fiff A I [A) S 1<, IffL/INAROES 285 10 B 5
RIS A F S AN REZTL , DL SRR ) BE L 5 1Y
RIBEEAL S AE LN AEIY ] | SR R T W 5 52 45 M 1
TS T, 2R BLIR DNA o 304407, B b ZhiiAs F g
AR XS] S BT /M RE R W TR
BhABRERE SRR i R ZORLA T A2 Y ROS LR
ML T H 1) DNA ( mitochondrial DNA , mtDNA) | if GE
G S NLR K% Pyrin 451435 8 H 3 ( NOD-like receptor
family pyrin domain containing 3, NLRP3) 48 i /MA , S EfiL
JINES I it AP ) 2 PR MR 5 S Al 2 T X i 3 M AR Y
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7 % B R LD e R 5 ST AR AR i /M)
RE LA S At A7 053 03 v T A ) S B M7, ) ok (A B ) f
PR, TE 32 A A I/ N AR A U ARCR A 1 AR 7 18
PR, AR SCHULMA 38 3 2 7 B L/ R 4 2 BRI RE L ok
PRI RE R A5 ML/ A7 50400 195G 2 | LSO Oy L )
L AR AR 7 SR 45 7 TH X SR AT 1L/ N AR A A7 v ) BF 5
JEIEATERAR

1 SREfEEFIR O E X TR IhRE

A M/MRLEF 5-8 ST RE B AL I LRk, X
SELRR AR AR M/ IS ISR B TR A O TR
WXL, AefpRe it AR 2 B R 2 K il /AR 25 i, B2 SCHE I/
M kI E AL RS T RE, R EARET, /bR &
BRSO I A%t A1 OXPHOS JL[R1 68 ; 1 b J5 5% Sy LUt
fift o FE AR AN TR L ORI RE LR RIE T 1/
MREGMT IR R BIY A5 R 55 5 I AN IR A AR
PAEEARAL, B T Ca® VREE B ROS {545 B2 mPTP (¥ FF
JBCFE /AR 74 2 388 o 2 L T R
L1 AR

ML/ A A RE B At A B — B TR A —
O3 o TEVEAR LI, af/INB 32 A B M 1 A oA ol IR TP S
S8 PR B B 200 30 3R 4R i 7 O BE & RIS OXPHOS L 7k
ATP & iy i A A 5 BB N S o BRI £
SEREI AR EE R Y R LA R Ca™ RS 435 S K AR
AR AR A X AR Y AR R R 2l /AR 32 B
i il g T 5 A B S BT e A 1 A I, AR a8 1 % 25
HEF, NEECRES T L OXPHOS 4 B it B8 B 56 25y
BR3P LB AR SN I AMBLA TE R 4% OX-
PHOS AT A i o A £ 1 1 55 R RO i REFE T oK . I/
AT 55 T 2R k742 S U 7 14 480 ( mitochondrial reactive oxygen
species, mtROS) [ 4 A, H. mtROS S 33 3k it — 2541 F 1/
Bt Al B FISE AR T IE S B OR AR 5 R, X 1L/
10 % Pl B A T B 380 1 i 42 4 202 b AA i i
RIS 5 1l AR Y 2 B T G Bt | L AR (R 5 A e 1 2ok
PRSP AT B T4 1/ MR AL T SR 2 TG AR A 5 1T mPTP
F18 S5 R, O 2 B B L A5 15, O A L IS R
Mk 22 2% ( phosphatidylserine , PS) 4N &Y , f5z A% {f 1ML/ A
RAEFA R BER AL 452
1.2 BRESHFESHR

FE ML/ AR RIS 45 Ca™ MY SCEE NI &5, B0
Bl 28 7 44 45 PR ] % 32 /& ( mitochondrial calcium uniporter,
MCU ) S BT LBT Ca™ FPREBAE5 R, BB A 2052 i i/ Ak
JE LT Ca™ W IS, DA Go Ca™ 8 2807 SR 20 i 2 L1 73
MIMAERFHLN Ca® AR ERD . ILAb Ca® A B IV R (55
O3 T B LORAR A B = RIRIAER S ATP & RS, A E5 (5
A% 3% 5 e i A 2 TR i e RE 4, 18 256 i /N Y
TEAE(S S ARE R 2 AR AR 2 /i 5

5 i P T 55 B A L ) A T o i B TR I, R
MIPY Ca™ M Z 2 Ml & MCU A S0 ZR R AR E5 3 1L, B
& Ca™ FELORLIR I 5T P 2 i B 358 3 B AN B {E, 18 23155
S mPTP &AL 3 A4S PR FF A, 3 T 5 1 S AP P33
FELR S AW (1 5 T8 Sk — A R L P A KT S i i T
AT, 5 240K 2l I /Nl - 19 i s B 22 208 ( phosphatidyl-
serine, PS) & LEANEIT) . ANEII PS MBEINLIN T S 4H
BEPRAL T OCHE Ry AL PE R AR R T, AT 44 20 1. /) DA SR 4
F e BRI e 4, JF 1E 2R 9 02 BE R M /AR Y 15 1k i
R A, i/ N A BEEOE IE, ROS S TRIE A ALS
FORBIEAT TS, 24 ROS K3 B BT, B R A Akid IR
TR Y i A FR B RR W R 3 | R I 233 e LR 540 7, A
TN A5 Syk SRR AR 1 BE = PRI G 1Y Rk, SRS T il
IIBENREG Cy2 SIS C S HOR BB |2 F W F) TAE,
SR/ ) R AR RE T LA RASURL 14 23 WA R0R , IXAEAE A4 AL 1
AN E TR RAF S IE B R #1522 A%, 2 ROS Ak it
Z it H SRS RGN BR ERR, 2 ok 2
05 ) A Lok R 5 A= i B it S8k L s TAZ S8 5 (electron
transport chain, ETC) 241, DA & mutDNA F AL, VE R R
XT, AN SR B 2ok A B I v B X 4 B 8 A7 i I 2ok
M EA R ROS Fpglid f M B, #5005 7™ 2 2] 13 W LA v
B , A5 2k — 230 PR R 8 SO A R T3 B, DA e & it
INBRESFRIF BT, X SEHLH R 2 A2 A5 2 /MR B A AR
BRI LA

2 HRKIhRERRRS S M/ MEE R G

e/ A A A7 3 i T, A2 400 2R R 2 B i 2 T 40
DAMPs , iX 273 0] Bl AL/ G952 200 P A 468 U1 52 1A
VURAR , 4k 107 5 3h R AE SR 55 58 Bk e i e L
SRV IR, SR A 1300 23412 BTG 1L/ DA P R O 3 B
TN AVm TR MO R o B, BOE LR & B H
( cysteine-dependent aspartate-specific protease, CASPASE) 2
WO, 5 /IR A A S R TR P PSR T 5 X S U T A IflL
ANBETE AT, 2t g IR A e 2R g U B TR
AEER A I 1] R 47 D RE I A 4T I, e 2365 1 e PR B
TERURAEEY
2.1 ZRRARIFIREEREAE AR EHS ROS MK

/IR A H A A0 23 A R B9 TEAZ 0, B R 45 4
SERNE THALRE ST LA M PN AR 2 A0 A R, 0 e BEAR T 2k
i OXPHOS 58 ik 45 ATP™ SR TIT, #8 22°C 52 3% P
A SO EAE ARIELAD SR AL A A rh, 2Rk ik ETC |
SAAW T IV G PR 23 28 0T B, B R RL AR 0 1 i
BEME PR IRCHE R 2 BOHL T 1A% 320 0P8 A, I G 42 )
R EREAL, A HZHI 5 T OXPHOS 1 g & 7™ i1 4L
200 IR SRR 5 d B LR R
PR 42 45 0 P 0 P B /NP S BRI 7 1l /R
fAT 5, ATP F) & il 4 il [ 2240 B K- /Y 40% - 60%
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MELL S PE R AR A [ B O A5 5502 M L) T 40 i B AR
IASEFERE I R TR AR AR B

MR RV R N 51 % APm BEATIE M fk, B TSR
B d5, KA 30%-40% M /M2 KA APm g5t , 26
LA P 2 A S5 T B % A0 B, TR AR EOIRES TR
1)-150—-180 mV 542 T [, & EAEMEF S BIVTRE H B
PERCEE AW S ATP A g & 45 AR AR FH 1 4% 0 34 B
FERl, — BBER A A 5%, ATP A BRI 2 T8 P W, £ 45 1 /)N
HOAE A AR5 B ASE L A 0 40 2 T 8 B SR 5 AR S DA B IE Y
FRIEAS M 2B 2B I B8 T R | oo SO0 R 350 28 A 1)
ORI, A 42 o IbR3(GP I b/ Ma) Y35 L
T2 A AWm 1Y R R AR R L pH (B R A 3 715 2% A
SR I RETE R XS AL G A AE 5 03 36 b s R4S T L
I, R TC-1 B0 3% PR 2 R A D HREL , 45 A Tl
PR BRI A BRI T SR, AT DA AW m VR R PR
/MR AT BE R 1Y 1 A R AE AR &Y, &
rR i I /I AR ST R T RN R A3 o R B O Y A R
e,
2.2 FALR A RIS S At

FEIRAEAENIE T ETC TIRE K EL2 mROS 33 & & 111
Bl IRk A A BURIEOR R RS 4 1 S i
TLEFINE AW T A FMN {7 5 M E AR Q FEFFAL
I, S0 TR&ESEBUBARE T (0, - ), &AL
1L 1 (SOD, ) e Ak Jyad AL AU (H, 0, ) , P38 5o 251 f2 i A= A
FEEREA R - OH) M mROS KETE AT dS
AT BRI 2-3 51 i i mtROS X kA
KA A3 miDNA 38 A W] 386 A Ak 45, BT miDNA it
ZHEARY, WA R VIR ZHLE, 1 5 B
B BT K B B X i o itk — b X ETC &
At miDNA 2B Y0 58 | 24k 1075 & IR AG A A i B i
FAb A A T (MDA) 5 4-BRBE T3 (4-HNE ) 53X 2657
YIRS i sh v S 7 B R S R, I OB 1 A
AR E A 6 45 ETC #5455 i B mtROS /4 it U , 1 B £ 1Y
mtROS X i R I A Ak 455 L b Ah, mtROS 23 #47%
PR L) TP, 32 AR F ryanodine 32 {4 {5 45 22 1) Ca*
Bl ke, ETT S BURIR N Ca™ KM T 2, X 46 i ik
FERY Ca™ Pl MCU I il A ZR LR SE B, — J7 T ift— 25
W T ETC 2 AMMIG T, 55— i A2 i T mPTP 1Y IF
T, B SR M T miROS AR 28 AR S
PEZEELZ BT 1 FhAR B4R HE 0 ARG B8, T /AR
S FFARG LANT] S B B  J
2.3 LRRIfR H R

HEERMAEAAMT, /MR [ e 2 S A ZEELR
. BRI, SN SO A e, BRI 1Le3-11/
LC3- T KT Beclinl LR, B 767 B 32 1 214 ; {0 B
FHAEFET R R | AR FEIR T 35 H I i 32 B, 32 1 Sk {4 ot
L BEMT AR PSLE4 - 2 il PINK 1/ Parkin 18 8% 1 25 11 5
TAEGE AN/ T B A8 Ak (RGO fROIR 38 R A 22 3
TR, 1 A 48 L 53 B% 40 Nix, FUNDCI % 0] fig & 5 4

FEIT I PSL AR S B XU I] B RN T S
T R S B R I B SR A BEL BT S A N O IR B, 1 WA
JE DU S5 B A T3 A o SRR S T T AP RRE LA A4,
2 HE BN M NI RE LR T AR R A, 4°C Y2
FAFT B WO A BT BRSSOk TR S A AN
W AN XTSRRI R i R A SR ) O
SRR A
2.4 ZORLUR N AR REC S e S AU

b 301, B B R 8 5 4R T IO P85 BN A T 3 P e
#:£L ( mitochondrial permeability transition pore, mPTP ) 53 %
FREEHF I, 7E Ca® HB# ROS # & ) ATP #E3R Ml # T,
mPTP JF7 B R AR, LM 1A Py JIE 38 3 P S 9K T e, Jo 1 6
JEE A, B K AL JEUAR ST IR B 1 240 B £
% ¢.Smac/DIABLO K8 T-155F I F (apoptosis-inducing fac-
tor, AIF) BERL UG, A4 K ¢ 5 Apaf-1 55 TE AT/
I FZEH LG caspase-9, HE T fill & caspase-3/7 I I,
S LN PR PR T2 0 R T R 8 AN I /AR
PS AN, ARBILREST PS L TR, e BN 54 A BE4E R A
XRRYE R T-E S RN Ca™ Fa, — 7 EEE #EAR e T
Tt A S P R Al i, 53— ) TR 400+ e T e 2 Bl 1) [ iz
ThaE, P U IEE PS X 22 5% TR, AL T D4 5 ik 40 g
F21H TAM 324K ( Tyro3/Axl/Mer) 55 Tim-4 52 K- 3 (4 “ eat-
me” {545, HHUG HEE S 09 /AR B R, 24 h T0R
W 2R W KV 509% LR A7 35 B (] 46 46 %8 35 d, 2 3K
ML/ N B 1 JE AL ( platelet transfusion refractoriness, PTR) %)
AN AEALR] O SEAETRIT & B LR A R A5
TEA R T T, A A7 7 v 32 400 1 il /AR 2% 3 SRR T
B LA A 2L 7 AN 0 D 3 b B ZORE AR B B, R 718 ER
o mtDNA B F2ZEA P L 3 SRR L 1) 2 R A B 431 Sy 45
it & 43 F # 3 ( damage-associated molecular patterns,
DAMPs) , AT g AU Z2 AR5, miDNA 3 i Toll
32K 9 HIE NF-kB B, OB R AT BERLT NLRP3 4AE /)
T WFFEUESE , AT /N 45 ) T U 25 mtDNA 7K B B
IF1] i 2 T, EL S A A B T 52 IR AR DG BT X ek
KA DAMPs W] REfih & 5281 JEAE SN, Wi R T8 8 78 5 A
P VAR AL P o S 1 AR G A P i 3 ( transfusion-
related acute lung injury, TRALI) i 5 A K424
FHSCS . BEAh Ui BS mtDNA W8 ATV PEAR i/ N A 7451 15
R 1E 22 MRS AEAE AR Y . B, SRR IR N
RO A GE 3 28 M )] 77 3 42 5 B0l /oA T B, T 58 o
DAMPs A8 NI G SR, e 38 B2 A 77 I ot 55 ok A i T %
RN

3 DAZRALR A $0 A Y I VR AR 4 R
3.1 BEXT 4C YR U A7 2R LR SR

5 EMAEAF A, 4°C Ve A T I/ IMRERLIR ) OX-
PHOS 5 Bl fiff 1 A< R ME T K, ATP T AE L2 LI A= A W] Y
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/b, Bynum %' F Dang 251 B9 BF 58 & B, AR IR AT
(4°C) A BY T LR 4547, ek 2 ROS FRR | DA T A 22 fith
FEAHOCHR o 8 TE V8 TR I TBC &0 FH I /N 8 N VR ( platelet
additive solution, PAS) , FLAR R AL T 840 1fn 3 4 9k
AN ARIRE B i /MR B SZ 44 GP 1L b/ W a (493 b X2 i
PS5 5 | S0E 2 BSCIl i e e R AR E e 70 R
ANBRAE I B AR IR B M TE 2 18, BAIGIR AR TE (Q-80°C) 5
IR L /NR A A, 52 M 0 5 R, B IR A R v AT B Al
2 YA Xia 557 SR HSE TR BB T 4CH
FEARATHILRe IR A RIOR, , 25 28 3 W V% i 1l /D AR A i 3l
EREZNE AR T IE K AR A, EIR W oY I T A A
PR 7 23 M7, FLl RT R AT o o — AP B ik, BT
4°C VR Ut A ORI AR 5 B RN, (H SR 14 FRUETEAE”
BB SAIN AR A A THRAIRR .
3.2 EEXFEIRAE AR R SORLIR PR SR
3.2.1  ZRORMAHE mT A AR

BERTLORL A BT ST RE WO 1 b 126 126 B 2ok 1A i
JEE S BB Y h 25, AT e 850 5 B mtROS ; 248 MTAs 43
8 Bly LA 0 BH S 5 g P e T, R ok A N I 1 A £ F Ao
TV WL H e R 5 |, DT S B[] e A% 1 408 1) 2 6, 3 HLARL REAE
MR Bk, HLATAS B X N il BEREAE MTAs L HEAE
B ETC 13k K e S A 0 v 25 BELIBT , 3t R st L
mtROS A i 7 X RPUE A TE T B [ b 30y 1 (1 HL A
VEFIBLA AN MitoQ A1 MitoTEMPO 3 2 At Ak 791, & 1145
AERS R LW ICR AR B 1 (0, - ) GEAME (H,0,) iE
AEIEA BRI - OH) , NITTBH W AR BT A A F2 DL S i e
HIEAL B AR, Mendes 257 BUBFSESS 1 RAESE T
MitoQ REAEFAAK ROS FY 7 F- I 490 1) it /N Al 1 285 B T L 4
WA RAESEE IR, AMREAR 1 HOCT RARBLE
YA ZEFEERIRIT TS, o R AR SR L I T 1 2R A A S il /A
PR PR BLAF VR F7 . Huang 2507 40 28 2 BEER i R 14
IREEE BT kL, SR T A 1 A I i T 4 o 7R 3 A
Tl RE A5 FCHAM A mtROS AE e, AT ZE 4 i /MR ) £
TEmtE] . N-Z B2 bt &2 ( N-acetylcysteine , NAC) tHJ2 1
LA NAC A BB DEH BRI T4, & REAS I i $2 T 4%
BT BRI KT iR A2, 2204 IR 32 A i BE i 45 43, R
BB NAC Ak JH 5 (1498 JBC M /INIR, 7K DR A 11 3 75 2 v
EYERFETATT A O IS5 1 58 B, I H X S8 i /MR TE 1A Y
AR B2 S BRH TRARAF ) I/ R S8R S T 2 TR
PR B Sl 2 AR ER R BT IRIER .5 1
TP M HIAE ROS MR /N TG fb A5 = 3 %, 27 2
TR AR A 2 LT 1 /)N A 94 1 3 2 2 v b 75 19 CASPASE 1Y
wES,
3.2.2 ABHAT SRR

IL/INARLE (AR Mi A s T I ) e A 1) R0 2 R o 0 3 L
AR 15T, 0 FOAR AR U8 T 7 il /MR it A 2o 2 v Y R IR )
B AR NG SARRFES , 7 G JF R D, 2 ATP W
EEEUR R ME L AE 35 10/ A 40 ] 285 45 0E A 2R Bl i 7
MR ATP, I/ it A 0 1) 7T LG o 4 SE R IR 5 &

Tk B 25 ), R R e SR RHA5 B R e, ETC RE i AR A
P, KRSk ATP  JE A B 7 Fh SRR IR T 1
TR RN T ERRR 1A 2 1 R A0 i Ak R BRI, 7]
LB B v RO A S 7 A 1 ROS, 3T B 8 Ak 7 3B 5 3 AT
PLJEAY NAD'/NADH FL{E, Ji/0 FLRR AR ™ i 4% 2 B
S I A A I R A R A, T LA 9 i kAR G P 7R BT
AALBES ™ AVm BILERFR T IR T AR A IR
MR Z Y, = RIBIGH PR =) e 2, TRt 2 45 1Y
NADH/FADH, % ETC, Ak 2 ™ BT LARAE (i
PR A ORAIE T S el 7 B R 1, I T IR 0t BB S A BRI
FLASE , DT 1) /N A A7 i bl AR 2 T v %
3.2.3 SRR S AR AL 7R

mPTP J& 1 Ffi PR AN AR B E N R
AFLIE, AU B Ca™ 2R Ak R Sk A R
BRAETE LA, XA FLIE 905 8 B0 I RS AT I 480
G AWm EGHE A f#, ATP LB FESR S, mtROS R a1
ANBEIR, [FIA — SR PR TR Bl R, R mPTP
BAER | AN EEAE UG | /AR BE I AL LA B TR
ARG O AR IR XX — ML, B 5T E AT R B
mPTP #PIFGE G2 & 2 4 /5 . BT LUE S B R
e, THLALIE p e AR R AR S W, R R
FLIE B TT B, T BELT mPTP (058 B TT A, 33l T3
A B TR RE LR A 1 45 A4 TN 2 i, f 28 S B I /N AR A
At

IHE A MERZ M mPTP 05150, 7] & 32 50 ) i 45
G R EH Y SE A D (eyelophilin D, CypD) , HeA]
TE Ca™ S5EANI T 5 5 7 i 55 3 18 25 40 B AR A A
FLIE Tk, TR 7 28 A S5 L CypD Jy $1 5 Bk AT 55 o k41
il , BELTAR LA, 9076 Ca™ 75 5 B9 FLIE PR, W20 2R T 1
Jif ik ARG ¢ BRSPS ANEH' L A )t vl i ek
TRV (i 3 T AR B DL AR T B (E, N-FE 3 45 4 AR -CSA
(NIM811) F] 4 HI FHLIE , PR B3 mPTP 044 3 4 {H S A<
TR SRRV , 558 T MR ™ . MC63  TR002
W HZEEHT mPTP WIEE &Y, AN EHATE Ca 55
5 BEmhERRLIR T B ) R HE T A S B e B T,
TR I/ AR R R AU B 40 5 I o6 2R R 2 R e L B v
I 5 e A
3.2.4 ZhilkE

Y F LR A W AE R AT /NI i Bh S ELE
i PSL A SCERIRTS G HE TR 4% 1 K ST B S fif 77 o
PR A O SR W 7400 A S8 A L S0 B R 1 LA AR A
P g R B A A E (mTOR $07H1 7)) 28— B SUIKA] 78
BT B AMEAYRTEE T, R LC3-T1/LC3- T LB AN Bec-
linl 2635, 03805 B AL 403 O 2R R0, B IR 4T P9 ROS 7K
-, T AELE PSL k" B BE AR | WA 5 i A
Bl 7 BELJE 0T 1 W 2 Ak A SR LSRN, T A FE ATP R B
ik P W AR R T R AR IR Ak T A (1 A R
i, Y80 52 A LA A 5 B AL [ sF ol G e T ISR 30 1 e
TR, A G o 2 A sy 3 SRR IR AU AL B L IE
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PHTT 3 HIF-1a 118 FUNDC1 35, i S 1l /MR ZR Rk A
W,y O LB I PR TR A 0T

AL I 2 U A PR IR B A, AR A ) it 4 b
U MitoQ \MitoTEMPO T BRI A ROS A2 i, Ve 4% H W ik
T A il & R T 5 B4 BT L3 3 0 il mPTP L, fi FH 3R 0
F A B HE mPTP 5% AT 800 AWm ji7 5 R 20
€2 C RN IRFT AN IE NAD" R 1A S0 A8 BB e 12 7T i e 2
R R RS AR, B2 T DAk A [ e
SR ZHLE R RN T BRI G A ] S S IR IR A
Bt AR SRR AR OG0 55 T B, B 4 S B il /AR At A7
WIRR A E K Sk e b it o

4 RE

I/ IMEZORE AR B QI R T 5 | 0 flad A DL KAl
AV X400 2 A 200 5 1) 0, DR T 1 I I 40
BRI N Ty, SRR RE R SRR e, G
Z5 2 /IR R0 B SR, O 2% ik — AP R R i T DS B AL
Rk i 2e 4tk . ANad, F T E X I/ AR R AR ) BIE 5 AT
Tl — 2R 47 S SRR [ L, A it /MBI A A, 2
i L S o LA HEA T T AR 2 P B Y o i WA
SEL UMM T AR B BL B AT R TR L S Ak TR
F19 /IS AR AT R0 T ik SR (3L B, (R IR A i A o™
Az (PR R 1) Fee X 25 1) LA K Ca™ R ROS 45 (5 5 Al B
A IBLRLIR I RE , AN [ 2R R . B 53 7 2 18] 2 5 A7 16 53
T, X SEHRE T A ™ i L AR 1A A
ZBE ) O RN TR sts % AL NS RV ARSI 0 i Ee SR LR S B
5 FL S A S miDNA 5 B P 1) HLAACH %, I HiT R A7 7E TS
AW, RRAS SR RS B S DL R B B
SEA, TEIR R 5 10 )2 0, 2R R R G AR S 9 -5 il
IR AN RN Z (A1 B Z AR IEAL 1 Al 14 R s mtDNA 1E
LN HE 2 i 1 4 U 8 B B A0 (L, 5 SR AR A B
FIBASIBIE AN AR E . BRAT B9 DRAF O SRARME A 1 2 5 2
KA DI RE | 28T AR AR 1] PR 47 50 7 B R A7 L S e 1
TORW 2 PRI A Tt — W6

iy | SE AL PR I /MR A7 B i R B WS R T AR
AR AT BB 4T 125, 1P L /INBAE DA 2R R T R AR 1) 240
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