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Effects of abnormal mitochondrial structure and

function on the occurrence of Alzheimer's disease
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(1 Brain Science and Advanced Technology Institute, Wuhan University of Science and Technology, Wuhan 430065,
China; 2 Hubei Province Key Laboratory of Occupational Hazard Identification and Control,
Wuhan University of Science and Technology, Wuhan 430065, China)

Abstract: Alzheimer's disease (AD) is a neurodegenerative disease characterized by progressive cognitive
impairment and behavioral impairment. The main clinical manifestations of AD are cognitive dysfunction,
accompanied by mental and emotional disorders. In this review, we will systematically summarize the biological
effects of structural and functional changes of mitochondria, including mitochondrial membranes, mitochondria-
associated endoplasmic reticulum membranes and mitochondrial respiratory chain, on the pathological process of
AD, and highlight the potential therapeutic applications for early treatment of AD.
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N R 2] A8 % AR S RS A AT 9 E IR (behavioral and
psychological symptoms of dementia, BPSD)"™, ix &
SEIR AT PR AR, IRRA I hRE AR, 4
H Ry Z A1k B RBR R Sy &b i, Bl
4, FT ADIAE %% O 4 i ask e A F0Co 10055 539
AD BT BN NEA G BB AL DA R R, 25
S22 G R ™ 4R

KEUEH R, AD B I H zh P AL i
LRI R I 4 M N 26 R AR JBE (mitochondrial
membranes ) Fl 2647 A& A < A i (X 5 (mitochondria-
associated ER membranes, MAM)Z5 i i3 45 #4424k,
DA S 2 R A T vt 1 S i AR AR TR & L. AT
FELRIR T LRI . ZORLAA A I A 5T I A 4 it
YR I % (mitochondrial respiratory chain, MRC)[#]
S5 5 Dy e U AE AD g BEEE AR Hh i ORI AR ) A

AR
1 ADFRIEHFE

ADR— P ) LB AT VESE T, P E R
ZENMNR TR, FEREEIZEN. AD
AR 1) 2 B B AE & K T A AE 2 4 B (senile
plaque, SP)FI## £ £ 4 2 45 (neurofibrillary tangles,
NFTs), LLKHILEA & & ostr:', SPZiE
FiFEBIK (B-amyloid peptide, AR 22 IR AR, 1
NFETs ) 3 Bl 2 i FE B R Ak (1) U A DG 2 [ Taw
(p-Taw)'". ADFEZHWHFAER. (HFIRERLER
I HLIBH RIR R TE65 %5 LU [ KR 4 AD (familial
AD, FAD); (2)J0 5 J5 1 A FLIs 5 R 3 - W8 72 65
L FHIEUR EAD (sporadic AD, SAD)!"?. FADJg
TGO DAL, HEZ 31 (presenilin 1,
PS1). -3 2-2 (presenilin 2, PS2)F1(ER)JE ¥ ¥ A 44
# H (amyloid precursor protein, APP)Z45 it i, PS1
HIPS272y-77 WG B B A 05 1t i 73, 5 B-73 Wb Bl —
In-CAPPF=EABM, FAD 547 ADE# 111%,
I ARAER H B SAD, JlH KILF30~50% (1)
N, SAD) E B A 2 T A BIE 5 AR T i
BRALEI R, BRI HABK =R SADE
Wk Z MR, Ho e B EZ AL a6 KR 28U
HHEM A4 (ApoE4) LA 5 ApoE3 3 [A W7 Y +H
b, ApoE4JE [ W7 vl I3 2 38 i AD ) kA= AU
JFIE I RIS M APPF IE

ADIIGIREIN N : ()IEIZ 1B 8 3R, 520
HH AR QA ARSI A B E] HAE; (3)mf
] i LR AR ()T 5 RIERE ST H

DLREAT s (5)FIWT IR : (6)F FEAR VU R TAE AN i
EVINOPES e X7/IVPSEET (i IS )

Q) TE A AR AL A, BLFEA DAL (9)EEE
FAREARFEAS 0™ . AD S8 53 e RN AT
[MIREST, AFEIALT.

FEADH R I — A ZHFELK, B2 R T 1%
PR . X —H2FEE, T
—RIRVL, Ak 7RSSR B Sei bLKR TE
(i RS, H 2 H AT A IR AR SR T VT I b A
ADFIRAENHIT, 19924F, Hardy MHiggins®' iE
AP “TEMFERIBAR UL o 2BV A ABTE
i A AR F& AD o B S038 ) AR SR A O ER YT, AT
FERABBEHL . TaulffRiL . #0404 4k i &5 Fph £ o
FET-E— RAVRE B R, 11X L5 B gk — 2P
TRHEABUTAR, TR TR RN, I 2 B A
BE R IEP, fEREZH304E B, SRR — B AR
ADHFFLAE ) 2 S AL . H T A 2 T
(I Z it T LE TG PRAR SR B35 15 ™,
M H “VERAE IR Toidxs — Lhilm R I R AT
fileRE, Wlan, AL NRNAAEABR 2R, (HIf
ARRELHY R ADIR RAEAR ,  HABIKF T ok 51
B S8 A 4o 2 73 AT A I PRREBR 22, IR it
PAR UL T7 2R IMEIE, B S HAR A4 & 2
KKADIETT G .

I 430 8 T 451475 AT R ALE Il RE IR H L2 1i720~30
FERL O TR, AR 5 B & iR
FEFHZ —, ZADRTHEGERR R, 2
BLARAE I I 4 (reactive oxygen species, ROS)[¥] 3
LA, 5RANECRET H, kg
Dl e g 2 AD &5 fixi 9 #h 48 0 f 7R i . 3 TR RE
ez —% ik, TRERAEADRREM, X
fiE AT AD I AR AL A A B8 2 1 3R S5 R S

2 ADHERFTAS R B B INREERS

LR R & —PAFAAE T K 2 B4 i 1Y) E 7 2
B AR, RMEAREE T, WEdMtT
HEPFR I F B P 753 S0 3% 34 (1 53 fir
SERMIN B R RRRAR, X N 2R 38 T I R TR
TREE. EN—MEEASMMMEEE, LRk
P AT R IR A, IR T DL E KR
W 28 2 A% SRy /N R [ g s AR U 2R A AR (outer
membrane, OMM) 1] DL B & /N3 T+, 5
5 A LN SR T 5 s M S ES TR LS8
i 20 o #5  AC I B Eh SRt 7O s kAR N



156 AR

33%:

(inner membrane, IMM)X} K 2 %4 73 7 F1 & 1 #5 A 1]
B, {7{EH T AL 8 %% (electron transport chain,
ETC). =R /IE 1T (adenosine triphosphate, ATP) & 1%,
FF. MR IR T (adenosine diphosphate, ADP)/ATP#%
P REAIVE £ A AL 3 R 4. IMM 5 OMM— i
W LR MR 53 RS E A 8] . — AN S iE], B
2 ki /K3 7 (mitochondrial matrix); —/MME 5 A4 JE
Z AN /INDX A, R 2R R A4 5 8] B (inter-mitochondrial
space, IMS). T IMME i 1) 2R 4 v g 2 {1 IR Bl
FOIRGERY, BERRCONIERY, B T AR, M
T e K B b 2 4 2R R & R AE R = 1 T AR
AR REE A AR ol B RO E R, BaRifk T
RERAL S Z P (INAD THE AR . JEAE. O I
IR R R 93 ) 1) R AR R R AR O

HWFEERY, BN (mild cognitive
impairment, MCI) 55 & A1 AD £ 3 K ik ) 3 A0 T -
TR R FH 2 5 AR R AR 0 1 1R N AH B BRI B S ™
T, ROSE B 1 IR 2 bk 3 75 711 S A AN
Je: ADH S5 F 2 (1 R DR AN s SRUY, [ T AYEAD
0 RO SR B R AR 2 . Lhl, fEFADAISAD
SR A SR B R RAR TS e i ZRRLAR ) 4 2R
MG o . BRI IR B 5 5 W) B 3 Rk R Bl
PERRAE . ATP/™ & T . ROSHEMI £, 4
90%MAD & # NSAD, i SAD fi 5 2 1) 8 4% fa [
A% NApoE4. ZESADH, ApoE4 i T ZkkiiAz)
J12EIKF, FFBARETC S A R R IA DL Y,
{EApoE4# 7 # M ApoE4 Tg /NS, dokififib
A1 (mitofusin 1, Mfnl), M2 DL} 5 J74H % 5K
11 (dynamin-related proteinl, Drp1)Z ik L1,
FEAF 2 AR R Apo B4 47 2 K vk, 2ok 4 A 4
Jitn i, & S AL B (cytochrome oxidase, COX) ik 14 BF . [
) 7E ApoB4¥E 7 2 5511 A1 i X A1 ApoE4 Tg/hh
BRI o = A By v, ZHRRETCE A1, 1L
VARV ()8 B2 2 T T ELR S P R B AIC, 2k
PRI RE TR B4, T 78 2R R I IR % 3 i S 5 I 4
12 Apo B4 7 35 ixi 19 FF R R I 1 7K P 1) # P A B AT
Tau, UM A AU % v RELL B 1R AR SR AR F Tau
RUABRAT H I, X O G SR W Aok AR AR AR
ADJ L2 R IR 1 (R

—J5 1, LIRS HEARA AN E R,
AR, bk Relg T84l ATP 4 A
A&, (RAEAPPTE i F BY U1 RARYSY, i T R
R E VAL 2R 2 ¥ [adenosine 5'-monophosphate
(AMP)-activated protein kinase, AMPK | FR 1k 7%

(P-AMPK), % Sp-Taudi ™. FIHLIAE &Y
1) 70 B LA AR AR BB 1) 70 ol Ak P B AT S AL, )
e BEAPP I N AR K AT A, B TauRik Tt
w1, p-Taulf N, i F £ Wik B sh I b #E3 < Tg
AD/INER, AT /N BRI H A p- Tau ) 9 3K ¥
AN k0 o e B f 00, HA R R M kLR DN A
(mitochondrial DNA, mtDNA)ZR A5 ) 35 K I H B &
PRI, X 5 ADH Wl R RAEA L, R U
2 00N B o B UK. ZEAPP/LA Tg/hy
BB, BEEFR TG, mDNATA I
BT AR BB,

H—J51, ADFEHABRFRCYI(WAB S Tau)2:
FLEREH T AR, SELRIR )R fRiGit— 5%
o RAEAPREVIRTAIMAN AT, FRADEN
/IS BRI A 2o R R A R B RS, i
LR S AD S FIADRE AL/ B 22 Te H ABRRZE )
BN A ARFRIZE KA (¥ ABAE G 2 e it S i
(AB-binding alcohol dehydrogenase, ABAD) 2 [ #H H.
VERIRIG 58, IR 7 AR kLA A AEA Sl 28 T 11 7
PEWT, SEEXTAD R FIAPP Tg. APP/PS1 Tgfl3xTg
(1 ADAEE Y /)N B Bz S 2 4R AT A, AR LA K
p-Tau'5Drp IUAHEAFE M, (2RE 2R kifh 5 WA 732,
eI ARSI, T RE S SRR s B T O,
ABTREEAR (T e 2 AT VA YEABSEJRAR) i R BAD &
LeRifECa® E, BIARLRIAR N Ca® I M, Zohiik
JiE HLAL(AYm) B, BRI S S & oo™ [
W, p-Tauss FELRARAYmEE(L, 5 &AM
B, AR NFTS[A0 2 0 A7 78 B8 R 7 8 (1 2o 4
S AEE . TIABYEF T IER AR, AT ek
KL T RERRRT : A0 FH AP ,s 550 BRI Wistar /) Bl f1) 2R
AR, R HG R N R R R A R A R, R
IMEBCE D, B TR EN,  IKA SR fd A
Hh 2R AR AU IE J5 R T BRI T AR b S
R /MR P AYmPEAE . Ca” B AMROSE B4
', 7EAPP TgulTau Tgft ADFLRL /N B A &
W, SEbAAEY R AR EAMD: LY
P A 8 L 4 0 52 ARy A U0 TR ¥ Lo (peroxisome
proliferator-activated receptor y coactivator la, PGC-
la). WA F1 (nuclear respiratory factor 1,
NRF1). NRF2F1ZEH; A4 5 K F- A (transcription
factor A, mitochondrial, TFAM)][/mRNA 5 £ (/K F-f%
&, BbAh, ApoE4 ] LA 5 ADE LA FEFRiC M
FI, R At . ApoE4n] HABLE S, HaRit
MZEEE . ApoB4ZE & ABHT T B ARIE bk 2 FEIL I
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TORSEIN, BN Tauf) BRI ACRE S, 40 D5 EohL ik,
SRR IS, IR AR T

PAEIESE R, ADJK R0 8 25 5 AT
HE PR i DL K 2 R 145 22 55 AD I A2 K 3 U1 AH
HKo BIL, —ANH 0 ADI B B 5 “EORE
PRI P WS AR E AL . ABUTRUY HSP
AT A0 20 T DA 1) fE A e e R SR S 3R )
B, LA SRR TR et O T X R Lk
PRTIRE T BESZMAPPIIERIL . N T LA K SADH ABHY

1

CEORLAR BB DY TR PR IR
FNTE, AT AR5 Tause 75 LA AT X T 5L
AD Y RERRiG BAR L, TR A N ER A D BEIR A 2
2 T ABS TauJ Ll 210, RARLLLTERYIKIE
R, A B R AR B R SR R O 1
ADIJ N TR FE Z R AR A ATP & pldil /> TR OS A il
BN BB R, R AT RERERS FT RE 2 AD IR

3 SRREHITHRER R e X AD R HAfRIE RN

AR 2 i 5 ZH 2R R A7 A1 7l o L ()
ER, MATPP 4 FIROSHER. fE MR 7 il &
TR T, b A &R 78 A 9y Y E A
B, H e AT AR (S MR R M ADIS W T B
60 5 25 b B W (cerebrospinal fluid, CSF) A [ ADJ
ARG, BRI IR H RS W = A
(positron emission tomography, PET)X} SPHINFTsif
TR 2T R, 7ESPAINFTsIX /4N B &5
W B2 AT, BE R A AR A AL, Ca™
S A7 DA I e 2 AU B S5 B R I C & TF IR FEAD
B I, X s AD L5 £ R 5 2R A A
IR DA PO IR 2288 A R R 28 A I I B ) 45 44 B Ty
RERXRE V).

3.1 ZAAEINEEZ ADEXERAZMHIEKADTR
EBEE

2 ki A Py A0 R ) T B R ER A AR, H
OMM 5 IMM i Jlg 4L 6 2 & I 2 7 . 2Rk iA
(s E VA 5T 0 B G (cardiolipin) & 4 T IMM, & &
N15%~20%, 5V 2 LR PO FLAE R R R H
Dige, Wi BCOBEAR 5 Drp LI IMMIR 43 2450, i
Jo Lo 8 I A IMMUEE i WP B 552 6 ) DL S AT P& il IE
WHRL TR, B REEEE S, it
PR 5, AT U 5 ATP R AE P,

SRL AR AN H AR 4 i % 2 18] () 38 72 18 i OMM

SCHL . S AUNFEBEE mBENE. ERR
P ) EE S AR PR B S il 7 (voltage dependent anion
channel, VDAC)#E{T2¢#: "™ K40 T (Rp il & 2 1
R B A R A E A SRR, gt
%% f37 &% A (translocase of the outer membrane,
TOM), ‘&2 FE M E LA IEE, 8% K&
IE R A B A T ABIE N ZRRE MBI T
FEUFRTOMI L AL AE (B, BRI9%H X TOM (H i
FEZTOM20, TOM4OFITOM70) LA AT AR 1L
AR FIAB L NZkithk, fEADEZEFIAPP Tg. APP/
PS1 Tgik3xTgl{ADELA /N R oh 2 I, APFIRA IR
K Tau 5 VDACZ [AIFEAEBRIX &, R BH Wr 2 ks
A 38 3 M % 8 1 (mitochondrial permeability
transition pore, mPTP), S &£ ki{A L) fE ",
IMM b8 &2 5 81 [ B 20 45 5 0] % 5z
(MCU). Ca’'/Na 38 AR A4 ¥ iz i (B[ P9 i 2
AR, ATP/ADPAZ#A8) AR B B 8 E B
T % =5 A PR Foh PN IR % 7 5 [ (translocase of the
inner membrane, TIM)——TIM22 M TIM23"!, fEAD
firf, kiR P M TOMAITIM AT LA APPIE A i
AL TR S-S (BIT), AT BEL T H 40 i A% 2 5 ()
A A B R CEAMER IV MV B V b JE DL K HA 42 R 4
LR SN RAR, 5 A M R CR ALV P
FEARANH,O, K Tt 2,

LR A ANC FabshREE xEE
Ry TR S i B U VAR RS A N e e i
AR E . M R Cat ay LUE S AL T OMM L
VDACHEAIMS, 1fiCa’ IIMS Py It A\ 2Rk R 5 i 75
MM IMCU, KL AL 57 07T 21 TMS I3 ¢
HNa"/Ca” /Li &2 e fA R 52 p™ . ZRRifAk Py Ca® 7K1
XA AYIRE R A AR 2. CAITCATEM I =
AN B (PN AR I S o BRI . AT
3% T Mt ) A2 5 AR e 0™ e R TR R e Sl 14K
Ca® HEA7 it B B AL FH T WA S, 1T - A 3 — PR
SRR S P75 R it S T A B4 Ca” TR

ER AR 2R A 5 v Ca O A 1 T DL
ATPE L, HCa " B2 FHAYmEKEL, MELER
LERIATIRE, IR T A S EIEmPTPIFT ™,
mPTPJ& —Fl HF F,-ATP& Sl ¥ c HA FTVD A CiE 42
TERRALIE, RRMEPS A% T IR #% 1 ¥ (adenine nucleotide
translocase, ANT). 5£85 2 U4 AH ¢ 25 1 (oligomycin
sensitivity conferring protein, OSCP)FIZE i {4 15 25
#H /& (phosphate carrier, PiC)Z 5 JF i 18 175 14 F4 4
BB ). MmPTPHT TR, Ca® KL i
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I oscp |
N |
AP oligomers |

1 APPFIABHENZHRIAR) 5 AR ADF mPTPRY A9 ZE 1L

FRBG SRAYMBEK, OMMIBIE Ik AK Alag e,
LA SR F - ATPG 8 ZEmP TP i (1 /E FH &
B, FEADHIF Fo-ATP4 B S 18 45 i S ios 1
mPTP, W14l X 1 4 F, F,-ATP 4 BRI 1) ) B
IR VAT REIR ABRITIE W K 1 28 0 S Al 2 45
SEIRE ED (cyclophilin D, CypD)@&mPTP )58 i
BERFE, e R R B M EEE, AT
LRI, 4 i BB 3 CypD [ IMM 1) #: 7%,
XAZEmPTPHF U S RS BRI, I8 i
& CypD 3 K Sk FHWTmPTP, W] LR 4 AD KL /)N
R, (AT BLABRS| T 1 2R ki A4 Th RE g DL K 58
fi e 8 i 7

ADHmPTP AN IE 5 R ST T8k A2 P )5t % (ER)
X 2Rk Ca® B N B I A IE SR P s R, R
NAPE B K5 CypDEOSCPHIM HAER, X547 F
FmPTPIITE ™ . mPTPH ) R S48 ifs 23 7™ &
PG RARTIThRE, RASEMBET T, X
Fo 7 L f R LW I DL N SR IE A (D)ERRLAR S R
B REL(RIECa ) AT Q) FH6
BEREIR, ATPE it — BB AK: (3)A ML i P &
Fl, ROSEEBOMIN: (4RI T AR BER 7,
Y A €8 3R C e A i D0 AR 2 s AR TR0 A2 9 T A
F. mPTPEEZEF i, OMMIEIE MR IN, A2t
JfL €2, 3% C MR A4 B T80 81 i S DA T 93077 Caspaases,

PR (e 2t 4 A T
3.2 ZRAAHEXANRMRSEH ST IRFEAD
RIERE

2R AR AH 5 Y 5 R IEEMAM & ER /R — MR 1)
A, SERMHALIXAE, & BA N (ipid
rafts, LR)FIAFAIE, & 1% 1 [ AR 5% i (sphingomyelin,
SM)PU. Zekifk SERZ MIfFE B “ RiEE” 4504
RYFFH MBI R, XPhgity EE B A TER B
M2 547 F 28Rk M n1/2i&EHz, [FIRFER L1
1,4,5- =W L% 52 44 (inositol 1,4,5-trisphosphate
receptors, 1P, Rs)ifl i % ) ¥ i 75 85 475 (glucose
regulated protein 75, Grp75)5 £k Fi/RAOMM L7
VDACH HAEHITE S ™2 (E2). MAM B/ “ &
B gimAaae N iEE 2P, JFHKRE
A=, S TERER M REEKEL10 nm, Sk
T ERE 2 1) R85 K E 4825 nm™ . ApoE4FIPS (4
e IR A H AT DA 51X FPER 5 28844 2 0] ¥4
HELR, DAHCRIATTMAMI) R,

MAMX - A AR R AR FIER ) A2 AL 2 &2
KREEN, EEBEM TMAMA B & 7 57 %
G RE: N oA (i AR Ik 22 2R & Rl
B ] A O s i i A IS [ 238 3R G
AMERTE ). Ca’ Fads(WIIP;Rs) L K& LR R AL A&
(InDrp AT BE I 4ERE(VDAC) s AR
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Risk factors in SAD ¢ ' h %_
Mutations in FAD  (&-& APOE4)
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Ca2+
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000000000000 000000 00000004

OMM
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IMM % » o o* *¢|* ETC 0‘
“* o« ° S Reduced ETC assembly
e oo © o and ATP production
— S o ® '
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@ [ J @® L
* e . .accuﬁlﬂnon ®
o P ese® ®* g . °
®e LX) o’ : ©
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® ©
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® @ @ @ & Mitochondrial respiratory chain complexes
AICD APP intracellular domain

B2 Rk SHRMEREN “RiE” B 5ADFCa HIFTH R

&, REMAMZ S AR EADEF M@ B EEE A EE R ARER A E B A OE
H AR H . BRER PR R A EBORE . TEIETERM R & A AR S

PS1MIPS2VL Ky-4r Wil )35 2 F EAL T &, &KAPPH L a- /M EERAR, A — K
MAMP7M([E2), 3 HED - OMEAIMAMER B3NS B (sAPPa) Rl — AN ) H 834N &
Bilg, TR LA AN FE B IL H RS 1 (acyl-CoA:  JEFRZ R M 45 & C AR B (C83); C834ky-73 ik
cholesterol acyltransferase 1, ACAT1), fLL-F=2&r=4 B V) ) P2 A W RR BE . P3FTAPP 4 i N 45 K 35 (APP
ABFT LT, 4 KAPP (4700 REMR) BT intracellular domain, AICD) ., 7EVEMREER A4 &
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7w, AKAPPE S WA I B-7 IR AE,
A — AR R R PENCR iy v BL(sAPPR) AT — M K
(1 B 9912 i R 4 B 1A I 45 45 C A i i BE(C99)™;
COfEI% EMAMAMLy- 73 U Bg 2 e P LE P R ik .- ABAT
AICD, IEFEM T, COHINIE T)E RAB,. TMTE
PSTAZHINGHL R, COE I FI B LE AR, 5 7= A iE
MR A REMMAETEIERIAR,, HHHAPRL: AP,
S ADBEREIZ 1 N s AD Ry -3 WA
PERE I, 2 FECOIMIAL R 1M 1] B- 0 W B 1)
WTE, WS CONPE R . A R AEADIIAN
J/Zh AR RLE FEFAD/SAD B35 A v, R4
FIMIABRTRCIITEMAMAL [k B 835 38 I, 5
MAMZ R R g ™

CO9TEMAM FAR R 4 55 1 ERE X Y i % I 1
(sphingomyelinase, SMase)[)iG 4 (E2), fEdESMIK
fifE g 22 Wk i (ceramide) ' . i 28 Bk i ASAN 2 2 U
T2, 3] DR NSRRI 0 551, 52 e g
W R AR, SRR,
fEA AL T Re R P RS . @I f B L &
FSIE A R B AR A B H B R 2 e e KT, AT DU X
FhBE R BREEU, AR, HC99 BB K I Bk B B
FE3 AN B8 I8 1L VR 0 A B AR B BT T ABay: ABao~ ABus
SR RARBLAICDH BRI R EH7. X AD
A=W fig R AU BT CO9TEMAMIF AR £ 5] i
(100 R ) Bt 8 I AN ek 22 I e B S M I A s i B
LWENAE LR AA TR R B — @R, S7EOMM
IR RGETE, 8 SR A R I R R R RS B A0
}_jﬁqj[gg]a

TE W B P S I /N BRI BT 4E 48 i (mouse
embryonic fibroblasts, MEF)F1 & 3L, PR ik i B
(acid sphingomyelinase, aSMase)Fl 1 {14 #5 i JIg fiy
( neutral sphingomyelinase, nSMase)¥if 43411,  [&] A
nSMase2 ()i FiF", nSMasex] & & B B 10l
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