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replication. Further analyses, including brain biopsy or autopsy, will be
required to test these predictions.

5. Conclusion

We identified heteroplasmic m.1624C>T mutation in a proband and
his mother who suffered from repeated consciousness disturbance, cog-
nitive decline, and personality change. In comparison with individuals
with homoplasmic m.1624C>T mutation, our cases exhibited milder
symptoms and course. Individual variability in the clinical features
was apparent; this may depend upon the heteroplasmy load and
unknown modifying factors.
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NAD*+H* 0O,
iV Ak

AU BARERIR  PrEEERTE S Y — X No. 20

R NJOIR

H* H* H*
FADH, FAD+2H* A

H,0 ADP+Pi

B J

e | e i’{ %’Eé*ﬁ:m] {@emv] [rﬁé\wv)
C

0Q eX\

®2 3parRy7RgHEEst
CoQ: ZTYHA AQ, Cyt.c: ¥ FrHu—AC.

*®1 BFEERMEHEESEI-IV OB
P #E &R 1: NADH+Q+H™NAD*+QH,
0% 854 Ak 110 succinate+Q—fumarate+QH,
R SHAE A4 111 QH: +2cyt c(Fe®) —Q+2cyt c(Fe?') +2H*
IR SEHE AR IV: 4eyt c(Fe?) +4H* +0:—4cyt c(Fe**) +2H,0

Q: I VFLAQ QH:: BUEIOZ VA A Q, cytc(Fe™):

BALEIY F o2 u—AC, cytc(Fe®): BT b2 u—aC

1) % ¥

13FOT FOREP 2 FOARICER I
5 2505F D ATP 2 ERT 5. HWER KB T
THAT) Y 7R CEREOHA DT D,
MR OHRES CHHAIN TS, 0K,
bR CHLBOT CICER L EBEOMERIZAR
THETH 5.

2) EMLEyY Bt

TF WD RBTANDEEZABILT, 1
BT DT KRS 35-36 T D ATP (I
FOELRBL)EERTS ZOATPEELZN
IR WA R ¥ 72 NADH, FADH, ® NAD',
FAD ~DHEAL 21T O FRBEEAETDH
%(R2). BTEERIEAGRI~IVECTRI
L, FPRSHIX I~TV OB T =ERBEEHRICATP
AR EARV)ZMARRTH L. &8
A ROEENTOREREEY VLI ba Y
FUT7ZTHRRLNTEY, 111111 1V: V=
[1.140.2] : [1.340.1] : [3] : [6.70.8] : [3.5

+02] EHEI N TV B2,

MR 2 DDA T TER B, Bk
BEKI~IVETT, ZFOEHLLEHEX CTEF
(e )EEIMTOIBA, ZhigI bav Ry 7
<MYy 7 ARBERE~D 7T M H)D
BAHLEE). ZOBTFEENAL—XITW
) REBEERIEVICENRY, Bhbk
DFEERTHLBEARETRRT 5. ZOFE
LT ZARBHOENZ VY, HAHEICBWTIZ
Bl 1 1L IVABEAREZEER L Tw
BT LD STV B, '

UE4OOREZT 05 ER1IDLDICE
5.

B, BICCoERBCER LT MY
HNE< M) v 7 ANEA T A N%EFHL,
SFE—F —Tdh 5L EHE S A V(ATPase)
ASATP % BT 5.
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<The A to Z of mitochondrial neuromuscular disease symptoms>

Adult—onset myopathy Neuropathy

Basal ganglia signs Ophthalmoplegia

Cardiomyopathy Poor head control

Dystonia Questionable diagnosis

Exercise intolerance Rhabdomyolysis

Failure to thrive Spastic paraplegia

Gut dysmotility Tremor

Hypotonia Unexplained association of symptoms

Infantile encephalomyopathy
Juvenile-onset strokes

Valproate intolerance
Wasting

Kyphosis Xertional myoglobinuria
Leukodystrophy Yo—-yo—ing clinical course
Myoclonic epilepsy Zestlessness

David R Thorburn K (Murdoch Childrens Research Institute, Melbourne,

Australia) 7 5 DFE.
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(Munnich A, Rustin P(Am J Med Genet 106: 4-17, 2001) 1Z%% &)
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v RY TOE, FHESR CEMOBREEY 2
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ERDL VI A NF—ABROERAHREIE
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FREENTER, WhbWB'I by FY7T
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L, RFEEMICE .
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(lethal infantile mitochondrial disease: LIMD)
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(non lethal infantile mitochondrial disease:
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ND2 ND5 coxXI
ND4 Cyt b coxmr ATPase 6
LHON
MELAS sporadic myopathy sporadic anemia
LHON+dystonia encephalomyopathy sporadic myopathy NARP
GRS Leigh syndrome septo-optic dysplasia encephalomyopathy MILS
sporadic myopathy cardiomyopathy ALS-like syndrome FBSN
H* H* Hf H*Y

succinate : p fumarate

GRE RS IT WP SR T PR IV RSV

Y=y MAE
MtHisk 7 0 1 3 2
% ~39 4 10 10 ~14
Leigh syndrome Leigh syndrome Leigh syndrome Leigh syndrome fatal infantile
leukodystrophy paraganglioma GRACILE hepatopathy encephalomyopathy
pheochromocytoma syndrome cardioencephalomyopathy
hypoglycemia leukodystrophy/tubulopathy
and lactic acidosis
Mk NDUFS1 NDUFS7 SDHA BCSIL COX10 SCO1 ATP12
NDUFS2 NDUFS8 SDHB UQCRB COX15 SCo2
NDUFS4 NDUFV1 SDHC LRPPRC SURF1
NDUFS6 NDUFV2 SDHD

B17.2L ETHEI

K4 IPAPKFYPEREHEEE BZEIPILNUTOEREMEETEARIND
(DiMauro S, Schon EA: Mitochondrial Medicine, Informa, 2006. X 9 B1F8)
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Mitochondrial respiratory chain complex I deficiency
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DRIBFEIL I b2 F Y 7 IEREEEEIE (mito-
chondrial respiratory chain disorders: MRCD),
DENIFIAVFYTROTENIA TEDE
ZONBEBTHD. WRRBER WwWhhb
Eas - M, R Th, TLTwWhRsEEE
ATHHRIEL D 5.

1. Bl& - E&

complex 1%, NADH-ZV & VL& TTEE
Fedbunbih, Sl b4 E0Y Ty
FEYHBY TRTOHODNAERE FE2ETHE
HBoOEY Tru—=v783nTEB), s
JABRETFOREDHHEL TS, ZERY T
L=y MI3SMET, 5B 2MEIEXEEMRBIET
BOXERBERBETHS I bavy R T#
ZF (mtDNA) IZH3k$ 5 D1k 7 (ND1, 2, 3,
4, 4L, 5, 6)T, Ih 5o 7TEOBERT
(nDNA) 3+ 7 2= v + (NDUFV1, FV2,
FS1, FS2, FS3, FS7, FS8) & & ¥ IHiiZAEW
LOMRAEOEWERL -y PEEHRL, 27
7oy MEFENRE EHEYWICBITA
complex IfRBADERIL, BEEAEWIZDAFED
LNAEDSIEOY 7=y b OBERHED
FBEHEEL A, B 1ICHAE complex I OB

H?%R3. < Yy 7 AT —ANEY 22—,

QEVa—NW)ERET—2PEY2—NV)0

H7% 0, 100° OAETLPEEE L HIES.
Z® complex IOFEHEETICL D RV F—

EAMETLC, KEEHREELZIISEITE

631

X B

B % complex I RIEJE & BFRT 5.
2.2 %

complex I KIBJEIX, MRCD ®HTHEZ T,
MR AIZBWTH HEANZBWTS MRCD @
40-45 % A% complex I RIBFEIZ 472 5%, MRCD
DOEE %5000 AT AL BRED 527L, com-
plex I KABIE DBEEEIEHT 10,000 AIZ 1T AE R D,
ROBEEOBNERRHREECTH S, BEITHE
5 OB T, MRCD 1 complex I BBl /K
BIZDOWTEWEARRIERE S Z ORKEHH
complex I REZH-THEDY, ThirEz&b
5L, FEIZTMRCD £&EDO# 80 % A% complex
IRIEZHE.

3. &

complex [1ZR 1 1Z7R$ N € 2 — VD 5B
T, NADHZB b L C 2B FEZEET 5.
BTFERERXQEYV2—VOEET 758
€/ X7 LA T F(FMN) & k-5 # (Fe-S) 7
FAY—%NLT, BFHEERCBITIZEAND
BETEEETHLIES) V(2L F
AAQITEEND. ZOBFEELIBELT,
complex IDPEV2—ViZIbaryFI7Tw

MUy 7 A HEMENTT Y 2 RAET 5.

complex I/ 1 bV &2|ARITHHEKIL &
FofEicxtLTra b v 4EIC R ) BRI
FIClEZv. FRlGHT, 10, IVERTIERET1
AICO & 5D T b vy 2HRA A LT BEEK
Y, NI VIV R TOREBMNAE, ©
THRBEMIANVE—2HET A LR
5. ZOREBMAEY, VEBOREETH S

Akira Ohtake: Department of Pediatrics, Saitama Medical University ¥ EERAS: /HER

0047-1852/12/%60/H /JCOPY
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632 A B ARERIE

S1

190A

FEBBERERE Y ) — X No. 20

53 [Q modute |

S ErRy

LN

180 A

1 MHEEREESHIOESR
(L2 & )

TP ZRAT—2NEVa—, QEVa— V) ERBET—APET2—N)H
100° DAEETLFEEEEZBES. NEY 2 —)v : NADH BiAkEEE (NADH dehy-
drogenase) £ ¥ 22—, Q EV 2—) : BF5iE (electron transfer) ¥ 2 — )V, PE
Ja—v: 7k vEYEY S (proton translocation) TV 2 —JV, 2 7H T L=y b
DHY T2y M EERT REBBRETEE, BRI Fa v FUTEETHER).

ATPase DEEEALZ &I U ATP B4R &
na.

complex 113 980kDalld 7 5 KRO-FHEAEKE
THDH, mDNABHRY 72= v F 371,
nDNAHRT 72 =y P38 ETHALZ &I
FR U720, REBEOHRRERE LTHEDODH B Y
T2y VEERTFREEERLICRT. a7%7
2=y PO aDNAHREY T2y MidwvnE
PERERAHOL DOBL W, SHBINS OXRE
EREOHTZE L TRESHLPCRAD D
bLVWTHA). ERWICEERMICEEINS
Y72y PPAINZ D, complex 1IZZHD 7
T —EATFOBTRE) CTERKEINS.
INSTEVYTY—RFOSH, WEE LTH
HEDHBEHDPER2IR LI TRV T
—RTF-OFHIC OV TIRFHROBBR TR TIX
i e Wwads, XER2) ICELVWO TR SN
W,

FIZEBTREL, complex 1IZidH b4 <

140

O mtDNAHEY 7 2=y by U PEE
NTWw5 72, mtDNADHEE - B EE (mt
tRNA BEFEELHEROERE - SEREE
ZTFORE)TDH, B complex T Bl/R
BHOBEDIZWILETHD. oD TR
WD T2 0%  IFHEEBRRBEICEMNT 5.

]

complex I KIEJER, TANVT—-EEROMK
FREEZ LR TER R - WAL 2R T
ZROBEVPRRFIWINEZ LD, B—lRE
DHBDYE (HESRPHMBIELR L) dH 5. R
RRAE LT, BERAILEI PV Y
7 9% (lethal infantile mitochondrial disease:
LIMD), LeighiE, HERE, I a2 FY
TRGIE, BILBRIE, ZEAPRREEE D ER
## (mitochondrial encephalomyopathy, lactic
acidosis, stroke-like episodes: MELAS), [:#
HERETH B, TOHPL I TEILEHO

Bl
=11

4.




EXRHUBBERS(FE2R T

633

g1 IPIPNUPRESIZEBCIPREESHIY T 1y PESE GG X o)

f;j:g TYRERS | EV a2l B pRAREL
I bav Py 7#EETHEE | NDL ND1 P LHON:, MELAS®, LS°

ND2 ND2 P 1S

ND3 ND3 P LS, LIMD®

ND4 ND4 P LHON, LS

ND4L ND4L P LHON

ND5 ND5 P LS, MELAS, LHON

ND6 ND6 P LS, LHON, VA =7

MEET R NDUFA1 MWFE LS, I Fa v FY 7R

NDUFA2 B8 LS

NDUFA10 42kDa LS

NDUFA11 B14.7 LIMD, 3 ha ¥ FU7REE, I bav
R 7 LfhE

NDUFA12 B17.2 LS

NDUFS1 75kDa N LS, HEYA IR T 4—

NDUFS2 49%kDa Q LS, LIMD, X b ¥ FY7HHE, I b
av R 7OE

NDUFS3 30kDa Q LS

NDUFS4 18kDa N LS

NDUFS6 13kDa N LIMD

NDUFS7 PSST Q 1S

NDUFS8 TYKY Q LS, I bavFYTHME IbavFk
U TAMEE, HEVAMET 4 —

NDUFV1 51kDa N LS, 3 bav FY 7NGE

NDUFV2 24kDa N P VIFYTRBE I IV RYTL
FHEE

LHON: Leber B {Z MRS (Leber hereditary optic neuropathy).
*MELAS: 2 ba v R 7REHE, BILBIMAE, FHRHEMEZ S FEEEE (mitochondrial encephalomyopathy,

lactic acidosis, stroke-like episodes).
°LS: Leigh I GREBHE).

LIMD: FEEFLIE I b 2 ¥ F 1} 795 (lethal infantile mitochondrial disease).

K2 MBHIT7EYTU-EFEEECH L%z

TeYTY—-EHF FRIRAR R Bal S
C200rf7 LIMD®, 1S 5-7)
Ndufaf3 (C30rf60) LIMD 8)
Ndufaf4 (C60rf66) LIMD, 3 ba¥ FY 70HE 9)
Ndufaf1 (CIA30) I bav FY TLERNE 10, 11)
ACAD9 I rav RYTOME I ba v FU TRE| 12-14)

EEIRWE, B KEE
Ndufaf2(B17.2L, NDUFA12L) (LS, I b3 ¥ R 7HEHE 15-18)
NUBPL(Ind1) I oV R T REE 18, 19)
C8orf38 LS 20)
FOXRED1 LS 18, 21)

“LIMD: BIERIFLIE I b o> K1) 74 (lethal infantile mitochondrial disease).

"LS: Leigh BiE GERER).
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634 A AR FHEBGESEHES ) —X  No. 20
£3 I PIALFUTEEBBFEREICL D Leigh BEE
, - MRCDIZX %
5 7 S 7 : l/ 5‘2‘* b
HRTFZVH) ’wﬁﬁﬂ Leigh Bt o8l &
MT-ATP6 WBC DNA 10-20%
m.8993T>G or C
ATPs6, TL1, TK, | muscle DNA 10-20 %
TW, TV, NDI1, | (hair follicles,
ND2, ND3, ND4,| urine sediment
ND5, ND6, CO3 | cells)

#F4 HREESARELZHESBEGTFREEICE 5 Leigh HE
(MRCD IZ & % Leigh IREEHR OF 70 % 14§ %)

KIBT B . .
) - VRV
S | W & | | BETFY
I R85 T /R 8 % PE S Leigh BNJE NDUFV1, ES1, ES2, FS3, FS4,
FES7, FS8, FAIl, FA2, FAl1O, FAFZ,
C807/38, C200rf7, FOXREDI,
I RAEET
1 TR SE TR IB% P9 Leigh JiE SDHA
v Vhru—ActHF VI —E SURF1, COXI10, COX15,
(g8 IV) RIBE LD Leigh BiE I RABETF
French—Canadian ¥ 721 Saguenay— LRPPRC
Lac Saint Jean &
II+I11 I VA A QuRIBE PDSS2,
IERMBET
I, HI+Iv I b a v Y 7 DNARIBEREEE POLG, SUCLGI,
I3 PRABETF
1, TI-+IV mtDNARE. - FEEE C1207f65,
BhRAEETF

RENZI P2 FYTHRTH S Leigh BIEIC
DWTE EDTHhS.

Leigh BE & 13RBICIIDT D 400 &4%
WlzTRB L BREINE2, OBWESRED
BT RN T HEOMRER OAFKEE
By, WHFLMETRESE, MREEE, RIGEREE,
K% E0, BEand/or KINIERAZEIR % £F
9, @I and/or BT OILBRIBEE D LS,
@OEDH) LD 12k Q) B EOHEE
R - IR, (D) B MR RN A
(HERREESE), (i) FAREIR O R B O FFE.

WHE & LTI MRCD AT E v € VBRI K
FBMEREE, UVEVBINVEEFY S —ER

142

HIE, 2TV A4 A QRIBIELR ENBITHND
A, C T Leigh BUE DR & LT MRCD®
#8B¥ 5. MRCDIZ X % Leigh e, %3
IR mtDNA BENFEEDH 30% T, 412
R nDNABREAT0% TH 5. WEKRECH
WTIiE, FTIMEZ AV Tm8093 L ERDE
PHERL, TRICEEOLRWEAICIE mtDNA
EREERVIREEZIT). BICINEBTLT,
BT U2 EMETICEDE, BT 5
nDNABERBZIHENT 2. LErLZRTHHRED
bbb RVEESE L, MWmORITR L2k
Ry —7 Lo —R AW E Y — NEFTR
RIFEOHELZ .



ERRBERERFG 2R T

5. 2 LRI

1) B

complex IRIFEDBRIT T TITHE) 2 &1
BES FRTIEABIEZEI BAEDLH
HATHHY, BIBIEDL % S THHEFHE
TIEBHDTE 2 VBT I 2035 R HE
T 256, FTRMPREBREAGNREEZ
HETRETH 5.

MRS LR L, B2 e
T3 REBBROMIPRDET L. FITOH
FETIE, DO B THEEMMET LI A TIX
EENEEOZ LDHLOTHERLTERL .
BRI L BE O RIIE D 575
WTHE 2 12 O 5 F A R IR T O 72
DI E DT LETH A, T/, Leigh
HE 2 HL E T AMBERPLOI IV R T
T, EERAESRIIC BT A RE ORI
FZITHRICIERT 2 2 & dbiro TET.

NADH BAbIZHE ) BCEOBLEZ W ET %
B, BERPNICIZZ B0 NADH BB{b B B R ¢
HBDT, complex | DIFRHERTH % ro-
tenone Z M2 % W OEWED SN 2 7% OFE
##ELBIE, #h% complex IiEMEE LTWA.
Flges - MBI Pa vy FY TEDEN
RRIET 570, BEELD S 7 2 VERERK
BRI BRIIK SRS (complex IDEET
BRUHEETETI LS. BEDRIIR
UCHBEZEETIER L, oMk e il
559 BRIEREMED . BHROBEZ B Z 12K
VAT AOMEL LHIC, HBEREFTOEY
BHBEGHIEALETRoTL 5.

HIZEEPLELZOE, CoOBREER
NADH B{tig 2o TWwBZ L THB. 2%
LIRTNEYV 22— VoFEEEZH - TnE Z
2y, BELENAPEY 22—V EORE
TIHFERETORWC L dHD. hiHI
®IZ, blue native EXWKE & H W THEEAR
BOWEEITo720, RurZ 57 4 —(ATP
BEARRPTFRV IS 74— (BEHEE) M
HEDLEL L LBEIIL B,

HRRPSEZ B E complex | R TH 5

=N
iz
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635

FTFOBETD, EERRIBICRSZ EDLL
BmEND. complex IRBICE Y EEEINS
EEBREVMOMFREE S REEEZHET 2,
¥ 721% complex 1 ® 2 25BE A B O
SR EROREIBEELF &R LB
SOWEEIND, ZREOHTHEANRLZEINTWED,
FRlE DD o T,

2) E&RZH

complex | RIGE CIIRBHFOEBEREINS
RIBEIhLL0HEDH L. LErLESDE
ZA, BEIHICRLIEEDHIEIT R A
LVOBHIRTH 5.

3) WMk

AR L LTk, BEORIFERSLHR
HEAR G (fiber type disproportion) 7 & D IEH:
BREAB®ITEAET, FEFaHEE(ragged
red fiber) 7z £ OFFEMZELIL, mtDNARER,
ZTOHE - BEREOREL EICRLNA.

4) E{22h

BHEORIIRA 7 1) —= ¥ 75k CEREBR T,
Y TFAIAGH % E) IR — I —13 %
{, BIBRIMEDOHFIEDREE SRERPEREREIC
EfET5 b0 %

5) SO % & EH\AE

fEIR - BT X ) MRCD % 5t 72 & FFUR S B
REEREEEZHEL, BREFRDOLNLZS
mtDNA & Bk D nDNA B E 2 ARATE S
YT F v —T VA &AL TNTHLEREORD
ENBVEBERRERY -2 2 —ICL b
FV— AER T ) BEROROR 7). &Kk
AT = VADEPLDF X TF v —
TUVADATy TIREL T EdH . &EHIZD

WL ‘BEo 2 OBRERZNL O—FTH 5.

6. BELTE

complex IRIEICHR TH 5 L EBE o721k
BEE V. BETROEYOFTEELR D DI
UR7SE/THAHIY,
BbHYI

PV FYTRETRCOROERMDIZE D
FHEZ Ao TBLRERATH A Z L IIMHO

SN HmNU7o




636 AU BARERIR  FroEdpEREE S Y — X No. 20

By ARz B—HRETRFEHOTE RS #L, KRoFHDOLLDE LW

JRERICE LB HEROFET S L X2, 2k AT Rahman 5 @ complex 1 1ZEI9
ZEABMIENFE LR LD complex [ &H  AERIRIPISHIRE N Bor0FH LW
LhETAHIMIYFYTH=MRCD 2 EIZ#H WEEETIMboTHEY, —HINEILE
AN TBLLERH S Z L2 RBICHER BT 5.
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2 bk Z]

> RFUTRED

BEESTT GE%F%

EIRE - BEERNE R ¥ — SEREISE %gﬁg

S s Sl St St P S S ok Pl Pt St SNt A S st ot St Bt St Pk Tt Ot

I haV Py 7RG FR22FRICEET BEEE
BHRBFRMEESEOHAENREE DO IR
ERE) O—DICWY EFehiz, ThET, EX
ML HERIMECERBEY 2 LT 2d, Th
TEERIIRTRB LS 0k o7, 18EREOBH
AlPNRENEEREED—D & LT b BRE
BEIMTORTED,. ChTRAZEDTRPER
Tohad k5 ikl L 3ENEZLTH S,

ISPV RYTROBEL T 7T EEL BRI, 3
Fa v FYTROER: ER. 8. BEERX0%
BUELETEHRTILESND S,

St st s Pt Pt Pt st ot Pt Pt o P it st P POl P s e s P P St

I h3AXFUTROEFRIEZ DOSHKE

1) ERO S ‘

I bV Y 7PHROERICIE. ¥DNALOBEE
FERLIMIAVFPYTHMICHFETSEI VY
Y 7DNARERH 5, §ETHDLZA, I tav
FU7RICBEEST 3 EETIZ10048ATHD,
BOREDXRMER Y — 2 2 ¥ — W ETEOR

B35

= &3

Z5, ZOMIRY ~LOELAE. BHELr Lo
BRMETICME - 2 & FICEBRERSHET 2. k&
DIFNF—5REE 7588, B,
DEIREE & BEEEZZITRTL. K. B, LEE
DERVHR TV LR IEFTES, LrLE
FRiz, s bavF *)7@:&356@6%133@&_7?23?50)
T, BIREREH6WEEDONHBLTERIZ L
2k, LT, 3 bay B 7iREssiRet.
HERER 2L 230, NERDSOLZBEHROZ
BRHCR T b2 EREEHT I L idEhTRE
W(E2),

I PV FYTDNARETCHESLI PV Y
W, MIEA R P 3V F Y ZPDNATNTHZERA
DFA GRETFIZAI—-E0)) L—HBIEERD
B (NTFurixI-nd) Bbb, ~Tus
7 A3 =Tk, —MRAICEREM L BEANNEEL
TwiZ ok, ZOERENGETELSZ
ERHENTWS, i, %{,\-,—73%% EDIE
(BHEE VD) BLEIC A S R S HIROMSEHE T 2351
NEWZLIHIOGRATNS, L0nH T L, FEE
OE IR L ROMFEREL TN T, BEEEA

EIMO—8 %8> T3, —HF., IbaVFY EEWERBOMBEAEE EE-TVBLIAR
7DNAEG—MREAC T o
V—FEL TV EER
n. BRECHNZ CEY | mtDNADHRE - 857 -
BRICEDABET
EAL & BT 5 RE S B, . :\\\ .
Thbb, BRELE LT, %’%‘E‘E’g}ggég; ShavRyY7PDNARE [
TG+ NE-C L TUE ST w— P
2 BE N % -
) ' R RBE AR m;f
2) FERDSHEN " O
I bV Y T IEMEA
IRINF-BEEIZED- T , e =
WBDT, ILAVEYT S I A |
BEETHAD 3 L0 470 >36/7 10/ 1 1073 13/2
BEETS UL IZMiEsEs B H1. I rp3>FUTROER
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L L, 20 &S eififaniRgz g3 3 5%k
L, 3PV FYTDNAZEZR > TWH8%E
2B, ED XS BERERS, w2, Eh5VDE
MEETRIET S, %2 FHIT5ZLIIRTRETH B,

3) BBOZHN ‘
EROSHEEL LI, TORKBERLTH S,
FURHAREICRM S U < EUMEREARE., BESM o3k
REDERTRIET B 7V ViRid, Kb ZA &
ERBLTIEELBRERER TS, &6, H
FRED LBRICERPBEL TS S, ZDEI%&
EARICERSBRT 2 RAE LT, B (ANsl)
MR GHEESR/RIBSE (reversible respiratory chain
emmmdﬁ@mw)&nﬁﬁﬁﬁ&@\ZQ%éé
FLREICHAB T ¥ F— v X 2 HUEERBERERS
%6 r AMBICERICERT 3,

—F. BLDI FAYFY THEIEETED
B A 72 L0, RIS KRR P IR O X R
MERERBME T3 ) —BE. BEiRoRE
REHBETBEMELAS (S a2V FY 7K
5 - HB T Y F— YR - NP RRBIEES
B) RERERBICETT 286855, L
L. MELASOHBA & Lk, aEPRRBI/ES
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LB BI LI RITHEED
WTRER L 7my,

I bV FY TROERSERE
. BOZRMEELZL. B4R
| EREB A RARRTORERE
BERLTBZLEMBETH S, b
RAEMMNOBRELEEL &
o, BEEEOEL DERE%
fERBLTRTOwL ZLELBTT
WEERG, 2EL, 2 ERE
 OBMEERNEr 7T ERIIBBALEEEERL
T, BEORBEHISENE ZAIZh2rDDIEER
DI THL EOCBET S, —F. BFOBEBER
BEAERBTIDICEMELDIY X P ERl-
TEL E3I2T3, ZD&d &, BABRKRERLL
THRBARIOBMES, I3V FY TREZEDOE
BICEATREE L 5,

ZDES uHBAFREROETIERY XA T &%
EHET 570123, I PaY P PHROBEE &L
MBRAEL LTONERIE, ARIEDOFELRF —
LB EBELED,

2 hOCRYTIRBEORE

1) FEAE & MERE
SPIVEYTROEBTHSI LIV PV TH -
BEAIE T 2 TR 1B 5 B LTI, 5

RESHR

BRITMARIEIR —

P DRLE—RERE
AR, DR, B0 SIEEL

- Ml Bt BAERE
WRBEBELIZ(W
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IZRT AR RENERH Eh T3, LAL.,
FREVIZEZIMESREST LTV B EFNT 2, B3R, A
BARAZ/NRA O EHEEREIZ A MELASD FERE
RO, FHIZ7ALE=VOFRRH BN E I 2
DEERRBR AT 572, ZD &S RERRRERE1TS 2
L, BEREL UTEMH L REE AL, KR

TROONBHEAHETHICRBBELRRETHD,
%I by P 7RISR 3R A B &
YEUELD 5.

IV R THOREIEEEED 320021
DEFEBHABHEIATHIEL IVAL a2V
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