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(mtDNA) ER 4+ T2+ 59 8%2T, BREMNCLS
EUBREBIRATRYT. BRMEE S LU mtDNA BE%4

FOREE LT, EEBLOORREREFLAT, 3 b
PP 7EEBECHIAHENERAKIFELE. 2+

»F) TEEES mtDNA "% S & U mtDNA 532
REEBRO2B-SET L, MM 612, BREED
TR AROAEMAN BB, 12, L—~ILELUA I
bt mtDNA R RRERF CHBRER AR 256
b5, WPAFEEENES L UEERER, S barFY7
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ha, —h, BERMSZAMO7 4T, BECEEGTF
KEEVBREELICRHER, I PP FOREER
WERDS, T LT, BIRREETMERT D5,
IPACFUTERBECRES T, BEOBELHESILE
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NEMERBORELRT TSI A TLER»H 5. (AR
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A Review

Ocular Manifestations in Mitochondrial DNA Abnormalities
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Abstract

We reviewed the ophthalmological and genetic
aspects of mitochondrial diseases, a group of
multisystem disorders that involve the function and
morphology of mitochondria and affect multiple
organs including skeletal muscle, central nervous
system, heart, and ear. Disease-specific deletion or
point mutation of mitochondrial DNA (mtDNA) has
been clarified in many clinical entities of the group,
and we confirmed that the ocular manifestations,
including chronic progressive external ophthalmo-
plegia, blephaloptosis, retinochoroidal degeneration
and optic nerve atrophy, develop in association with
either deletion or point mutation of mtDNA.
Together with a review of the literature, we

describe a case of myoclonic epilepsy and ragged-red
fibers with mutation at mtDNA 8344 and insidious
bilateral optic atrophy. We also describe cases of
myotonic dystrophy which had an abnormal expan-
sion of CTG repeat of chromosome 19 protein kinase
gene and showed retinochoroidal degeneration and
mitochondrial morphological changes. (J Jpn
Ophthalmol Soc 98 : 3—12, 1994)
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i b 3w F )7 BEIE (mitochondrial abnormalities,
mitochondrial disease) (¥, 3 b =2 v F 1 7 OECHE
EORENL LN, PRMESR, BB OFREEE
IREEEA & LTS RERBEL RT—H20EBZE
T 5, REREELTIZET S L, Kearns-Sayre fEERF
(KSS), tE#:#THARSHE (chronic progressive
external ophthalmoplegia, CPEO), mitochondrial
myopathy, encephalopathy, lactic acidosis and stroke
like episodes (MELAS), myoclonic epilepsy and
ragged-red fibers (MERRF), v —- i #§ (Leber’s
hereditary optic neuropathy) »3% %, #EBORH I,
MBI b2V P 7RECOWTE, 198140 An-
derson bic X A kE b 3 b =2 v K 7i#{ET (mitochond-

hll

HR&EE %% 15

rial DNA, mtDNA) o£BERFIRELX S>WT, Th
FhoEBieaitT 2 mtDNARE LG TFv 1T
WA ICHER RN, SFEXFRERVBRETVAVTER
ThBX5EhaTERY®, $ravyF ) 7TREEY
REFEOMELHAS &, NBHESE, WEIREEZENSE,
BARAE T FolREREAY =T L54<, mDNA R
HWHREDbETHEBEE T by 2 ELTBLEE
BHTWD,

R/ T, EHELORFERL X U 2knib, kb
o k5 REHMEOEE L mtDNA REFTR & 24
ODREEELT, i bav PV 7EEECOLWTORED

MAERBIETS, T, BMETAERLLT, KBk
Ih2VEY)TREIEEIRAHRESESA e 7 4
B I UHEAEER TSNS,

MELAS (3243)y
LHON (3460)

2\ hUkY7 MEE

K1 :harFy7EREES L mtDNA ORI,
MRS (I ~V)IR I b= v F Y 7TABEDS-T, 2H, & O, RIEL T 2H,0 £ 5 BB CEN SR
HxxA¥—%FALT, ADP2rbE=F3AF¥ 4T (ATP) &R T 5. RILBEIE, CoQlcoenzyme
Qi) BXVceyte (cytochromec) A3 #ET 5, —FH, mtDNA LI =2 v F Y 7HEOEHCH - T, ¥
MR EROEBRO—SE 2 — F 15, mtDNA o#ERIF A4 Ficmd, Oyld heavy chain O #H BB 2%
=7, ND1~6, COI~III 3 £ U* ATPase 6,8 1%, £ £+ NADH CoQ reductase, cytochrome c oxidase
L V'ATP synthetase D4 7 == F % 2 — F+AHEKYRT (HFIX kilobase), mtDNA DK %&(%
ATPase 8~ND5 % = — F+ 3Bk = b T\, MELAS, MERRF ¥ X U0’V — <% (LHON) iz

bhsRRRERY, ThZhERHTRT.
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II :+ravFY) 7HREFEFORE

IhavEY 7TREEOWER, BRTROERLE
BRRITARI O L kb lcED bhT Xk, BEY
ik, BRCERE, OFD, B PR ERA LS, 18
HETHDORELY 25, HREHTRE LT, KrmEps
B Gomori F V) 7 » — A Y8 T HR YT % ragged-red
fibers (RRF) o#ki, BTFHEMBHC: b2 FI 70
TWRERN 25, ARMAMAR BRI FIRE T,
RREEROESED DV IEEEABCI I RY
5 5%, T, mtDNA OBENSH L - 7o, EH
t b mtDNA 2, #16.5kb (kilobase) D Eik 2 &4
DNA T, #DNA L3z LTs b2y FY 7HICE
75, mtDNA (38 DNA & & b IcERERE RO E
H%a—F35, BREETATP o0&l % /i L CHlan

®1 IFACFUTERE BESE: mtDNA R
% (DiMauro S” A 24%)

e & - B PR mtDNA @ R
Kearns-SayrefEERF SHEMBE MIRKEZE x4
PP TR 4R AR 4 %
Pearson fE{&# BETRRHEM, FFRE & %
MELAS GG T T
MERRF sty m—zaihche SRR

. HmER
Vst Bl (nt 11778)

MELAS: mitochondrial myopathy, encephalopathy,
lactic acidosis, and stroke like episodes. MERRF : myo-
clonic epilepsy and ragged-red fibers.

O ) AoBFREALThoRBICEHECRE Shs S5
ARERO mMDNA O H 5 % 7. Pearson §iE 8 B 12
Kearns-Sayre fEBEFICBTT 52 L5355,

AV N7 RERE - FER i 5

=2 F - 0T 50T, mtDNA CREN ST
MfORECEE RO LE 2 bR (”1).

ItV F ) TREECHBTAEEAEE Y,
mtDNA 2E0RE»LRETS L, mtDNA K&Bs
X U'mtDNA AEARERBO 2B 9BT B - L 0T
&5 1)". mtDNA REFH T, mtDNA ©—AHY
KELTEEL DN EVHFEDO mtDNA BSBH X h
%, KSS, CPEO % X U* Pearson fJEfREETIZ, =D X 5
7¢ mtDNA O X% 4%, mtDNA SERTRETI,
EERENTARREELKRE X h 5, MELAS,
MERRF ¥ X 00V —<AE T, FhENDOEBICER
ERYLD (K1),

mtDNA BB XN L TkottRiciEx bh 30T,
I av i) 7 REEORERR HRBEY LT
5. mtDNA SRATEBETE, V—_ABRERD LS
Z, FRAOBEHER 2 — v IBRBEC—KT 3,
ZOBHE, BEEBOLZRLTHREZICLE—o mtDNA
REVPRE SR 59, —F, mtDNA R&EBEO LTS
WHEFATH Y, IIRMERAD S IRER EOZ  Eil
CEREMEEXLIDOLEELZLN TV S, ik, mtDNA &
KBRS LU mtDNA SRAERB L g, B UEEOH
e E® mtDNA & 2% mtDNA & 2 BET
BBE (~TRTIFTARI=) RARBIZ EAHHIO2),

IIT KSS, CPEO

KSS 5 X ' CPEO %, #fTHABARE £ 3 ¢
F— (BRHOBEHER LrT#ks L, RETE
NREERR, BERE, OMEEEEL S RMEET S LS,
BRRBRIEES Lt chh, BeR, Refiny
ETBEhLZ LB B, MITHAIRGRE, BIREE
AR XU 20 ZLUBTRED 3 T#cinz <, MEHEE

B2 HH#r7awybicd s mtDNA REDBH.
C:IEW¥3%E. K:Kearns-Sayre fEER, P SMETENBEHRE, M: $ b2v K ) 7REENAD $ 42
F—. ERERDEFOBEHEH mtDNA © Pvu I/ & EH et mDNA EDA~1 7Y ¥4 ¥ —2 3
Y, E¥O5FRE16.5kb D FOMIC 7.0—14.2kb D3 v Fa~F n Bz 785, mtDNA 0 K 24 A7
2hi,
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%2 Kearns-Sayre fE{RE, 18IGETHABGHE, fOMOELBIZE 5 mtDNARE

CIREATR
R A e mtDNA
i 58 i B -
SRR IRBRTE  @EEH K% 3243 Zoft
Kearns-Sayre fE&ER 4 4 4 4 4 0 0
18 P 7 1 2 IR R 15 15 12 3 9 0 1
R EREN 15 1 0 15 0 0 0
FEE B i 2 0 0 2 0 0 0

3243: MELAS it b5 SRRER, T off | nt3243L0 0 SRRER X REFE T & 1AEF,

3  Kearns-Sayre SEREORENRE (G,
14 3%, B, BRI S TR B 2 3R
W5, ERCbFEBEOFRESS,

@4 (eMETHARBRRENOELREELHR
(%ZBR).
28 %, ik, B MR EFE LT 2R3 (RHD,
HRC b FEEOFT R 55,

2 /NBEEIR, 100 mg/dl Ll EO#EER EAO S B, W
Thhr—oU b2 &0 5 EMALERKLKSS &35
ZEBRBHBI,

KSS % CPEO iz #3517 %5 mtDNA K&ix, HWahae
b4 DNA Z#H L, B47cHIRESR cHL®R, wild
type >mtDNA R 7 r =7 LT3 F v 7T ry b IT
IoThETES, WEIREEEYY FE#BEO—D LT
5 KSS T, =0k 57 mtDNA R&EVEHE CHH

Thpymoene  feds mtDNA K%k, PCREZHRW
B EeRBEmEABTcLREIhAEALSLY K21, F
ELNHERLKSS 5 XU CPEO A BI B BRI
mtDNA R&Gl% 7.

%212, THOHIMEE L KSS, CPEO ¥ X UIERE
YRR O BB R ERE £ mtDNAFTR % % &9
f=. KSS 12, SHBAGRRE & IR T EIC 2 T, WRIRS
B B & 2 e MR IR At 2 SR 7 (R 3 ), CPEO T
12, KEBCHRBSEMITIZE Lo IR BIRIEIEZE A
0, BRBEEHCHELNLCHEEERELERE YLD
FEFDNAL DD ot (B4), REDYA X, REMA
BIUP~Fr 772 :i-—0EE (E¥ mtDNA & &%
mtDNA + o%&)i2, KSS & CPEO oifj# TH#ELIL T
B0, FIREIEZEN & mtDNA K&K & OB EM T
THTH 5,

Pearson fEGER Y, HAAREMEM, HLSFER (F
H, THD), BIBOER X OCHFALERL, &< 3R
MR olnily L iR EATH 5, Pearson FEMKEF
12 KSS & E#ED mtDNA R&ERRL, T OBAEFHH
WRARIEZE M 27 KSS B AT LI iERI 2 B 519, W
%, A—oEEH2YEE Likhb, B mtDNAOE
AR B s b ERBERSZ EEATY
%. ¥1:, CPEO iz, KSS iz bh 3 X 5 iR ERE
TRz, PRRCEULCBRERE L &0F LICER
PREXRTWAY, CoEMTR, SARICENR
RRF 23 & h, REAT RLA QKRR CPEO i
—%T5, pRfR, BEAEEREILITOEHYE
RIREMRAL & T HBIRGEEREB L A 3h 3™, &
DX 3z, KSS #ZiTikicd, mtDNA REFTIZZ
¥ RGIERE L RD Z EATRRERD,

IV MELAS, MERRF

MELAS %, R#ET5REPHRREE A ~F-BX
UCEABMNEYEERETS s bav V) 7TREET,
HEEIZIFH TS, MELAS €, mtDNA/3243 (A to
G) DAHEREENEFHECREIASY, K5I
MELAS fEflic k135 ARRERKEHO 1 flE =T,
3243 ARATRIVBHTH - THHRESE & L TEER
OBEERH D, FRRCOHESCERR = TEMN»D
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M C MELAS

708
614

5 Mitochondrial myopathy, encephalopathy,

lactic acidosis and stroke like episodes
(MELAS) fEfl5 7 2 SAEKRTRDIEH.
M: oF&~<—»—,C:.IE%¥%E KK mtDNA »
#A L LT, nt 3153-nt 3860 fHik A #5408 L 7= PCR
EYo Apal HiLETh. #F5TE (bp) 2FET.
MELAS 45 81 7e FZE A ZE R (nt 3243/A-G) 235
Bicdiz, EH® 708bp @3 v Fofiiz 614 bp @
AV EERBDHD,

B 6 MELASEf &5 h-BiRiEEEN (GR).
46 7%, Bk, BRIEESETICIEERBIRGEI A3
D5, FRICHFEROFTRZTAD 5, = OFEFITIL,
3243 SEAERIIEMTH B, 10310 (G to A)
ERBRERN B &N,

A9, IREH, HRFHE A LS Z L23h 5, HEE
PTG S H B,

MERRF %, i A/ r—R RE@L s +23+— L3
ERET D I bav V) 7REET, mtDNA/8344 (A
to G) DEERARERVEHECEHEhBY,

E#b1X, MELAS 6 fEfl 3 X 0 MERRF 3 fEfl o
mtDNA & HRATR & ##5f L7=. MELAS <X, 6%

I ha VY TREE RER ¢

(7 Myoclonic epilepsy and ragged-red fibers
(MERRF) EAORERRR (HER).

36 5%, FiE. 8344 SRRERNIBHTH S, WAL

HEMEE O Ricing T, o s e Sk

R D, ERICLFEOFT R @b 5,

2HICIRERY 2 RH L, K6k, HWBESEMcESH
T fER MG 4 & W R 1o 7R L 7= MELAS fE#I o IR EFT
RTHa COEFATE, 3EERALTRES IV
mtDNA Kékix & b gt tdh 525, mtDNA/10310(G
to A) ODEBRERIBHIAL, LaL, ZoFRIZ
7 i/ BRBER A b0 T, REELOBIENIRSD
CAHATHTH S, LEofEf & ELUL - BIREEEH 2
73 MELAS fEf 23 2T 5%, MELAS i3,
AT 2 R THEELAD L0 S Lk, —7,
MERRF Cix 3flsh 1 flciBEEREZRE L. BT
L, 8344 SRR RS MO MERRF EH O RER BT
H5H, WEEOEMESERET R T, BEHO#E
BB e SRR E 2 v te, ZoOFTRIZ, ND4 TR
Btk D b — ~ L SR AE BT 2 7o A 7o MR R 2 i | Al
e,

CDOX 5, mtDNA REBEIZT TR {, mtDNA &2
REEFC BV THWEREEO RE L HBEMLD 5.
ERGIEERTRIZ b2 v N ) 7REEYRLE AR
B#Eo—2 L LTEHELR DD, tEELRELTL
5,

Iha V) 7TREECS LR S BIRGEE R,
mtDNA £EFICERT3— KM b DD, H5 LT
IV ) TEERE (=2xAF-FRE) KA %
Fled DO TIRRMKTH S, CORBELE
W B iy, MIREEIZ 1% mtDNA RERE O
HEREBATILELDE N LA,

V HEAEEHEI b2y P TRE

EELIL, I bav P 7 EEECBIREEEM: 2 A
LDhAEHWCEHLT, £H5RENL, 1 OoFEEY
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Fble\ W BEEREMEBE» SECEBT X 3 KHMm
DREHCOWT I b2 v P ) TEREOREYHREREL TS
fo1923 Mullie 520G L5 &, $tavFI TR
HIE 22610 5, 2 GlicBREFT L 5 BIREBIZL M
FbbhTwa, T, mtDNA/8I93 (T toG) AZE%k
FRZTT Leigh BETIR, WEEELSEOIBENRY
<L, neurogenic ataxia and retinitis pigmentosa
(NARP) & R & 1529, NARP O#IRGELEEH: X, £
FREX b WERBREREN O h LERENT
LbESIABRECHRATE LV, LkdisT, 258
R b BB A FELEN ¥ 2 B O BRI
teo—HOERT, mtDNA BE S BH S h 5 aEdE%
BETERVWTHA S,

T, MEAOMIRERTZEN 156 (ER 12 41, +
DB 3B 3 X O EANHE O FEE T RIS AL 2 Bl oD
FAM DNA #5308 & LT mtDNA oR&Y T -1, &
¥vrey bBICEADT S 4 =—2HWAPCRIC
o TREDEREYBER L, 751 ~—1, £ThF¥h
DR DK E &EA4 1,200 bp RTEICIe S X 5 IERE L.

8 MEEREE &M IEE IR RE ES DR
EfFR (BER).
52 %, Bk, KSSicabh 2REMA L ELL T
5 (A), BERESEHRE TR, FWEEEER
HWhmg2hs(B), ERCLRBOFTREXZRD S,

ARSEE 9% 1%

* 7=, MELAS(3243), MERRF(8344), NARP(8993)
B IOV —fF (11778, 3460) @ HBARERICDOWT
BELL, HEAEZHOEMICOWTIE, v FF vy

#3 MEMRHBEENFE: mtDNA RRAEER

Ee i it NDAZR NDIZER
Tt S R 6 6 0
F PR 7 4 0
PR B R e 11 8 0
PIFE 10 T R 12 1 0
&5 &t 36 19 0

M3 FEE»OBRBEAERATE Vb0, HHEE
. FEIERFAREE, ND4ZFR  mtDNA/11778 SR ER,
ND1ZRE : mtDNA/3460 SERTR,

RECANROL. K0

9 paxF1)y7DNAIZHITA PCR-SSCP D
141,
EENEERS X NDIERBHEE OFHM DNA
R E L, AlEA  EEARBRGHE). L EE
A (), —HEA  ND4BRBMH O L RES,
BrOf  NDABRBHOFHE L —<ARER, ¢
dF b7 74 =—% B\ T, mtDNA/nt 1453-
nt 1726 ff#i % PCR T#iE L1z, Bt 2272 PCR
EMESREV T2 ILT I FEATELSRIL,
FM e VBECEE L BCEXETRAB ISR,
PCR NI ARARERE LB, EWOA v P E
RERBDTFREROAY FABRHERD - LA E
#5, Heavy chain icfi3ET 53 v F (BEHD) ¥
X U light cain T35 v F (AEM) 2, %
hENOREICTRIRICA bR, SERERI Z
LR ER S,
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BIETEED 5 b, codon 23, codon 58 5 & T codon 347
DERRBRIZOCTHEE L2292, BRI,
mtDNA X e V7 v BETFREREXRD o7
(& 2). RSO mtDNA B2+ 5 72811,
VITii~% X 57z PCR-SSCP (single strand confor-
mation polymorphism) i X 2#BEHNHFHTHA D, i«
B, MRARENCHEE L CRETFRE LR 3 27
for ¥ 7y vBEFRECMZT, <V 7=) v#E
TH LU ROM 1 BEFOREHESHh, BENRE
HEATREE I RT3, Lichis T, Bl oREE
TFRECERT 2 MEEAREEVBRA Shichbd Tl
i,

DRI MR IEES 2 RT 10 (52 5%, B
t) T, KSSicabhb o & ELloIRKEEAH: % 3
¥, LvbEROMVEERE (RELEH 7= » 2)
BRI, LaL, EEEo X 5% mtDNA RFE T
RERROREr-12(K8), DX 5 RfEFTIE, I
BN DR & TPCR-SSCP Iz L » THREL, &
BERMRAE LRI, EXEIIZRET S L2V
MHETHHH,

Iha VYT RWE - FER b 9

VI v — = LR

LV —AdRE, WREORSEEY T E R &
TAHRIRBEGHE TH 5%, = 0B ICiE, mtDNA/
11778 (Gto A) D HEREE (LI'F, ND4AZER) i
<B#ET %Y, ND4ZERY, F#EMm DNA #3¥6 & LT
BHCHRETES, APOEFITR, BEALFDL—=
ASRIEFIC ND 4 R 5.5, Bl T, mtDNA i &
L ELICEERTAPEREE XL, SHNEN X
hoobh%, BERIEMAEII L CBRETF2EO N SE
BOo—2kwwz X5, vk, NDAFERL i,
mtDNA/3460 (G to A) BRI EDAERERYRT
V= S AFHEFSHRE T h T 53,

F 3L, EELESI mtDNA 2 L A iRt m i
36 FIOEELYTET, 190l NDABERATD, L — i
WEREZH Lz, 17THIIENDATFERKETH-T.
3460 R 3 L ' MELAS (3243) R & kR L1
B, 2B TH -, BREBEEY R S FREEMN
HY, BHIPERIERShCERARZ TR, IR
Ol % 7o R BAHEER AT B o IEERFlic, ND4ZER

oo LU U o o o

10 L—-ULFRERZ & 5 h i AETER
ND 4 ZREMEH (19 B H) © 24 BREOERNES R0 e md. BERCHER: BIRAEELT
Wh, ERIBERBS %2, BHREBIRES 2 FhEhRET 3,
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DB ENHS, P, RRTHORMEKEYE
H+arESD 2L LT, NDAZFROBRFEITILEEREE
ELT—#LLo2H5, Lal, NDAERVEKT
HoTh, V—NEEELCRIFTETE LV LIE
BETREXThHAH, BELIE, RAOHARARERYEG
T HBic, mDNA % #300bp D Wi f w8l L T
PCR-SSCP #*RAA T\ 5 (F9)*, ZhETDLIA,
ND4 BRI 7 : VBRERYHIERIBER I LT
W g,

v —~AFETIE, SEREOMCRERYEHTHC
Lrabh T3, NDAEERBHED LV — <X AREH
T 24 B OB (Holter LER) #FE T 5 &, HERE
OB ERYZH7-(F 10), Fi, BHBHICS Fav
FU7OMRBRERZES s A7 -0 RERTZ L&A
HBHW, Xz, HREEE & EUOBKAT R 2R iE
Fpide 53, Tihbb, v —~AFELmtDNA 2523
i LT 545 %HE (multisystem disease) & g3 Z &
WTED,

VII HREMHCALR 7 4

HH¥EEME > 2 + v 7 4+ (myotonic dystrophy) %, 3

H11 #Hr7ay bt sHBERECRAIRT 1
FEFIO CTG-# 0 R L BFIIER DIRH.
¢ IEEMEB, B FEWE0mEe, 205
fil D 5. BFRSTFEKDEEDLT. BHETI,
FHoOBRVRLEFICREATAEFD v F (3.2
kb) & REC, BEAMIBETCERT &5
DAY F (6.0kb 3 XV'8.0kb) #@BH A, EFED
HETik, LhESTFEOAV IERALA, BDEL
BFIOEEN L h b RE VW EATEREND,

HERE&iE 9% 1%

A F—TEHEETIEROEEESRTERTH S,
BREEIUCABHIZ: Fav P Y 7 BEE 7 53080
AEBHREOMEBITRIZ: v ¥ TREEOTTRE
FAfETHH, FTREFRFOERHRELZDLHLLH
5, ¥, aNEofic, BETE, BREREHEZS X
URIRMEIEEN 2R L, BRROEES I tav FI TR
WHE L ELL T\ 5%,

HRERECA e 7 4 OBEFREN 1992 FCHL
M dh i3, 19FRHE E T, kinase B D EH
(myotonin protein kinase) % =2 — F ¥ 5#{ZT O T
iz CTG-repeat ($H ELEF) 0RELERNLALR
5, Ebic, BYBLEFIODERBEL (A F—-0DE&E
EE BN TRBIRTWS, T, HE2ELZ L
CEEEANTEHS, ThbbEIEEE (anticipation)
e T3 2 & { CTGrepeat A THZ EHER X
T3, ZOoBRETFEER +¥Fv7ry b Fhoik
PCRIZX o THHAIEETH S, H 11 I, ¥¥F v 7 r » b
L ABEFREEREERD 1Rt REERTH
% myotonin protein kinase (%, ATP ##H & L THH#l
fafgio v v EM Bl S5 Z EAARE S h, FREEE N
LTS bavy FY 7HEELEELTC-5. FFVv-AT
OFEMICABBE P ST IE, rav P TR
WEHORBIZOWTHHATE B0 Ll

VIII & &

I rav P Y TREESBYHEBELICLE, Thii
e SRR L LT, BEETHORRESEES
BB THEN 2 T, MIREEZENS X OREEES DT
HhaZ EEiEAELI,

mtDNA OBRENEZEEQ V<L, filgv <15
BELV<=AT, I ha v Y TREEORKEL DX
I b TWuADNE 2T HBEPETL T
%, mtDNA KB (= —- = {3 pocell) &ZR
L7- mtDNA # & offifa L @& Ru L Lo
LBE, REBTIZ60%LLE, SBEAERETIX I5%L
LOBERE mtDNA AR bh38BEE, (2 v FI 7O
BEERENRBE T 50, Z oz i, BREROEEE
F oL RBMEE L mtDNAZERD~7 75 A —k
OHBATR®L T3, ¥, v—_AREFICHE
b ND4ZERZ, 'PHREEEESE (NADH CoQ reductase)
O&EH (NADH) AR EYRITZ LTRSS H
%4 mtDNA OB # /R TEHSR L 08 DNA &
mtDNA + OE#REEREE Y mET5EHA Mo h Ty
A LS4y B DNA & mtDNA & 0B # (cross
talk) oW THHELERT A,

BREHC 2+ e 7 4 TRERRBETRELERE
R EREM, b v Y TEEEEYRT.
i, KEROPEARESEZTRTI L8355, 1+ =
v P 7REECROT, BROEELH > £FEED
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BIEFRRABEMCRET5 2 3, BEER0TH
EEORELZBFTHS 2 THEE DL L EbRE,
CoQuo R EFEE 51z X 2 R TCRENE D TH -
7o KSS fEf s & ORI v — <AFRIERFD, FhEh
AHOWREBICL > THREZRTLE9), “D X )i
BERETOBN L Lbic, BEBEY D REMHNE
TORFLMLIELEbLh 5,
BEARBARBEBEL G IR WL ToREFicERL 3
7 (e, JETRRD, tEET, ¥ E (EREELER
KRR, R R—, SEHBEZE RER RS ELIRRD, 2H
t2, RBE%4L, —REAN, PEFEEBERIEERED, &
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