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Abstract: Mitochondrial diseases (MDs) are thought to be closely related to the dysfunction of the electron
transport chain (ETC). The five complexes in the ETC work cooperatively to maintain the normal function of the
ETC and thus ensure the production of ATP. Defects in the function of any one of these complexes can impair
mitochondrial function and lead to the occurrence of mitochondrial diseases. Therefore, for functional defects of
different complexes, corresponding therapeutic measures can be taken to rescue its function and achieve the

alleviation or cure of mitochondrial diseases. In this review, we focus on five complexes in the ETC to illustrate the
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mitochondrial diseases caused by functional defects of different complexes and the corresponding therapeutic

measures.

Key words: electron transport chain; mitochondrial diseases; complex I; complex II; complex III; complex IV,

complex V

£k ki /A <% (mitochondrial diseases, MDs) /&
— ¢H 18t % Pk S AL 1% B2 1k (oxidative phosphorylation,
OXPHOS) Ty HE ik [ 3 Bl B 04 4% H = W5 IR (ATP)
ARG, 3 A R R AN AL A AR e
Hollfa RR IS B ROR, BERT LR R G R i th ] 2
REXF. H, REFRREENEE ZHRK,
WEBILARS. WERE. LI 755 Y. MDs
()l PRI 5 R L B UIAE OC, - AN [A) 9 IR <2 3
[ L T4 8% (electron transport chain, ETC) T
Fa, Fo ATP & RE )2 2 BIAN [FIRR BE RS2, 17
H T AN A 4H 2348 B 51 I R 3R 28 1) B0 A 280 B AN
7], DAL T S B D PR IR AN ]

ETC Hi#% DNA (nuclear DNA, nDNA) Fl1ZE i {4
DNA (mitochondrial DNA, mtDNA) 4 7] % 15 1] &
F5 W B T B, I 7 5 A AN [ £ 2H 2
W B9 ETC LS MBEEAES AWM (EAMY
NADH 72 Bi& 5 5 52 64 11 BRIARR - 2 BRIE S5 e
SEMM ZHE - MR ER L)l Z671V/
dHfR R ¢ E AR, EAW VIFF-ATP 51 ), 5
PR R A% 3 1 LT AR (RN IR B K A V2 R AT AT
VRGN o) LA T e EEE V. T
19 B Tl BE SRR /& MDs 1) i 1 B R, 3T A SR HE 1)
HL & B BE Y MDs VR 97 A HUE T BT
BERE o ARG TR ) FL AR I BE B AR
B BB SR IR T ik, B IR 4
RAARSIRIGST IT 1 HIN IR

1 SRR R aITA

MDs # 1 mtDNA %, ( 1) % nDNA %875 3]
ARAR L TR IR RE GG, G ATP GG . AEE
SRUFAS A 10— 21 5 R P AR AR e kiR
RN RE B R4S, D RE BRI 2 R v
ZHLR, MHEWFITNEZFE, [F—M RN DUE L
ANFERRE, AFQRZER LS EE R, K
FlRE E R4 2 LA R AR S [ S 8P
R UL R, BRAMIL. O EEALESHA S E
AR RN e 7 R T 52 BAR R o™ U
1) MDs 5 Leber & M Z 48 (Leber hereditary
optic neuropathy, LHON). & Vit 17 4 A Z1 L 952

(chronic progressive external ophthalmoplegia, CPEO).
R - 28R4 1E (Kearns-Sayre syndrome, KSS).,
AR LI 0 995+ 3L R Hh 25 B b KUBE & A (MELAS
CRAAE ) & TP AN BRE 52 B A R 5D,
4 LHON H LIRS 52 R KRB HURE RN
ZRAZ T HA, LB SRR i R R I
IRFEEE, H LI SRR B R AR AR B S AR K T
EHT) KERM. BEMAERER. J%57. B83hA
M52 MR R AR (Y ) LB R IR I 2L A
PR, BRI R SR A0 t DL 2 Fh 7 AR
PR, 5 KSS FHKM R AR 2 . IR
PR AL AL S BB, 5 MELAS Z56 fiEAH R 42
RO 0T FLERIR P E3 A0 i JXURE R 1R S 11,

13- MDs ik Z Il R4 0 A0 425 R B 2 Ja) R RH 5%
PE, T HAFE NG IR 52 22023010 22 e A A0 R A8 77 i)
ZAEME, BT DL SR 2 W — AN AR R ) i
P U AH— S (R RR N, G 4 M b
KA AT T A ) R AT A . Bobi 4 [ 1k
MZRLARS) 7%, X AT RERT T ZeRL A 55 1 A AL
AR DL SR B EEANE ™. B AT MDs [f1i8
S NEEBEUKE Z B TS se v, &
e S IFIRREBRRE . ORI A 25 B2 B %h
FRERZ PRI REVE YT, [ I 3 % R s A B e 4
A (mitochondrial replacement technology, MRT) “Ai%
PRI TR MG T R T BRI B RAE i,
H il MDs 17310 Jeiki6 i .

2 BETFRIEHERELE

2.1 EBFEBENERN

2RI T AL A AT A A IR A K ATP
LA WE. R, A E SR A
R PR IR R NADH, 42— it l 1L
BB AR AL KR ATPPYE 1), HhE AW 1
FE—A L RN, AL RN ZORE A B K
A H iR T A B B K B . SROKE & A A
NADH [ F B A% IR (FMN) fl Fe-S i L,
LIRS S Q. BaW) 1H5%2k § NADH
(¥ o7 I A R 25 G Q™ A 11 ER I/ T SR A
% [ 7 (SDHA. SDHB. SDHC. SDHD) fll# % i
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W WS % 1 IR (FAD) 4l 2 4 . H #1, SDHC #
SDHD Ay 3% 511 Mt 20 g (1) 26 0L 1 9 48 5 0 B4
SDHA N# 24 1, SDHB NZ:Hi &1, SDHA fl
SDHB & BRI &5 5400 . =AY 1 IR B R
WA, ik 5 A B 3 % 1 R (FADH2) J&% A FAD,
W BT M IEHAR 22 FADH2 1 Fe-S fL i 45 #ilg Q™.
HEY L& ARG, HIhag X 32 B 540
R b, AR MEBRED, @it “QEH®”
SCHL T A QH, B 40 i 1 2 ¢ (Cyt o) 4% 38 Y,
HEWIV (COX) £&— i - AR R ZRKEE S
Y, H1 mDNA % i3 (1) 3 M A6 A% 0 T 5247 (COX,
COX,. COX,) 1 nDNA i) 11 A7 207 45 g 2,
COX, Fl COX, i & i 1) S A8 J5 4 Jm v M o0
COX, &5 &V PE Cyt ¢ 49 V H ATP &1,
EARAR S 5 T [ s B AE TR s R % Th g
EEERBEEH. ©EEHRTRA o By vs 8 €
YRR SR K 45 3k F, AR /K 1K ay by copp IR
IG5 R I Fy AR BT
22 HTFERENER
FRETIURE AV S8 Cyt ¢ JEH 48P
K TALSEE . B4 DK E NADH (1) H 7 1£i%
ST Q, EEW) 1Kk A BRIIRR 1 s T AL B A 4
filF Q, &) I R4HEG Q #5415 I T 141845 Cytc,
Cytc ek HE A ML B TEE AW IV, 1E5
AWV L O, AR HEFIHHILF K B o, 5
W WAV BE R PR . YETIE
E W1 AR BAHEG Q I AT PUAN 5T 4 Jek N B E N
JELIAIBR . QH, # 5 &) I A 248 fi 7% 5 3] Cyt
¢, FE—ANHETHERR Cyt ¢ WA T 5N
RV BELO0], Ay DA B 3@ 1 A I A DU AN o 4 2

ANJEE B, Cyt c MHFAEBELEE AW IV, 56
TV LR AR R T B R BT DY AN TR
TR RO, AH 172 23 F B SMOE JE N 1 401K I
RS HFEP AR T, BT DA ¢ 5 20w JEE ] B ) 52
NPT B A2 R 5T A 255 1 P2 R 30 5 7
B ) B A M4 P52 7 1) [l 2R o, R TS ik
AR E 5 V FIR, BT ATP 4 P,
2.3 HETFEREBREAKIMELS

ETC By AN E AW 2 18] 45 A5 T RO R
HMREEE, MEAMIMEAY NI AL, 54
Y RIS G4 IV H 250 ATE R — 5k, LKA
I LA IV AT S FROy “IEIRAA” [
FEGE A B0 DRI F T3 A
PR RIS, EH R TR A AR
) B B el A A 3 P T AR R R A —
HLF LR AL 1 45 S 22 S BUS T4 (reactive oxygen
species, ROS) 724, ROS 7] 5| iR 4 g & b i . 1M
WP R A S AR B A AT AR LR35 & (¥ ROS 774 0,

3 BT REBHEGRIEE KRR A B R R RTA

LRk B a2 SBEAYIL UL UL IV
51 AV 7 VTN TR S5 €57 A NG 20 =a 1)t S 7 1
PR RS LA, R, 55 Re AU HE AR 1)
FeE kL P, ot AW THISE MDs & i LAY,
ZXEEEMIAGEEHER. W1 2H KN
SEY, Pl H i S AR, KA AT Re A
Bz 38 hn, 322 mtDNA B nDNA 4mis 254
TV B A7 R R S 2 2 2 AT 1 A O 2k AT AR 300 R
25 BN i, gmis R A4 1AL ) NDUFS 1~4,
6~8. V1. V2. Al. A2. AIl. FI fil F2 %t [ 5% 4%

Bl BFREErEE
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SH Leigh £ A1E Y BB E A9 1 B2 —3
ELECE W R . 254 11 H 4 AN ALZH A%,
H 4 AN pAL A5 Az L R gw i, 4afid ik [Rl SDHA.
SDHB. SDHC #il SDHD Z4F ¥ al 8. A W 7t
FWH, P ETLLIES ROS K, S LBERR
AL, BRERABE A, XHAhSHRES
W 11 S BE S (1 —Fp AL B, 1 SDHA-SDHD 4
DRI fe 3 801 Leigh 2 & AEABIR M &AW1
Feath 2 — 2R LI MDs, HIhAEFES 5 MT-CYB (M
— H mtDNA L g 5 14 30 B4 ) 1 58748 B R A
L (43517 BCSIL. TTC19., UQCRB. UQCRQ.
UQCRC2. CYC1, UQCC2. LYRM7. UQCC3) 5 5%,
ENEEEEW I AR . Fla, fTais
T XA K TTC19 R RS SFHE A 1 ke
Bafig, JEHAMITRI 11 4 TTC19 RELGHE A
) 11 Thig bt i B R — AN L F R AE, B/
AT HEM IR, FH A B Leigh Z5-G 1R 1) Kk
MRI 55 B9, G A5 IV B T i T 547
ff) mtDNA (MT-CO1. MT-CO2, MT-CO3) & nDNA
FE IR A 5 HAH 23 K 7 (COX10. COX14, COA3.
COA1 fl MITRACT %5 ) JE i tig, #E S8 E &
Y IV DifefERg, g SURF1, SCO1. SCO2 45kt
DR BB S 3 Leigh 254 1E X AT Shfg sl ), &
HEYV SREERHEEIR D W, HEANERE &YV
ShFAT R A MT-ATP6. MT-ATP8. ATPAF2.
TMEM70 il ATPSE 2 [K 2845 U9, 4f& [ P 4K S AT
FARIE, LR L2 P2 S YE G K
AR RS T R SRR, 2 5] MDs (1) 5 B A
Biltn, mgwmiSE S 1. I, IV A V [ mtDNA ( 5
mtDNA 25 #H 5% ) SUCLA2 8}, SUCLG1 £ ) k&
RARNM 51 mtDNA & i BBl %, 2k & 2ok
41 OXPHOS e 7,
4 HFERESSYIThEEERNETT A

H A 7E I R b 78 24 A= 2 B PR () i it L 5
PO LE 2 0 R L TR 1B BE A T ThReRsg A H .
SAEY 1M MDs Bl g iF 2 W& 51k ™. i
ok, BEEAMEIFHARESKE, MR T
— LTI SRR R VR TT 5 iE - BRI YT . AR
e AT R A AR AR AT A L i O
SRR H MR IE IR . bk B RS,

HAR B RIVE YT & — Ml TR T AR L R AR
SRR G VE G Tk BEENGYT 2l 3
IR B AR ] P A Sk 0 R R R AR B T R

B2, EORASE S5 o 1 ) e A DA AR SR A Y 5 g A R
PRIZH B E ok s 3 . H BT R R VR YT 72 LHON VA
SIS ORI R o JAH B (adeno-associated
virus, AAV) B8 1% iy AR AR B, HAR 58 VP2
SRR 7] 7 471 fil 5 T K AAV BB ) B AR AR, M
TSP LHON #5H UL A E09T 5 X 5242 ND4 {133,
fifi AR BB BE T RV B, ATP IR & ™ [F
FEsth, WA FALH] AAV-Fdxr ( —FhZehifk & H )
F VA IT 42 KL AK p.Arg389GIn R AP (Fdxr 2 i [ 5 )
(R /NEARRY, B T ARRLA Th e RS B, R
LKA GEEYL HEH 3 M (ZaW1
I3 ) ASBUK ) NADH il S8, BE Bk
{7 I\ NADH # 8 372 g V. 5l i 0F 50 % L%
RR41 il NADH it (8§ NDI1 7] LUE & 8 B i 75 510
e <5 % /) BRASE R B S AL B R AL BRI, AT e e
PEE P BT, SRR 5 RO AR
W, AT R I R R AT 5

BEAE A= AR A B0 2B A e 2 o b 31 22 5% 7 ) 4R
I, i A S AR R Bl AT B Lk B E 2 A2 T FR Y
KIE, WMREAE —ERE B BRIk, Haik
BT IR I H Ao S W S B T S S
SRR AT L K . NAD'/NADH P47 2438 28 ki
REEY) 1 iRekEfs KR AR, AfETT B NAD'/
NADH 4 A 38 J5 1 ffi5 7™ 5 2% 1 5 5000 8 PR B
WAL AU R I R R E AR,
S ) 2 1 i S 0 1 B0 AR ) A 7R R 2k
RLAA H A 3 B AR AR IBC A O, o e P I A i 3t
RIS E S TR Ar, WiEE S 1 S-
AL 5 B AR Nef2 (1) R e ek, ml LIRS P
HERR I, KR EY TRAGEYT . WANIK
HICae o LR A ThBE, B anEoE WM BT AL
77 40 2% Gt AT M 1E B8 38 AT 4 400 0 v 52 451 1 2 ki
RAEVFE RS Y R FOR I, BEER T
(dihydroxyacetone phosphate, DHAP) Z& Gro3P & ji§ /i
(NAD'-dependentcytosolic Gro3P dehydrogenases,
GPD1) {5 Az B — IR H R (glycerol-3-phosphate,
Gro3P), fEiX—id#% ™+ NADH #14y NAD", MTfi
et AW 1 kst AR Y Rk, X
NAD" F A ) 55 B8 AL T BE N AW 1 D) BE b i
BT IR, IRk, LRARED R ARG
WL R BT AT St I N / 3R S e
ARAR RN R, BT EmeE L RS
ATP, SR ENUAFTT . Sirtuins & BHITER(E SR
T T 2 (Sirt2) Fe P B AL sh PRI L R, R 2 R
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EEREERFTH T, WRBELRRARAEY R
FRO¥E s o Sirtuin 1 & —Ff NAD #8525 £k
MO, 0 o I R AR A H T A R B I A A
OXPHOS #H 5% J [A] (1) % 53 7K ~F- R 1 9 42 R A4 1) A=
Yk A Thae B teAh, JHEERAZ AR (nicotinamide
nucleoside, NR) ;244 2% B3 f—FE A, 1EN—H
RIREI NAD' Bifd, *hsulHmE L% H rT LARS i NAD'
(A= R BT

5 BFHBREESYNINEEREIRRAT A

HIRE AW 11 Ik MDs BAFE W, HEFZ
PRI, EZARBL AR LA R BEAT P 32 453,
B JiFnz s ae 7 ENR 2L k1 Leigh £Z5 61
TE5 Z MR B ph & 1R AT R BRI T, R R
JBR 2 A AR IR 9T AR . I B JZ (oleamide, OEA)
AT DU i B0E KRR 32 AR T P AL I BRI
3 fi§FE AR (3-nitropropionic acid, 3-NP) 75 & [ K i
RS RARE S T DjeknG . {H2&, OEA X} 3-NP
M EEPE R R B BT e, R A BRI RS Dk
3-NP 5 SRR 07,  H KRR 52 44 R4 A AN
OEA (¥ B ARE R NLEIIE A f5 8t — B0 70 B0 % 3%
FT LU N E A TS A5 B R R A DG B
H AR, kg B2 v LI H T 269 1
GRFE G YT o Pinard 55 ™7 HIEXT 161 10 H kK
GV SIEE LS THAER B2IRYT, 4 F/FHE
PIZE K BH BN E NS . AT RN LRI,
UCF-101 ( —Fi 2 8 1 & [ B Omi/HtrA2 #1 il 71 )
A LAY i 25 LA % 1 (cecal ligation and puncture,
CLP) 5lERIMEME KRB A9 1. 11 T D fAe R % A
ATP AE Rl /b, 535 B30 HE S I RRE R 1

6 HTRIEHES SYIINEERERINIETT 5

TS5 &4 11 DhRekERS MDs (iR 77 777
MR, BT DR SEIAN 7S NAD (5 ¥E % KUt
R O H R ORI R KBRS I
Fiil 7K £ (etogenic-diet, KD) 7F & k7 44 LI /N B A% AU
ORI T R B T ER, (/N R4 2 59
I S PRS2 . ZRRRTER IER 4k, MIfTiEE
H Bes1L 748 512 ) Ze bt . 53— T 78 &
4%k # &R (pyocyanin, PYO) H A L1711 D)
e, ATLEMNE A I KELIERIIRE, Lk
AR AL IEH AL, RN ROS =4, fEREE
W TIL R P % B0 Al ATP F=2E 36, (R, AT LA
I FH 2R e v 2R 1) S AR R AR RGBT A 1T 1)

REPRAG I . AR =R FER PYO (50~100 pmol/L)
ARES AN O B A 2, (IRIREZ R PYO
BEf% 1 N B 7 2F MR 0% NADH sz B b i a7 %
RENEEY LT, v DA IR E LR AR, M
A BT ATP B8 ;1 B R, KIS T
NERARIRE PYO A 2> 5] B2 1t AR AL R, X5t
BRI FE PYO FEA 22 7 4R N K AR B AT 72 AR 7
P, XN PYO 1R &b A i A5 i 55 52 A1) T 1)
BB BRSO AT 2000R YT 7 gt 7k . X R IR
WP PYO 2 5% &2 44 T Gk MDs 14 75 2 1)
TR SR o

7 BFEREES SWIVIIEERERAAT A

HEM IV BA AR EBOKER, ik
R, EXTEAY) IV A OE MDs (13697 775 IS
TRk i, FEE A IV RAZE) /N AR A
VE S 2 47 K AAVO/hSURF1 # 4K T LAt fil SURF1
mRNA 5L, DUk IS 8467 U E 1 (surfeit
locus protein 1, SURF1) #H5< [ Leigh £ &1, H HAE
KT —HE X /N BRSBTS R T,
A7 A 7030 e 25 R i AR e Y ok TR A P o A
BRI R 697 264 IV DyReREG FrE0r) MDs. 40,
T B PR R ) R A8 mtDNA B[] g ) 1)
mMitoTALENS ( —FiZ il ), 77 5 20/ 95745 mDNA
i T B H 2 RE T 40 & AR 7 B R 1,
e PEME S AL ES (alternative oxidase, AOX) f&—Fi i —
(1) 2 KA, o] DUE 34 F 1 N2 B AR 146 31 4+
A, MM Get T3 aE LR A TR Ve,
AOX ANAUAT LU Ay 40 M €8 35 5 (1) 5% 2%, S8 i 4
CRBEGRNG, E R v MR R Hi L B A e
1. BRI AOX 1] L COX 10 R 2K iy B 1)
COX Mg Th e i, fEPLHE RALHILH COX Bl Ay
A, 45T AOX ¥R YT 5 40 ML A7 0% 3 K KR T,
HABEAA PP A K Rk
8 HTFHBERESYVINEERNET A

BINE AV V 7 HE M MDs K4 FEAK,
HEEE 5T KRR GV St it —
T, T EEYV DIReRERG a7 AT kA
WS 7M. HETHTESY V DIRekEmsr
BITTEFER/YNRTT . ERRIT 5.

& 48 1 25 W06 97 A FE R N- Bk B2 R
(N-acetyl-cysteine, NAC). & i =R (dihydrolipoic
acid, DHLA) % Hi S 4L 72 i2F ROS & kR, 4l Q10
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et B AL BERR AL LS 443K BLL 4423 CL R
TR A TS, (R EATIT B IR 7,
PR TR BB 2R 2 B I BRi AR OBl (cardiolipin,
CL) i EE G, 1 CL 5 4Rk 5l /g2 A0 K I AE AR
PLERLARSE AR Ca® BB IR 53 B T & 4%
CREER, TR s U BB ST
VIR, TG YT BT SCONIR T 0T FU A E .
HE 5 A F A EE 2 2R A #E 1) Smal FR 1] il mT
W m.8993 T>G % 42 f Ji i) GGGCCC f¥ 4,
Smal — HLE NZRLAA A, Bl 28 KA mtDNA
gy, JEAERE 8 40 IEH mtDNA 3858, A
M FEAR mtDNA 528 47 faf, 3 50 4H i 42040 W 2 A 1)
Thee "R BT, B BT B X R I (zine
finger nuclease, ZFN). % S0 A1 8 S A% R
lif (transcription activator-like (TAL) effector nucleases,
TALEN) MEAZBRE AT AL mtDNA 4ifiindr, X
LEEHS 2 @t N i ) 2R A4 8 7] 77 471 (mitochondrial
targeting sequence, MTS) 3K # [i] mtDNA"Y, 2 1 %f
ML AR EE R 51 1~V D REREATAH < #0505 LL AR
I I ERET TIE R

9  AEBETFHBERIEEXMDSEETRIR
FEATERERE
9.1 ATTHI=

ITEEEEOR, MDs (2 B RTHLEI BT U T B
KEIFEHE s Sk FER, MDs B T R tEs 17—
SEMRERE. 7> 7 AV EBOR 320 09 MDs 1 BL 1]
ISR VAT RO S, A RARNL R RS
T EAR EROZ R IR B . ERRTT .

4B LA & MRT =2 A Ay B AR A V597 MDs 177
e AERZHIEI T, BURME mtDNA R4 7 i
PR, BB 87 AR 7 mtDNA 1] DL 7 5k kb 5848 Y
mtDNA, KIHFEHAEEN . EHIERE R A
A E . R mDNA /K TR 25T 80%.
AR TR MRT R, {8 IR B 4 B4 1) 1R 5
BRI e e SRR T J5 4K MDs 1 & A2 AH
b T gk - Ye ik 255 #% (spindle-chromosome
transfer, ST) fl Jii 1% %% #% (pronuclear transfer, PNT),
TEF| P AR F2 48 (polar body transfer, PBT) $ R4 %
17 AN A, AR AR mtDNA #4452 JL°F 8 0,
A LAAT 25 79157 mtDNA 28745 MDs 443645 f5 4% 7,
FIHATNIE, 2RI RIE R E R ES Y T
BFImK IR IFIAR 7 — T 8. SAEER
mtDNA B 77 8 H L B2 B0H B R A8 mtDNA j2 4
R 52975 1) B YR T M. i dn, Mok 25 U )
MTS- Al TALE- {8 % (9 XU DNA i & g 75 K A
(double-stranded DNA deaminase toxin A, DddA) LA
B vy )RS [ A e P AP 0 4B G T2 A 2 MUK mtDNA
1 C-G A T-A. AT, HIRAH R
A 33 () B KL AR BT [7) £ $8 % TR B (mtZFNs) 75 5 [ 4%
A0 IR AE mtDNA RS S VEH B, AR 4 140
AR A U, BE X MDs R IR ALH IR
WHFT, — LB 25T a8 T MDs ¥597 . i1,
SRS R VEZ MDs B3 [ERE A, T A R
(dexpramipexole, DEX) #2& F F-ATP &G, 6
g 54 I ATP 72 4= Jg/> O, i #6. FH DEX # 7]
F\F-ATP &1, A7 B H i okl i i 8 PE e e L)
Ko TRAENE, MR IER Ca® ¥ JF a5 S 1

*1 BT RS SYRTERLXE. SENERMGTHE

SHEWEE T FHGEER B A PERRARES S Wk

=R NDUFSI~4 i 55 15T FEREIT « AR T FIFH ASER SR ATAR [49-57]
NDUFS6~8 LeighZ# &1iF W o EEROE =R H IMTRIE IR . Aok A B R
NDI~6 AR AL PN 297 2
NDUFVI-2 4= AR 25 A AE

HHEPN SDHA LeighZi &1iF WE KRR Az R Berifh B bR [58-60]
SDHAF1 LeighZi & ik

BERELYNN T7CI19 HEAT AR 22 IR AL SEME R EERR R SRR B R [62-63]
BCSIL Bjornstad ¢ & 1iF

"HEWIV SURF1 JFF 2h 6 2 BERVRIT BN, TEH AN KRR ERE AR [64-67]
SCoI LeighZi & fiE
MT-COXI LeighZi &1

SEWV MT ATP6 ATV IR 1k VBT IR R R . N-Z B R IR S, EREIT, [69-74]
TMEM?70 Bjornstad g &1k (ORISR SN




el

BT, %

P 3ot B ) RE A A S oA s AR T 3 e 765

BT HL AN R A K, PRI S22 T Al
o #s ThaE Fl Ca™ Fads, JF4ERe ATP (Al
DEX %4 MDs [ITEAEIR T 25¥) . LR A B ¥ H
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