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% AR B IE S (e S5 82071714) %5 B)

WE SHEEMEEEE T, &4 ADNA(itochondrial DNA, mtDNA) % 4 & %/ & b 4K o BB 0 & 1, #E T
Bl RANRKER. ARNEANENFEIAREHEARBEENBNLE, CEZHIMMATNEEZREZ, LHEX

— U FANE A Y, XA RA A, BEREFET FE A A#TREA. SULF, B AmtDNAH
ERREAART T EEZHE, HEHENEAREBRFEFNETAARAETREX, B EEE &R @R R E
JE KB, AR 4 B £ ZE B A A BE R TV ok Bt BT 2 2ok 0 e o HEAT [ELUT 8 W) BE R A B B Pl AR B9 T
Au LT Sk iR B AL B k. A EBEAA . RAWURBIRWEF 7 E, HI5 7 F 5 B A 78 80 A LT &

RAR B R 5 R A B AT
KA

AR e A R ARz A, ME— I B CRER
A as, HAEERHECNRES, H—%EH 2116000
ANBRFE ST IR AUEEDNALL R, FR N 2R A DNA (mi-
tochondrial DNA mtDNA)". 3@ 5 B 4% 3 5% 11 S Ak
WERRAAEFH, 2R 7 TR 40 - 90% LA | ATPHI ™42,
IeAh, wieZ 504, WA HT. B R0
P B Lk, ThRE S 2ok iAo
FEE AR DD RE I R AR, 3 BRI A kLR LG 7
JiF (mitochondrial myopathy). Z&¥ 44 fixi V137 (mitochon-
drial encephalomyopathy). HRHLiz Z)j[# S (ophthalmo-

LARDNA, &M KR, MBI EAEA, AREEHRIA

plegia). £k {4 H.2 (mitochondrial hearing loss)%
(o AES. IR H, IR i T LRk B ) 2 R R AT
Ak, AT, BRI M oA R T ik, HRE
ot LA R DR Al K 56 O 245 4 HE AT A,

LR 2547 1500F B2 15T, mtDNAZwAS 1 3
T3, T SR R A gmit. R, dokifk
TR I R A R AT L A% R A R A 8, T PAs2
mtDNAZZEFTE. 2% S0k 3 S5 R S B A B
AR BHWrmtDNA SR A P E07m K AT P8, Ak, dncks
SV, BLF 2R A2 48 mtDNA R A T L.
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(S8 ) PR A B0 A B AR BEL W o 0 e A 5 38 A% (X R AT PR

1 mtDNASRE DA K SRR P 2 ] B
K&

AF TR AR AR, A9 &6 5%
TR FImDNA, AR A 7] (1 240 f S8 78 R0 fr b i
W, WHEJLAZRILTE DL, 0 Be & 7 R 120 e,
LA ATC LA, & MmDNAE 2. 1153
BN, KT NS AmDNAR/D I, ZRERTR
M T mtDNAYE B MG RR, &GN TER
mtDNA R T BEVE LR b DL4ERR 52 0, R, H¥EqE
HONOE JLHAN 4 IARZEDY i 0T 9 A mtDNA
e B 2 20, B N10°~10082 T, A2 5 4h i
(B 3 ZER G e T R AR AR pE Y TR A
B FmtDNAFE VLA EOK 2 5, mtDNAFIZE R A %
PEEE T RBAED D ol BBk,
mtDN A A LI i K 7 8 4 45 5 AR T B R XS
mtDNAAE Y, (EE — U e s, — % Tix
PR GURAFAERCR B, AT R 2 R 7
VR I mtDNA F A A2 K5 T mtDNA T A2 SR 5 4% P 2%
RAKDNA K Bt (nuclear-mitochondrial segments,
NUMTs)!"™>% AN ot 22 /N R 2 B, K E s 1
EZFE AT HmtDNAE B 17, (UF T~ A& mtDNA)
hietE LRI, 0K T mtDNA A 7E 324 7 4 i
TR, WA e B A B AN A G . R, RS
L ZmtDNAB AL 4G H TR NIER, (HE 1
mtDNAL & R LGB ARG, mtDNAFILE R4 55 555 47
SRUARE RIEE .

LRRFERABE NG T, BRgaid13 2 IR
KAk, BIL22 MRNAFIZANRNA, 37N ER. A
I, mtDNAI R 5 e 2 Rk ThRE I &5, LI
FERNAFIRNAIRAS, X134 2 BRI B0 37 28 42 )=
PR ST AN, Al S £ A mDNA, 24iX
EEmtDNA R 551 58 45— 80, FRONZIF EmDNA, - ifi
MHSHE R ERAmtDNAK, Ry 575
mtDNA"', [ 1, BEmtDNAF 5114, mtDNA )55
2 R R R ) L BRI, ML
T R A mDNA L FIEIL60% LA LI, A 25| ek
R s aE .

mtDNA & AR T 40 5 3, BRTES 40
I R G R & 15 R miDNAR & 4020 sk
., mtDNA P ETE KT A% 3 R A 9 52 1) L.
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o H R A R REA A R BAGE R, MR A A A B
PRI REANAD, AL E B IR, mtDNAK & i
WHEIE10°~100% P FEREE mDNARI S I, 74 5
AR MR 2 W N, bEAh, mtDNAAXS #ids, Rf
R (e S TR 7 RO I TR 745 5 A 45 A E BT, T2k
R Z A e AETE R R 2 gy, Ak,
mtDNA B 75 5 52 B35 P By 72 A ge A P22 g
mtDNAREE ZR GoAHx ] 5, Bl RAR I mtDNA K AE
S Ay miDNA T 5 @R i ), fss
5y 52 B A B I L, DU m I E R 4,
Hogeds e g TR R A, AR 21 910~2015 20 4512570,
R, ZRRipR & — RO & LR, Bt
112941/50007,

2 TR R R R AR B £
T

IR, BN gm iR R R, T 2k R
T & — PP RE R, G0 I R e 4R B R Y R R AR (1
mtDNAXS H BT BA Sk €SB E. BT
WA PE . &R A RN B BRI, S EE R
I ART, AR T A A, I 5 R 4
BRI R R E R, RER
e (1) AR R G AR B R ERAEAE RS, H R H|
i &AJLE 2 LT 1L mtDNA, K& A7/
BEFNACRAR T BT &, AH B RS 2 a0 Sk 3
R S I 2 L R v N A 2R R A 1 T e
T 24 RS 43 VA FE Al (T IR 2 BTG 356 R 4 B PO 2505, T8
ANBNEIT B, (i) dR D s R N
DNA. HHAMRNASGAERNFMBHEA, THZ
2 [ YR M AR AE A Z mtDNA, %5 BRI A &
(iii) [F]— 40 AT BE A7 TEAS [F] AR s mtDNA 1%
B, BEIRERNGE MR, (iv) BT LRgET
WZRESER, HmtDNAK T LRk AL, Bl
BROTIEERNATN B b k57 R, TR 1 T
U4 T e g 0 2 R 4 e R CasO R R TS
Uk, X O H AR I R A B, B X mtDN A
AT 4w 8 B 36 R % A L ST I 0T 6 A A4 9 13 AT
BIT R BB T, B EEM R X, EAH
Pb S AR, HA R I, A2 R
AR
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3 I Bl AR SR B AR LR A P Y K A
A A JHEA T BEL BT Fy T 4

AN T8 3 i R ) B R, AAEE AR, A2
TE— 7€ IR 5 A R IE T RE,  SORLAR 2 4 e & T
T, R A4k S GE AN T A A A R,
FEAFMDN AN MK & 23 A T 30 4540,
1, )P 4 B A B e AR AE VR G T B W B o Bk A
T R AR BEAT BT AT 2 X, 20T SRR
BN RORTAT SRR R e,

ARLAAP & T BE AL, A mtDNAY SR T
N B, DR, S8l B AR B s AR A A B gk AT A o1
SRS RSN, 2 PELIT L AR (1 i B B RS,
SR, B IX A IVE RS AME, BT H BRI
FRATFBA LG EN, A NEE 2. B, X
TP 77905 Bt Dy T R i 28, HG I FH A (R 3 SRR

28 ki Ak B 5 R (mitochondrial replacement tech-
nology, MRT)/2 i i 2 iV F B £ 210 fifd =X 52 s G i
B e, AT AR Y mtDNA B # 5 1 5 ImtDNA,
T 3% B A 356 PR 2L P A B 2R B RS R e A1
PRIR G B 3 BOAZ BN 20, 2ok 4 35k R 4H 6k 52 0
T A, Bk, MRTR 24 R W 8L A5 i oA
ROV S i A%, AR A 32 R 4L BT Ak B I AR,
W5 B AR T N R . TR RAE . B —
AN R AR 1 DA SR RS R (B D!

3.1 AR

AR IR G B O BRI AT S8 OB 32
WIENG K B S5, & A AR, BN T IR
0 PR L B AE AR R, AR R RS
ARAE—ER IR, FEERI Ny —J7m, BT AERE
INEUEEE IR RTAIRES S AN = ) 7 SIIE e SV R10kE 2 shuR
i, B 5 FEEEWIE Z R mtDNA 2 ARG
I, AR, A ORI UL 2 [ PR A O
BRI, HAE AR R, AR T S e,
BEAN, P41 R K B REAR I A T BE 70 W FRAIR, TR
JIA S 75 T O A B (AR A R O R4 I
#, TSR AL mtDNA — R I F AN 5 10 G RE4H i R
ANBZHE, o i A B 2E A T A o e B 5 240 Jf s s A 52
FERENG,  H AT AR A REAR I F A 1 BT T i PR R A
HIIBTT.

32 iRk RSHE

P REZH B 28 0 B — IR o S, A IEAE SR
TRIEEU 2 (metaphase 11, MIT), 1ZF AR5
R VAR AR R Gt T A7 AE, il 35 2o 5 97 s g
TE AR, YT A - G AR B S AR (AR I
W), BTN T, EImIRCEMEBE T, JifEk-
PR G AATEW T I, Rk, RIS S T B
e, 20014F, I PR R /N R, A< B ORIE s
T REE O AR A AR /N 20094F,  Tachibana®s
ANTEE N2 R K H(Macaca mulatta)idi—BFSE T
) FH &7 i A % A BHL BT 8 R A2 558008 I T AT 2. 20164,
T 19138 I 5 B A RS RS 2 R AR g 3R A T BELIBT (19 22 L tH
ATV, A EXZS 2 mDNABH TR, %
B LA R A mtDNA R L 1992.36%~9.23%, (KT
22 PEUERLAA I I B (60%) ). 20234F, Costa-
BorgesZ: N PHRIE T — W56 T 95 M 1R F 4 (1 5 S0
F, NIGTT IR R VEA (L RARIER), ZIREHEAT T
280 iR AR, M T HA IR, &EA6N
WL, BE SN X e B L AT A A 35 R R I B R
B LA, S AR £ R, Qige N T 4
FE A HE S 0 VR G FOGE B ZH IR G () 4% sk 41 . DNAH
FEACFNBE R 20 (45 LB ), YR I B 22 . Ak,
WA FURIE, T Y7 R R 345 00 N 99 BE4H
TR G BAE S R EA s, HE, REEIE
W, FLBEIATY R o B A T B 22 3 i et
FEERR, FIH g7 AR A AR B R i iE47
RELWT, A5 % i e A PRI 25, (H2 B0 e AR

JEARRIBE VI I (AR, SR HERA I 451810 75 5E 2 M 52
AIWFFE.
3.3 WA

O BE 0 B AE AL R rp 2 280 5 — R 2R,
K IR G AT o0, RIS HEE 2 — AR, K5 A,
YU 2 8 585 — R K o SR A GE R e € AR AT 0 B
[ 1 58 A DA TE B A e A R 0T
B, OREES MR AR AR I LA IR R AR P AT 5
ARG R R IR iR kA, R A IR R A
AR W o 3 By 2 A AR S R4, T 2k
R D, DI, AT RUR ATy R A% it A4
Fe Rtk B 5. Wang % N\PURIFNR RGBT
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Figure 1 Schematic illustration of using assisted reproductive technology to block mitochondrial diseases. A: First polar body transplantation; B:
second polar body transplantation; C: spindle transplantation; D: pronuclei transplantation
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iR, B — RN AR AR DL K R A B M S I mtDNA
S, S5 IRER, B — IR S AR IARE AR AR
) JE A HAZ A SR JE mtDNA 2 59 N 0%A11.7%, 145
A R R A% AR 1 A% HE AR SR YR mt DN A S 5.5 % Al
23.7%, FKAAFEHE AT B35 3> RAZmIDNA T & &
WangZs AP 2R 2. BIRRE X EARH
AL DA R AR, IR SR — AR T R AR
RKF(Macaca fascicularis)ILERARFEIE, ANid5/h
R RAFRIE, BRI PTE FImtDNA & &
Y E T AR TS A S, N 1690
+984 1886454587 TI/FEA. MaZe N2 76 A ) 51 B4
Mo, BR0F T R B — Rt AT i B e T AT, 45 R
R, TR, 55— WA EN IR E 2w
K, = H D HIN2%HMT5%, TTHaFERA ., RO
YA BTN 2R B — 2 B 2 . Wus AR A 4
BRI N SR BRI R, 04T T 38— RN A AR R RS, 45
REY, —HREMKEXRENBALHEZR, M
mtDNAHE T 35 80.26%H10.37%. X4 R L0,
RN AR T TR AR B e, BEA R RAR
mtDNARIFREE, (HE% RERINAE T g i+
HI“IRH, K Ho2e At BT DU 2 FTEE I I 7. it
Ah, ARRBEHE JE, 2 PR A 2w 2 DR 4H [ AR
P, DRI, WARFEAE e i DAk, B mmEAR
ISR, AR PR IS T PR 1 B LR R

34 JEEBH

TRE G, AR O T RURE TR VE 1K 2 R 4 43 )
TERSOME-E ST A%, SR AE R I eT O, R R )
EA T B 4, McGrathfISolter™ 76 1983 4F Kl F1| Fi
JE A% B #3587 /NR,  Sato NPITE20054E ) FH 3
XA RAZmIDNA RN R IFEAT T bk & . A
JRAZ AT R AR B e, HLARAE ARG 17 52, (H 2 T 4kE
B FERZILR, M LR R AR RS A, S A% R 2
B 2 IR mDNAZ 518t WangZs N\ F] H
INR RGO A R RS AE J7 v 4 5 I mtDN A &,
A S TS 27NN Ty 4 NN e 2 NV WS L o 2 4
P45 7 FImtDNA 7 31 N 5.5%, 0%, 1.7%8123.7%.
Craven®5 NPV A PR L B $ 45 1 JF IE 3 JR K & 1
(3-SR A% AN B A% - R o)A T SR AR R AE, O T X
SRR S & TR IEE RN, R34 %R R [A] ik
PEAE M JF AL W (2K 5 16~20/NF, FR A M SR A% RS

late PNT, ItPNT), 45K, HMIRIE L ARK
R mIDNA &/ T2%. [ERFEENE, F—SLn=
s R, W AL R R AR AN E T 1E % R G 1A%
B, B, (EE AL RS AT (R4 A 25 528 J5 8 /Nt
FeAi, MONEJE# St (early PNT, ePNT), ItPNTAI
ePNTI IR AFIE 0 5 N59%H192%, H.ePNTHT k1S
(I i LA B T T R R T A A 2- A 2 A,
FHePNT3EA5 1) 5 A4 R Jif BT 25 A% AR A4 SR IR [ mtDN At
INTF2%7, g A B B R Th R, Wuds NP R
R AEBARAT 7 o, 3B TE ALY e 7, KA
TE B A (e 5 R 4 5 35 W ik — 2 AN S2 0 B b
B9 R, e MENE R A S B AT B A RS A, 12 AR FR
A(pre-pronucleus transfer, PPNT), PPNTJC 5 {8 FH 4l g
FAhERB, Rk, A8 R PR s D e 4 4, et
pt ik UNIE ANt B N R R 7ot R il
1T PPNT ) J5 A% A X &5 f AR - G R B2 AP LA K 3
(1 5 A% B B IMEF AR 34, FIFPPNT R A 2 B #
T T 57 (I mtDNA, W 90 45 SR 3R B, I PPNTHr %
(FImtDNA 1] 5 J53 14:~F 3519 1.04%(0.10%~4.67%).

4  MRTERE PR R K mtDNA
5% B 1A R DA B AH I AR T 5

Mg A . Rk DA R RS, ST A R R
2 R IR B A R B AL, (ER N B 4 45
mtDNAFR AR R 2K, 3% LR T A 23 A 5
Z IR AR Z R K, LR A FImtDNAK I 77 7%
) R A —REFT B A M —Fh 7 SR FIMRT, #5/2
T BARAE T AT, RS S 8E 5
mtDNAFIFR . BIRET R LS REY], Sty
WARRHE S, FATSImDNARIE 44 X BAR 2
o T % A mtDNARR B 5/, 1A R85 12 7R 1
mtDNA X s, Hil, X mtDNAR) S
T BEAIEIF T BoF e BPCR. R4y 3 R 4
SFePEPCRAEMA023 - 4 e oy 1 PRy S P PCR 2 28 2
FI P Taq 3B & BEAS RE A 23 189 3/ K S 485 e 51 4 i Jd 2
P EAT, T LA 1 3 o % A B 52 AR mitDNA,
TN 4 18 53 b —Fifr. ) P 5 for 5 [R5 S M PCR,, A ]
B 20 X 43 T C57/6jFIBabl/cHImtDNA, —#¥™
B % 2 B R107°, Bk, AT BLZE — ARG rhoR ) B
P& DL AmtDNA.
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(S8 ) PR A B0 A B AR BEL W o 0 e A 5 38 A% (X R AT PR

mtDNAYE S il 2 2 R AR FL RNEFR, B (5 s
D mDNAZ i & il 5 5N A mDN AL 7E T 41 i
Hr. A, B mtDNAE RS (K SR R AN 56 427 48, BEnT
BEAEBEMLIER, t] A2 mtDNA SAZIE KA 2 7] B A
VERCPERTEL. BbAh, A H i A g F\ s — Ly
BLik R ImtDN A X T B A R mtDNA B A AR 2
i) 4 B2 T 2. MRT I A% 7 5k B8 IRImtDNA, —J7 1, Af
e T RN ARAE T 5/ i A2, 55— 7T,
AT 220 RNEE RS 1T A LA mIDNA, M 4k 4L 5
LR, AR, AT,
FEIEMIDNA R i N1.3%, SRMER3610E, Hm
PEMEIN2253.2%; 7 —FR4IIE R 0 EARTEA R A
R, FER TS 0 T 0%~90% . FERT CLALK
I I 75 B A4 8 ¥ T DR R ME RS I S S M E T R
Costa-Borges® N Wi, 735 M6 )L, Hifs
A5 LEFImtDNA 3 2% AR K IR (>99%), 1HA& 7 —
AL, TEAENES, X LB mDNAZEATRLI, 1% ik
KU I mDNA S BAUH0.8%, R, HAJE1%5% LK
AR R IEmIDNA 2RI I 2 30%~60% . S5
FRELR B R R, BEA 1T 68 A2 5k B 1% 52 ROk R
mtDNAZ I L KR R A O BT, (B ] B2 %
SZARSRIEMDNATE A [F 41 i A AN 5190 A, T P 30%%
K65 20 M A BE B ST S W R S TE IR BT A R A A Ok R
mtDNAFE DU . K, MRTIEFE HF AImtDNA%L BE
7] RUK S 5 3 L R RS, Ef L R AR 4k s f 2Rk
PR, WY > MRTIEFE FFmtDNA 5% B B A &
RN

R/ MRT B 33 F2 FmtDNA KI5 &, WA
iz I BIMRTH, SRS, T Wk 5 A A X
BONFIARAR, BT M mtDNA B/ - 7 k% 8 kA gy
MR AEDSY, Eha s REN, EARRKER
o — WA R R T 5 4 I mtDNA £ T ik A A .
URAk, 25 RE B R A e — AN IR oR il R, fE
JE A% TR 3 sl R 3 AT B ¥, W RUBE K mtDNA
sk LM Br, Ligs N g A A
o A R[] A% AR A SR YR 2 L 4k 1) 7 ¥ AT A AR R AR
MRTil 2 I mtDNARR R &, HJFEAHE: (1) 2
TR S A I mDNA; (1) B A A
T R ME TR A% I 320 0 i 25 TR O 1 5 356 43 170 41 g o
O ERE, T R S5 R AT SR 45 B8 A DR SR 1 ik A AL
Ry e SR AZ B T SRR I MR J5, R A A R A X
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MR, AT HE— B IR mtDNARI R . 45 1%
B, FPREEAE S RS, N RALA MG mtDNA
TR BB N5 .41%H10.52%, 1 45 & R R oK S,
Hik BB 90.43%F10.14%°1 . Ak R h i —
ANEFERR R, H R AS T E R VO B R R
M o 384 0 T R A5 5 R A O B 4 D R ok 1E
VIR —FEIER, AR AR S 1 9 BE4H i K & R
TR AP

A5 R AP e M s T — ) e o A R
4t, FIFHZ RS LA R0E bR AL A R ik R
mtDNA, HJFEEN: (1) A —Fhaeds T o gk
PR E I BORE, 125 b 0455 i 1 1 B 2R b A A I ) 5
JEE A, w6 A L& RES B & H (microtubule-as-
sociated proteins light chain 3, LC3)4%5 & ) [ W 32 44
H; (i) ¥ LB FORLRSME S BimRNA,  JEAZ% B e/,
K mRNA S EAZ ARG, AR ARG ) 26 ki
N AN R E L RN N A SRS P = L N
JERG T ) B e RGeS IR AR, SREW, &
FH 5t 1) P 2 R AR B W ) A RS A BT 3R/ BRI A s A
JaRIA L F, HmDNARTRH E1R0.09%, FHH
T0%(FIREA T A BRI B mtDNA IR BE, T 6 AL
FEWCAN 5 AR ZU8 REA I B A% AL AR RV I mDNA, 4
H3.2%H14.56%. FIAIGIR FRAR3- IRz mG, 4
P A7 o o) 1 2 A 1 W PO AR AT T B0IE, 4%
BRI, T7%HIREA T R e R IR (A SR IE I mtDNA,
M T T et B 2E v 1) ARG I 380 A% (A A4 SR R ) mtDN A
BEAR, AR P BAAAS I T 5 ) 1 2R Ak W6 MRT %2 4
YRR, G5ERERN, SRRk [ S i
FIREREI R & 2% IARTEAS DL AR S5 /N BRIAT 2
550t FR AL AR EL 2 o WL B 22 57 i gt R, i i) v
LRORL MR W T A 2 A HhIE R R R R R b 1)
mtDNA. JEAh, 25 58 2 A% B AE 2 4% T mtDNA gt =3 1)
MRTH AP, i) 2o A F Wt 7 7 ) 1275 48 s 7%
M BRARFEAE DL S HoAh 1 A% A2 4, WPPNTHIePNT
o, 3D IX EEMRT I mDNARR B &, B IMRT
(2 Ak (R R 2, R AR BAMME & L 58AIE T
SRR VEZRRLAAR B W ) e A AT R, (E T
W R BImRNAMEA], FLSLBRIG RN S A DLF R 3
FHEHLE: (1) METMRTASHENE 16T
H e AETH I 2 Y, (1) mRNAMIFRHEL
Hil e, WP, R, 4l 5 R .
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5 MRTHIEBA R BRA%E DA S K J5 17

BRMRTH AR A B (10 B f e e pEoh, B3, it
B SR 5 DA R B 5 K MIRT 42 52 15 25 2 HoAh BRI MRT
MR AR ARG N K. T 2% S EIMRT T
SN HME CATROI A2 2% 16 B A ) LA R B A X
S RN A S5 1) A, MRT )T RE M IE 2 XIH. H AT, MRT
AAE LB AR RN IRAS T fiLdE, b, A7 — Ly
FAXT M IE MM, sSva . AIEM S w2
ST AE 58 [ 25 R 43 B SR X MRTATY SR 25 11 7
FOON - ZEIRE,  EAREESMRT RS2 365 8 T 48
NIIZ R ZE AT, AHED A SCHIR RIS, X T
MRT PJBUK H BTATIAS B .

EFXIMRTIAER A R BR 1, SRECE S nT FH OF BR40
Jif, ARG Tk B RTMIRT 2 A v 1 4 ] RO 1 6 B 2Rl
F. 2R % 2 2 mDNA F D, B4
HRAmDNA, tHEA IEH FImtDNA, X545 3REE
ORISR AL T TR AL, 7E O REGN AR A AR
ARG FE P, A > EmtDNAYE E Hl81E 45 R AR,
IR LR AR, Zob AR BRSO BL
il 5 BT AR T A R, BEA AT RERE SR T/ mtDNA
HEAT 5T AR e mDNARY, 41 T RE 2 FER T 30

e PN

SrmtDNAT {35 T fImtDN AR & 1. B3 2ok 14
ERONE [ TR AT LA RN 390, 47 R ZRE AR O8] 9
KL B, BETT R N SRAG AN B S B R AR
mtDNAGP R, 455 E X mtDNA 1 iR fif
N BB AE S M3 AR (preimplantation  genetic test, PGT)
fiisg HH 2 A mtDN A BAR F R R HEAT R 1T,

6 ZwL5REHE

LR B AR B T 2 AR 0 A A R A% )
OV BN EFE RS R AR, 2 IR 7T, HA 2L
PERI 22 A3 T RrER iR, A i R N R i,
SRR, SR i B W OR A 5 i ot e, BT N T
BHLTZRL AR R A, 3BT EARIRIG ST — 28 - M5
PABERSTTT G RO T R, e 402 A
M, BE BOARRRAE, AT Bl N ATRE ZobL R B Hed
ARHET I R S A B2 S BN, IR AL 7T
BN, WIHAZRLR RN ) & A2 FTmtDNA R A2 AL
i, RFFR AR T MRT 1 22 R 2955 BELWT R VA 7
BORMEZRBO, A5 HEAT R T B LI A 2 1)
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Blocking mitochondrial diseases with assisted reproductive technology
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Mitochondria play a critical role in cellular energy production, and mutations in mitochondrial DNA (mtDNA) can lead to
mitochondrial diseases. Mitochondrial dysfunction affects tissue and organ functions and significantly impacts individual
development, especially in non-renewable cells and tissues. Recent advancements in gene editing technology have opened up new
possibilities for treating individuals born with mitochondrial diseases, while this technology has no way to block the transgenerational
transmission of mitochondrial diseases. Mitochondrial replacement during embryo formation, combined with assisted reproductive
technology (ART), offers a promising approach to preventing the inheritance of mitochondrial diseases. This article discusses the
feasibility of using mitochondrial replacement technology (MRT) during ART to block the occurrence and inheritance of mtDNA
mutations from the perspectives of effectiveness, safety, and limitations.

mitochondrial DNA, mitochondrial disease, assisted reproductive technology, mitochondrial replacement
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