1

THTHE4H A
3 N6 AT B T B G A T B S o

FIERAEA - N Tlgis - CMsfBAE - PR R SRR

P g & OF7 2 C3if!

BRI D H Y

HAE DA D N DR IR O FEMEE R 217V N D) T2 & % Ol z 7
AEFZOBLS L VL, RELOFE « NTDIED D O 2 fT6E &+ 2 L ainik
DPFEZ @ LT, DIEAETEERIC A 72 BRI 21T 0,

2

PR A BE LS AR D IBURLIR DL

1.

Mitochondrial DNA replacement
In vitrolZBW T, MO I b=y N U FINAZ E#HT 5 HIEZHHICER L,
Far R THREARZ AL LTV D IREOIRIGRIEZ U T 258 21772 >
TW5, REMEFEHEICT A Y IIZFENL S U2 IMEL Biotherapeutics Inc & UV
DF-afh e UTHRICA A VRSS2 30 Uiz, A, TAEIZR LT
DI bary FYTEBEEZITS 2 LT, HEEl - FHIRE WS TRRICT AT 572
DI, TE R LR S 52205 + Ki-CONNECT & 4:[R LT, A A VAR RS T
ORI 1T ) O D& A%, MEDDOAIFER L F v —x a v 27 A
MOEST D2 ENTE T, 202404 A D HRIERIK O A T2 > TR Y, 1%
Stage GateDidils D FA; T o 2 KRR I IT 2 EEL HIEE LTS, I
2T, CAR-THEIGIC 31T DB DRI A . X F= R U TEBUZ L DRI TTIE &
L CHENE 9 <, BAIREAS4E & IMEL Biotherapeutics® 3 #h(Z CILRIBASE 21T
I W ikt T D,

ER stress % %F52 & 3~ 2 3AI O 1E MR O fi B

FRNTY VL - Bl Y VR LIZ Y 7T VB Tl TRE2RKREH 2R L TR
0. U EBBEmE 2 ERE T AT OEE AR L TE R, —F, B
U VB ~DI NEAEBT & T DAL EMIIAFIE L 72\, Sephinl [XZ D AIRENET
BH% SN LA CTh o 72y, T OVEAMFIZ RN & S CHRRBIE A

/]




HTHoTlz, A, GYPAEE S/ Phosphatase & 13572 5 7= PP2A holoenzyme [
ENFTMERBEFEE LTRET D Z N TE T,

3. R ARG & UMl & F O T2 8 72 70 TR PR S D A 2
Lysosomefpi & k{42 & LT, BERMFBIEITH L TAE L D RHFFURIIR Z 7efflE &
o TND, AERET, BIRERRS & HLREHFZEC T HRRIBUARRIE IS F T D IEYE
LD 72D DFAEFURDIER 21T\, Fil e L TREEIT o7,

3 WEEEICBITLEE. WX, TR, W, VIS O FEE
R5 (2023) 4B &3

1: Tsukimura T, Kami D, Shiga T, Togawa T, Gojo S, Sakuraba H. Use of
a mouse—human chimeric anti-o—galactosidase A monoclonal antibody as
a reference for measuring serum antidrug antibody titers in patients
with Fabry disease. Mol Genet Metab. 2025 Jan;144(1):109000. doi:

10. 1016/ j. ymgme. 2024. 109000. Epub 2024

Dec 16. PMID: 39693814.

2: Gojo S, Kami D, Sano A, Teruyama F, Ogata T, Matoba S. Sephinl
suppresses ER stress—induced cell death by inhibiting the formation
of PP2A holoenzyme. Cell Death Dis. 2025 Feb 19;16(1):117. doi:
10. 1038/s41419-025-07450—-1. PMID: 39971896; PMCID: PMC11840111.
KT HER
2L
eE  (L%EE)
MEHEAAEICIIT DI b2 RYTDNABEHIZ L S I b=y B TIRTEE OB
2022-04-01 - 2025-03-31 Fiff P& FEFERIRY: FHBRNFZE (B)

AERPNARRR T 5202 2 2 05 ARk I A5 fth SR A | A B 725 R ] I AR e AL B 5 7 oD B
J& 2024-04-01 - 2027-03-31 #E ®EER  HEBHFALIEFR} K FHAERFSE (C)




HHA TR A 2 72/ SRR SR~ D Bl B IR TE AT oD [ 6 s FA HEE & OV f4 Y J
B 2024-04-01 - 2029-03-31 |LUFd & RAESLERRS e (B)

BE ORNTHEAT 5 B FERE AR H ML O BF RIS O ik 2D S L2 A0
BFFE 2020-04-01 - 2025-03-31 fHH=E— FEMFLER KT LR B)

B E VBRI TR AL ER U 7= R S 2 B RN AR E B & L THWD
A 2022-06-30 - 2025-03-31 [UFE CRFE A SZERIKRT:  BERMOFE  (B53F)

Wi L BAERSREL 7 U — « T R EZITEFE RN THAE I DRI O B3
2022-06-30 - 2025-03-31 fHH=E— FAEFLERKRS  PREAIFIE (B52F)

ML A BE 2 i KBRICHAE T & 2 [FIFE F Sk AR AU A8 o il e L AL B S i (L~ D
A 2021-04-01 — 2025-03-31 JIIJA &R RENILERIRY: & FHF5E

[AIAE - SFEW RN TIERR T 2 5 dE A RPN AR T2 I o el 7 b S AL B 1
BH3&  2021-04-01 — 2025-03-31 F b 20t FERFNLIER KT EERFZE (C)

MKHNICB S E LW AIIRE T TRADZ &,

KRPR—DLR=VEICBWTARTLHZ L LR DDT, MEBFRICOWTIIREH LW &



