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[FEE]  WRBIFEEIR (neurodegenerative diseases , NDs) &— 25 H X1 25 22 45 2 Y1 AH € [RORS #50 , LL
FEE M TR L AR 5 M DR I e M 3 2 O T BRHIE , W 23R AT M 95898 32 B FE BT /R 2% 068 B9 ( Alzheimer” s
disease , AD) W47/ ( Parkinson’ s disease , PD) . JJL 3= 4 ] 2R 18 A1 5iE amyotrophic lateral sclerosis, ALS) % & P4
ARAE (multiple sclerosis , MS) Fl1 = $E 155 ( Huntington’ s disease , HD) , H /ili& BEA & BUA ZCHBT 3G A dh 2R AT
SR ARG . TR B G SR AR ( single-cell RNA-sequencing,scRNA-seq) Bz N T A R 2B AT R
WHFE, I B 23R AT A s L5 1 v G e 200 IR 25 2 DDA OG89 I oRL IR i i A R AR iR 42 R
JIE 15 fil A% 356 25 A1 W) 0 B 5 S L2 T BE T 41 M (induced pluripotent stem cells , iPSC ) J7 ¥ & 167 M 2R 17 PR
TR ITEAE T 98 o AR SORT B B S 2 7 B AR AR A5 il ZAR AT MRS T IR R AT 2038, DU SR b 23R 171
PRI I TR B AR TR IS 2%
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Application research progress of single cell RNA-sequencing technology
in neurodegenerative diseases

WU Jianfei' , LIU Yu', WEI Daixu'~*, PU Jianlin', CAI Duanfang' , WANG Binglong'*
(1. Zigong Psychiatric Research Center Zigong Institute of Brain Science, Zigong 643020, China.
gong I'sy gong gong
2. Department of Life Sciences and Medicine, Northwest University, Xi’ an 710069)

[ Abstract]  Neurodegenerative diseases (NDs) are closely related to the central nervous system and characterized
by morphological abnormalities and progressive loss of function in specific neuron groups. The main NDs include
Alzheimer’ s disease, Parkinson’s disease, amyotrophic lateral sclerosis, multiple sclerosis and Huntington’ s disease.
However, no direct therapies for NDs exist. In recent years, single cell RNA-sequencing (scRNA-seq) has been widely
used in various NDs. The pathogenesis of NDs is closely related to morphology of immune cells, and the pathogenesis
mainly involves mitochondrial function, glucose metabolism, inflammation, and synaptic transmission. Induced pluripotent
stem cells are a potential therapy for NDs. Ultimately, we review the application of scRNA-seq to various NDs and provide
a reference for prevention and treatment of NDs.
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ANEKZ i 3.72x107 A6 40 2 Ak, A T) 2
TR 20 i AH B AR I T AR 2 8l 25 i /Y T B
B e R RS A A RIS s L A AR A AR
NI EEA G BT M T RE B, 2% Fh 20 i 40 i 52
K ORI 73 2R o3 Ak & B R, LT BT A 40 R &5
AR P81 W BT (B S 2RAE E 22 S R E T
AN DN BE YRR e, 1P B A0 27 SR ZH P ( single-
cell RNA-sequencing , scRNA-seq ) £ RER T HAAH L 11
S TP A A Tk — 20 48 s A0 22 A R A i
S3-A 30 0 ) BT A )G TR, E O T % R Y
scRNA-seq FEAR T 812 W H F 45 I IR 5 24 F
gRl 2 B AT ME OB R ( neurodegenerative
diseases , NDs ) J&: 5 HH X fh 28 22 42 2% I AH O 10 18
Fri e s, 3 25 A0 45 BT R 2K T R (Alzheimer’ s
disease , AD) A4 #%J% ( Parkinson’ s disease, PD) |
AILZE 48 M 2 i £k 5E ( amyotrophic lateral sclerosis,
ALS) 2 K PEREALSE (multiple sclerosis , MS ) £ &
1% ( Huntington’ s disease , HD) % NDs £ il A B
N EZ R 22— NDs %2y F KM
R DX 2 L BE T S B, DA SR A A i o o AR
#1755 Z BE T 4 B2 (induced pluripotent stem cells,
iPSC) R ILH R A1 B BT RE ) AL EAT J0 A UE
AT AR ALY T ,iPSC ¥ Bl NDs 13RYT HEfiE
TARRESE, A iPSC E 40 T AD . PD (ALS
4 NDs (IRITIFE . HiPSC H ARSI AN 1L
B iPSC 7l id i b i AL AR E 1 B NDs Z0mL
il i 52 AP FR IR ZI S Wi 4 NDs IR Y7 ROR , A,
FIF scRNA-seq % RIR AT NDs & 1 F2 o A4H
KM TOAN L B A1 O, 248 NDs 1 & E 72
AT LA R ik — 20 AR F 0 e B IR T A ORI 8 R
IR IS

1 EENFERHEZRARE

FEPRJE A A B < 1977 4R SRR R IR
TTEHLSE - AR BUBE S BE 2 113k (Sanger 7£)
SERL T WE TR A phi-X174 Y58 8 5L L7, P a7
N i B IR 9 4R R AR i BB T
2005 4, BEMS i 18 B IF AT I R 9 R — AR P (next-
generation sequencing, NGS) £ AR i 2 [a] tH:, NGS £
AR B BUAR R A By 1 5 PRI e B AR i, {H NGS
FARAFAEE IR Bt (reads) AN 2 NI FERT K | 5 22
QbR I M 52 A A JRy R, BRI O DA BRL g 1 S I
( single-molecule real-time sequencing, SMRT) £ ARl

K LI R AR R 19 5 =AU ( third-
generation sequencing, TGS) £ RN iz A=, TGS £ AR
ToH XA AT PCR 9731 B AT 52 A% 1 R 43 1 1Y
DU 335 R0 Tl g 2 R B8 AR T 359 25 10 5 R 2 7
TP [FII TGS FOARSRAE ] B SO M st R a1k |
reads KJEHIN' . NGS HAF TGS HARHKIEIE T
JCAR 5 B PP B A, 0 R S AR R X 558 v, 3 4 Ok %
TS HL {5 S 0 5 DA B AR AR SR DNA 3§
RNA G 2t 9 K LIRS P PR U7 W A2 S A 1 o i 1 91
S5 DUARIN P F2 AR Y reads 45— 2554, 3 5 B
PTG e B, © 7R BE DB I | WL 38 4% 27 F 5T
SEARE IS BT M G TR B T W o i 5

scRNA-seq $¢ R 7E NGS FAR 1y JE Al 475 A= 1M
¥ ,2009 45, Tang %5 BT %E /N B A B 24 Bk A
G240 1% 2 i 2 58 G e, 2 0 1 D R AR AE B
MK T B TR, T AR, MOk
scRNA-seq BEARBE & oK, Bl 22 KA SR A0 M 53 25
25 [8) ST 5 55 57 cDNA §7 38 SCPE il 4% L 0 Al
BAE AT N7 e, HATE AT STRT-seq
(2011 4E) . Smart-seq ( 2012 4F) . CEL-seq ( 2012
4F) | Smart-seq2 (2013 ) | Fluidigm C1 (2013) .
MARS-seq ( 2014 %) | Drop-seq ( 2015 4F ), 10X
Chromium (2016 4F) . MATQ-seq (2017 %) | Seq-well
(2017 %) | Quartz-seq2 ( 2018 4F) F1 DNBelab C4
(2019 4F) 243 scRNA-seq $5 A BT[] | 5
BARAE AL 538 T . cDNA § 38 X et i o5
JEFIURR A 20 5PN A 55 D7 A AE — € 22 57, Horh
MARS-seq ,Smart-seq2 , Fluidigm C1 F1 10X Chromium
S R AR B R, A2 W R B T I ST R T R
TARZREMFE-4, 41 10X Genomics Chromium™
%% BD RhapsodyTM ,%éjﬁ\Fluidigm Cl1 /%,Lgxf,ii
SR GHZ N T R A T | I R
% ERE SRR S s

2 scRNA-seq I E iR 12

Bt 7+ AR B AS K7 & R | scRNA-seq P2 H
FaZHE 0 scRNA-seq FEAEBALEE HANB TR, (1) 3
20 M B B i o 5 (2) 8% SR 5 (3) eDNA 373
(4) T 5 (5) Bt
2.1 BRI REEmEE

PR A 53 5 2 MBS 20 i r BRI S 2 17
Y ER— 25, 3 SR FH A By 8 A e 1) 41 6 T =X
ARAT 20 M VR, PR 0 40 L RIS | A L T DA R L
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e o> B B M, H iR D A R AT I O B R
WA A . R BR AR B VE: | B R AR 1 PO 40 i o3
FEA (fluorescence-activated cell sorting, FACS) 3%
ik BT %] (laser capture microdissection, LCM) |
Tl R A
2.2 HFRER

W LK B RNA #5462 cDNA 19id 72,
FERAPR scRNA-seq 78 SR FN4 = 00 7 o4 ff 132 ) B L
ARE
2.3 cDNA # 1

1555 cDNA FI IR G M 5E XSV (polymerase
chain reaction, PCR ) B{ & #F ¥ F (in wvitro
transeription , IVT) #4744 1 AR
2.4 M

A ) PRI 2R TS cDNA W] UGl FH 22 R g i
W PP 2 #EAT I 23 B, B ET 2 29 & i 4 il
FPHAR MR 240 AR 1 A 90 75 oK e R G i I 7
R A H T R 45 A R0 B S A P Ak
AN ACI
2.5 BRSNS

scRNA-seq B8 1473 B 72 52 S0 o 45 R 110 G Bt
IR, scRNA-seq 4 70 B 2 F5 £ s i ab 3, —
FRPE S BT R R T

3 scRNA-seq 7EfZRIR 1T 14 9% L #I Bz A

3.1 scRNA-seq 7£ AD EHIMN

AD 2 i UL B 2B AT PR, 2 T B
R TN, AD BE I IS TR RS
T REBIA 1z ) AN By BE Fa A 45 05 A | 3 L6
FEIE HR S 2 T Y AN W R AR S 2, o
HHEAL B TE B HE R I BEHUTA A ZE L Y Tau & H
o 5 Wl R Ak T T B R 28 41 4 98 45 ( neurofibrillary
tangle, NFT) """~ /N ST 40 i (4R 25 5 AD (1 3k
JE 5 A n] 43 Keren-Shaul 25" FI ] scRNA-seq $i AR
YE 20 5 AD AH G /IN B BT 4, 33X T
T /NS T 4 PR B 6% A7 280 e B T A TR
Sierksma 250 & B AD /)N RIS S5 20 M 3G A5
WFEREN, R A B B TR B UL S 2L AD
AU FE P FR ik L UESE AD g5t A% KU S R T B
TEME R T . /DB TAM 52 1K 1% 2
PRGBS BEIESE S AD A2, Huang L2 0T TAM B
Ba/NERUELIE® AD /N EUHBLE /D) B ek RE 2 (1 BT
P, B TAM SZ T2 /)N 5T 240 M U3 AR W GE B A

BEHLA B 0, TAM FaRK e iE B JE Wy RE 2R 1A 3
BT i, /N 0T 200 B 5 28 37 A& TREM2 A% 5344 14
T AD JXUBS: , Zhou 251223 1o BAAZ I S 4 I R %
B AD /NEUFN AD A ZE Y e s SRR IR AR AE 22 57, O
K P TREM2 R4TH F1 R62H #5417 # /1Nt 5 40 Jifd [z
N PEF A L AR #EHy # BE R /NS AD
PR HR S TREM2 25 YIAH G, {H [A] i 0 A7 75 4 Fh 22
S, BIREN E (apolipoprotein E, APOE) pas-Alb|
AD )R —i AL & | Fitz 267 1] Cx3erl ™ /MR
S ABE3 I ABE4, 453 & M 5 4 ABE4 AH L,
ABE3 1 5 /IN U /N e R 40 L 4 7 i S T R
B R ARG S W AR S LA, B APOE3 5 26 F ERS
55 /N I 4 B T A B TE YRR AR 1, DARK
FEXPNAITRE R R, b IR B 9% B s o 40 i S
LHFFEXT /N I S5 4 A EL A BT B5URR A 43, iX R AD
rh N 240 B ) S PR AR A TR AR A R T
— BRI AN AE AD H A SR,

B T/NEIRANIE S AD 2F R VIR G40, Hofl
Z T 4 B i S A AR A IR ZI 52 e & AD Y EFE
Habib %5 )\ AD /)N B Zh A i 2 2 HY— 2850 A
xR I B B4 M ( disease associated astrocytes,
DAA) %2 DAA LT AD KRR, 55 B i
Ky RE B P BEHARAR | e 06 500 Bl 25 4T 15 14 4 i 44
T, BRI DAA (6 PR RT BESZIRYT AD R IR
JrFBL, AD RS 5105 X A 5 W A
5, Choi 252 R AD /NI T X /1N B 5 240 it 4 %6
Whiitia BEIEME A AR IR 1k S5 A& 12 5 1E H /)
BRUAH LU 235 T 9T A5 S 2 /0N I 5 440 L ke A AR
B B AR AR T /0N J2 S50 40 L 98 i 9Nl 2 AD it e
A B LA P2 R P R s AD BRI S IX
PG BUCAIRYT AD B ik ., APOE4 J2& AD st
X R 2, Blanchard 25 4351 %F APOE4 #5717 %
FEH# ARG 2H 213647 scRNA-seq 20 BT, 45 50 & 31
#E17 APOES SRR [ RS I B # I &
RELAS- i 22 TR RS IE B, 0 5% B s 412 2 I ] i 2 3 ]
ARG b 28 BERS I A, 1E IR B 2 APOE4 /N2
SFCIZBRE IR B Y, Wang 25177 % IR 14 B 4
LR AD R KK Bz 2 2445 M bl 28 T 10 o P
2670 /BT AN B2 I 5 AN | P B 4T 45 A4
HIA IR, R AD R R 2o R T e s B
i, 487~ A0 AR QU S 0 AT REE Y AD iE R Y
FTEJFEE, IR A scRNA-seq $EARXS AD £
HINZ RIS R EAT T 24 B A, & 30
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AD 5T ol 28 T RERS IR B SRR T e P
THEAEE VIR &R X2 R UM IR AR ST AD A
TRBILTR AR ZOR IR 7 7 R 4844 TR
3.2 scRNA-seq 7£ PD &R A

PD 255 8 UL P 2R AT, PD BRE
Bz R % LR ERE b MR BRSO
PR A IE SRR AN N R i Jt S AR AR A
ki ZhAE AR, PD A BRI 32 2840 455 JE ot SO
( substantia nigra pars compacta, SNpc ) 2 B HERI 22
TCRIIBE T3 MBI AR 22 LMK T B, LA K b 28
ToH N - fil#% 8 1 (a-synuclein, a-SYN) £5 12 47
BRBET WU o R ZERRER 4T £ 5
AAE T o i B2 0 8% 5% X ( ventral tegmental area,
VTA) Fl SNpe, Ifii PD &35 (1995 BEFRIE AL FG VTA 1B
ABF1 SNpe M2 IC4: 7%, La Manno %51 & B ZEH
ZIN B TR0 A 3t R e A e 2 A0 L (PN B A
JRAAML /DN BT 40 | 20 A% 5 ) R0 28 0 (22 B
A 2 U BE A 22 JUHT R 4 A ) 1Y R 4 B 2 AL
JEORSY  ETE 20 05 58, 2 8 N 1)l f 22 L2 Jie E i
ZICKRE T XAFTE W 25 57, Pia3 S22 LR
PR TCHIbR ML PR, Tiklova 251 & LR GK Pitx3
IPHEITCR BN T P T WAL, Horp 4 4% 5 2
CLRERERIZETE |1 PR Z IR AE I 220 AN 1 Fh y— 23
THRRAEMZTT, X N I B L sh#) 2 D i ie i 420t
WRFR A B M REF L3R TR R . 1R — bt
G, Agarwal LIS L B PD Y is AL KU 5 22 B fE
P2 TCRE RS S RN B DI AROC | 3k S 5L (] 3= 249
RRLAR T BE R A BT & Az RAL SR
P VEFT 10 KB PD 5 /N8 ot 400 i SCHK A B %
Badanjak 25 & B4 REAH S K F 1L10 5 TL1B 7
FEAME PD R I/ B BT 40 i b 2R3k E A GIESE /)N
JBE BT A M AE R A P PD Bl 28 9 i aod i v R 4 i
YEH, X5 Agarwal KILAY/ME BT AZ S PD &
SE AT FRAFAE 25 57, 75 L I B2 1 AH SC B 98 itk — DR 5K
/M EAIIRTE PD B RIEMMER

iPSC 3oL 2T i T PD BR YT HE
5%, Fernandes %57 %5 N iPSC 431k 1 22 E i ol
ZonEE M 2 PRI R 4 2 R oT ALK,
AN 7] %) 240 L 245 78 6 B 1 R a5 A% 1 33 U 6 0 LR AN [
R BB FIAS [] 1) S ARp I, 3 A 200 A A 7 ik 4
455, PINK1 FEH 5 PD % YIAH 5, Novak 250
PA#EAT PINK1 LAY AR iPSC Al Mk i 22 12 i
REMZE T I 5 H AR, FI ] scRNA-seq 45 AR X

PINK1-ILE368ASN 41l fitd 2 47 I )5 73 B , 45 8 e 3
Z L ERE P 22 T AL B P AR A R i 25 R IR
FE[H ( differential expressed genes, DEGs) , X LL FE
e TRz R A G E BN T RNA G 2 5%
1 S IE A% O 2 SR AE —E R B LR BE T PD
KA Sk, IR FI ] scRNA-seq FEA, A
SNpe \VTA | Z EURRE M 2200 5 I 25 & B k487 PD
(AL, AT iPSC A AR #2018 9T PD
15 TIRAMIIE, e R B9 AH G I RIB YT B4 1 e fi
ST
3.3 scRNA-seq 7£ ALS EHIM F

ALS N YRR R iz il o0 , & —F R 241 XL
UL 229 R R AT MR , Lhis s i i) bz
B TT LA R FI R B R T 15 30l T i 4R
PEE R EEERIET ) ALS M 2Bk R IR R4 N
0.006% , [BH R A Z NN R G FFLEE R, 2
BUBHFTELRNG 3 2 5 ARG TP s, B ETIE R
KBLG A ALS BYYT LD A AL B AR 1
(superoxide dismutase 1,SODI1) J& 5% — N #E L 5
ALS FSEFEIA |, SOD1 FEH KA 7% 2 T3 ALS,
Liu 55 5%F SOD1% /I BUIG T rf i) 3199 4> 4 ffd ifk
1T scRNA-seq M 2041, &5 58 & B ALS /N B T +p
K22 B30 R 1 57 s 2 B8l i A el s, o DEGs 3
BEVG RN ZEIE B LR N | A | 5 il % 3 LA K 2
LKD) RE S A 238 B 48 7 i T 2 R 3R 38 S 6 02
ALS KR EEIFE N, Mifflin 2 )L SOD1* /)y
B H S8 Y — S HOME A2 U AR AR ] AR O 1
( receptor-interacting protein kinase 1, RIPK1) J&77 &
I /NI T AR L R, 3R RIPKT B35 AR I
ALS MW TE 7 %, 1E 55 — T 58 ', Humphrey
SR ALS B BIREAS /N B 5T 20 e R R
2 S5 240 B P b 1 R R AR 8 L A I S T SIS 4 i
TE ALS Johpid B Hof ok BEEGE . A iPSC 704k
WZ )l & Tt SRR YT OALS 1 5 — 0l BB T &,
Namboori 451 %5 Hi SOD-ALS-iPSC iz 3 48
JoH AR AR P Y S EE K Bl KT J2 Smad2, 1] Smad?2
A K A F B (transforming growth factor B,
TGF-B) {5 5 iy F 5L, 25 T TGF-B 17 5id
FEIE ALS HZTCH AR B ZE A, (HZ | iPSC AT
b R B A AR S R ) 4 L S O R I AR R FH Y
FLR RS, Ho 45 KRB IEIE ALS RIBUR M ALS
[ iPSC B IRYT M 2T i L & 5 HA L [FARE
7 RH O3 S 2H 2 1 3l AR AR T L O AT e
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FURLER RT3 BB IR YT I )T SR i T
2%,
3.4 scRNA-seq £ MS tHIN

MS JE—FPi i A i 22 RS8P B e
PE SOREME A 2R 1M, H B R e R

T A AR5 b 2 Ty RE AT 1Y) B LR

MS B H 2 7 A R S v Y B R A R A s AR M
Absinta %" % BRBEBEEY 115005 25 141 2% 1 G 28 4
RLFEPE R, MS B FH /N B A0 M ( microglia
inflamed in MS, MIMS) [ 5% 53335 5 HoAth b 23R 170
P /NS I AT L ) B 3 ARLARA 158 B /0N e o 40 e
R 2 SR T N 4k O ko 23R A 1 A L TR AR A
HAAMA Clq J& MIMS J476 ) S 4l Clg
(14 2235 2 il D 1 P R E P T FE T R DRI
JR A MAETE ARG o AR ] 2D | Jekel 2517 X MS H
FRIEH N K A B 1T scRNA-seq Il 77 43 H7
CEREEEIEF AN AR PRI TR DR
TR IR X SE N R AE MS R HH R ZH SR IA N
FE T B /0 5 8 I 240 L 1 S S e MIS % s ) L
EIR /IS S5 4 R/ 5 S I 4 L 23 X6 S B 5
AL A EE R AR AN A 5T 2 W A A 25
KAEEEAE A, Miedema 25 & Bl MS f 3 1EH %
W H 5 (normal appearing white matter, NAWM ) [ =
W AR T PR Rk i B, U] NAWM X3k B g 4
JL A AE A AT BERZ I MS S i ) i

i B ( cerebrospinal fluid , CSF) HA 47 H4iX
ARG HER, 08T CSF B8 A7 B T2 W MS,
Schafflick 25" & ¥l MS H: % CSF Fr 4 28 8 L4
PRI, A EEYE CD4' T S Bh 4N s £ | 5 H & #X
CSF 1 T 41 A1 B 4H i 22 [ 77 78 Jay 5 AH AR, 3
PRGIEMMS 5T MS K fe, B—Wwfsak
P MS ¥ CSF H CD14" Fl CD16™ 21 i B 38000 A o
Y1 (CD86 ,.CD40) FIT 4 4il il [H + 1L10 By 3RiE3 i
2 |94, 10 CD14" 1 CD16* C¥IFSL 5 £/ 4 B
FEVESIRA S, 13X 1P 215 200 it 3 38 348 im0 R i ik ot
B, Ud FH A VRO B 1 e AR MS R I ) — 1
R i R gT, FAi] & B0 /NI 5 40 i | /b 28
52 I3 240 A T 5 I A R P RS MS R ek B v R R
A4k, CSF A S | B3k B35 AL - ST B A 07
FBSCNTTRE
3.5 scRNA-seq £ HD IR A

HD J&— B UL P et A% i 2B AT M
AT 0 Y R 4p16.3 1 % ZE il ( huntingtin,

Hit ) FEPE] A 1) O 5 g — IR I — 5 IEEIS ( CAG ) —#%
HRRELZY W FE Hu E AR, s 5
JBT, BOIR AR Fr i A5 S 6 R 28 o0 e A8 T g1 R
[ AR Hie 2 (3 SO et T ML
R, Lee 2517 & B HD HB 34 SUR M 28 4% 5
270 Y 26k AR RNA ( mitochondrial RNA , mtRNA )
BERCHE TN, B mtRNA E 5 e R R 1%
AR E F T R (protein kinases R, PKR) 454 LA
TG SRR R G i B, FF M3 i HD S8 3 ph 2 o0 s 55
PE, SEGCRE I 2038 TN, Hit CAG #iA /DN
BRI B 1R 5 A28 HD ALY AT R BEAs  HD /B
scRNA-seq il 5 & B Cbxd  Tcf7 . Capl Fl Tmce3 555
PRITE SOIR A 20 v 2 e 3R i S e 2
BT R D IEAC R Y 5 — T g & BN
R 2 B A A AR Ak L 5 HD B YA, Al-
Dalahmah %57 % B0 HD #8035 15 iz J2 v 2L 15 I 4
it < e i 1 TR AP o A s R R e o 2T
ARV RN 2 L, R 2 S 58 %/ .y
—FEE TR MR Y 8 B 1 AH G R Rk T 2
71N B¢ Jo 440 i ik R 3 38 o 2 el R oty e 2 1Y
RS JF B T Re RS, X A A T i — DR
7% HD (MBI, 2 HD #9367 $2 BT i 8 %

4 INESRZ

scRNA-seq 7 A 1 [F] AR 1 T 45 300 A5 4 = 2 11
WFFE , A5 A AT LA B 20 6 7 53 A KSR 98 9 0
KA, Zf ERTIR, scRNA-seq FREET Z N
FHT&F0 NDs WF5%, I A3, (1) /N BT i | B2 T8
2 S5 4 L L I 4 T CDA T 40 Jif 45 £ 38 400 O A
NDs % Jiid f2 vh 2 & 48 B EAE 5 (2) NDs & ad
TR W AR T RE B BT S A AR
PREE R IR | 9 RS fish % 38 55 7 4 2 il
%5 (3)iPSC 753k iR Y7 A 2 B i @B 4 NDs
HIHT I scRNA-seq AR5 AL NDs BAHICHE
SO T RIPEVER  {H 2 NDs 15055 8 7T fe i &
ZFP AR Y L RIVE T, DR LR 5 A0 6 ) A A T A
FITE— B RAKRZE NDs KL, I iPSC 7%
SR R 1 20 S S5 7 BEURS S I PR N
TR [R) R R E ST 2 0 AE OGO 5 A e, BB
scRNA-seq TEA 1Y A W7 A& ke R 58 19 A W A AH
i NRARABEMSSTIXT NDs (A 3L FIIATT
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