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The Role of Autophagy on Muscle Stem Cells during Regeneration
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Abstract Various hereditary defects, substantial tissue damage, or alterations in extrinsic signalling could
impair the regeneration of muscle tissue and lead to various primary or secondary myopathies. Therefore, under-
standing the physiological processes and related molecular mechanisms in muscle regeneration will contribute to
more effective combined treatment strategies. Autophagy was initially considered as the mechanism of nutrient de-
composition. Subsequent studies further find that autophagy is also a physiological process of degrading cytoplas-
mic components, protein aggregates and organelles, which is a regulator of cell structure and widely participates in
the process of cell stress and differentiation. The studies of autophagy inhibition show that autophagy is essential
for successful muscle regeneration, and one of the key mechanisms is to affect the differentiation fate of MuSCs
(muscle stem cells). Therefore, understanding the role of autophagy will contribute to more effective clinical treat-
ment. Here, this article reviews the literature on the role of MuSCs in muscle regeneration by autophagy in recent
years, so as to provide relevant references for the treatment of regeneration deficient myopathy by regulating au-
tophagy.
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L A B R 1130%~40%, & AR
KE)ZFEM, SR, &M AL aRRaE . S5t 240 2340
P AMNIEIEAE 5 R 2 3 BV H 2R 1 4 45 F B
Ja I AEESE . WIRAAREIE R B 2% WL AR = A ™
TR, X AR — 28 L LB 2, 4nDuchennelJLE
FEANRAER, EIXA R, JUAT-40 i (muscle stem
cells, MuSCs)3{45F [ e 2 HIKTE. PRIk, LA A=
IMuSCs 7 I 15— B2 — MEAFRAHI T (1)

H I (mitophagy) e 15— 51 =4 42 (1) 70 i AR
U, P A A e R 0 40 P 5 1l 23 i BV Il
AT IR . A R— RS2 B A A R 2R 5
Wil (%) 753 BE 1T 5 S s S ACU SRR, B R e a8 e A
JRLE A T IR BN 40 R R S 2P Bl () R AR
B, A WRAE LRI 5 B 0, HENLA FAE R i
REEAE P, Ak, 2590380 B 3 W O Uk B AT L
S0 Al A R MR L, T R B R AE Y T ILIA
AR T BA BRI PR 732,

1 BlEEYFEiZFS)

20 i 1P) B A M B (L FR B E B, macroauto-
phagy)id & 23 HH & F ROSE A gLk, B, AL
R, mEBURE. NIRRT R XN
A B 3L A H bR & Unc-518% 8 8 1 (Une-51-like ki-
nase 1, ULKD)E &4, B0 5 @ i B R A IR i
RE R HLEE S &2 &%) (phosphorylating components of
the class 111 PI3K, PI3KC3)kfih & v Wik B i ¥ 4] 4
Hii% (nucleation)id 28, B J5, PI3BKC3E &I RR 1k,
28 M P AULIRE, 0 KL T P Jo 19X o A= RS AR T JUL 7 -3-
T IR (phosphatidylinositol-3-phosphate, PI3P), 1X /& H
W Jo3 2 () B B RS SOt SR B, IX I
FEI 1 RO R L 75 S H W AH 56 2R 1 9A (autophagy-
related protein 9A, ATGOA)E y—Ff IR B iy 701,
ATG8Z R i 03 71 57 B S5 1) 7 W Z 3 (1) J 7 ke o 2,
AR 0 A O R A 1 A/1B-#2 5% 3 (microtubule-asso-
ciated protein 1 light chain 3, LC3, F£RFATGS 1M L
BN RSN LE FLC-dim 1 2 Db 22 R B 1 B AT G4 AL 2,
TE RGN B BLC3-1. LC3-1% 8% th (1) H 2 R iR A B
T H 5% JRIE £ B 4 (phosphatidylethanolamine, PE)
gt &, et — R LC3-15 A L C3-T1( H MR 1 s
AEAE 5P ATG8AM AT LAk — 20 55 48 S AT LC3 A
FAEF X ) B WEALA] o7, T LG e W 248 i s ) %35
F R LTI, AN, ATGOAIE 2 5 H W AK . il

T A R i o 2 LA 4 45 o R S R, DA R
5K A A R B AT IR A A, B AR 2 D R
b A, CFE MOBT A B IR A S M EZ T BR ATG I
55 VSR Rl T B 1 VA Bl A o X S R R
Z RS 7722 T A 1 U RIE H, B ESNAREsE
£ ¥(soluble N-ethylmaleimide-sensitive factor attach-
ment protein receptor). R 2§ &5 [ FIRAB GTPases,
UL B B W A RG34 A A s Bl A (R A EL A 18 B,
T T AR v R R M K A B P A B MR BT, TR ) R
I 5 AR R T [ 4 LR, 4 LR A 2 R
HRAEZ I DR -

2 MuSCsTEALABEHRIER

B B LT 20 110 0 06 T B A 2 B 0 0 7 2
LA, T BAE S5 (IR AR S — 2 50 1 T4 S
1R R (IS R, B B E T e LR £ i 4L,
UL 2T 4 s 30— 25 T UL EF 4 . MuSCsIU T LET
Y4 A SRR LA 2 0, o JUL PR P RS A A P A 2 6
g[% R

LERAASIILIA Y, MuSCsit 3 ik T A5 7T 341 i
JE AR AR BROR 25 . 7E SR B . B ki
B 7 2B (B 45 3R A7 UL PR ) UL PR 5% 425
J5, A ILER 4 A 2 E T WU 4 5 4 2R 8
(I ESAE 1T % A WA, PN A 25 B4 56 1 s 2 s
MuSCs {2 i 3 5 37 A 20 L 3088 1 7 A A= UL
. WOE FIMuSCs 22 7 g AR B R (1 5578, L)
1012 20 PR R O S L, AT B S 1
PR3 SRR L AT P A1), 76 I 0 IR MuS Cs ) LB ek 5
715 T MyoD 1 RIMyf5 [ 72 i 5 15 £ 388 1, 3o 6 8 375
({IMuSCs 2[5 18 5 35 43 43 A6 T RS ULA i, 9F 5 30
1 AR YA 2r, 505 H A B LN S R A T BT 4 T
HEJLEREDY . oAb, B EAL (S B2 Bl R A
A5 07 OB 5508, 1X 22 B IMuSCs7E S [7] Fi 2R B
BT AE . 0, MuSCsI s A2 3 E B i iy
VB 5 DR R T A, A 2 B4R i o L
oAb SRR AT, LS EEANR . BT 4 R S 4T
DAY 7 20 5 P B ), 5 S 40 i 7 T i R e
Wt e, AR R AR . T B AU A
SERK, B BRI FA A, MuSCsE 3 HE A 8 1R,
I 5 SRR 2 ATE ML . B, MuSCs
15 A LB T AR A% 0 DR 22, R AT G 7E L PR 45 1%
JE i AN 43 AL 14 A 1
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Gk -

3 BREXTALRBERFN

F—AN B R 5 VLA AR AR R 1 E A ok
H 112 3l Ja X & #8 WUVLA- 4E 61 45 Fis 2 it 5.
19844, SALMINENZ5I"21y v R B, 78 il 5112 3l 5,
INBEILET 4 B A0 AR LT 4E oL =4 T2 A
Wk 25 3. PR, A AR tH—AMMEcse: LR G B
W i 2k P 1 00 v e 55 LA 4 1) 5 AR 2 DDA OG0, AR
B J5 LA, B R CAIE B B LA B A
) — AN AR . Horb, S B RESE 210
AL E, BB AR e IR . /R NPIBKC3 &R
A 40 1 40 1) 1) ——3- B E JBR 52 9% (3-methyladenine,
3-MA) AT DLRE 7 1 BHL T B W44 (1) T . H3-MAYR
ST WLEES /N B2 S BUN RLA ) Bk 2 40 R 28
LR Bl 75 PE PR AR & ¥ (chloroquine, CQ) W] ]I i)
BRI AL, AT FE B F i E . 53-MARZ R
AL, FHCQPRH BT B Wi i 5 i #2 S 80 7 Wl 17 5 AL
IR i FEAR SR, R RESR 1 40 JE I AR
RO WL AR R R MR S — MRS X
e 35 AL P i /0 BRI 9o 4810, 8 LR S 2
BRULK 1239855 WL 453473 J5 /0 B SR 4 X 2 ALY
SRIE IR RS, Ak, ATGS. Beenl FIATGI6If 3
DRIk 2R T 2 S BV B o B Wi 55, 7 35 LA
FAz0461

4 AABYEEFEFMuSCsH B
4.1 MuSCsHI5: BIRSHILE S

TEIEFEIEOLT, B BULH 2 IR e e i i 40 i
ZH AR, 4B B T A 2D, R MuSCs Ak T — Fh i 1k 1)
RS, LA 2 B0 10 B 57 T A SR, i
1EIMuSCs 1] PA K B A HY I R, 98 I 8 ity 2t
N E . 15 AL BIMuSCs T 4 < 18 LA Jl IR 7
MyoD1, FFiL# 2345 EAL . BUIE I MuSCsAE 14 58
Ji 22 G T FR o 7 AR 52 1) oAk B8 70 BE BRI VLM
Jfd(myoblasts), B%Z8 P AN X B 43 24 7= A R UL 40 i Al
MuSCs. FLAN AR IE — 20 73 A0 T2 BB R WLET 4, 5
52 VA e G 515 B A2 I MuSCs I =58
HENEEARS IR T WL T4 U T
B LT AR B IR PR R s, B L RS LT 2 MuSCs e
WA AT SR B O GRS P T 40 MR i A
P73, R LEThRE b BE I S oA Sk 1 A 75 SR AU
A

F e X6 T 4 R 5% T 0 i 4 e IR S R E

e 22 ¢ B P, F A MuSCsH A7 7E JE il (1) H
W s P, 3 — PR I, B AMuSCsillid H Wi AR
AR 24 55 40 i 2% AP0 B 1 O ) BT, 33O AR A )
FAS T AP, R SRR, 2 A B RS
ToiF AR FEMuSCs ¥ 11, MuSCs ) £ & Al T e B
AT T R PR AN, ple™ (RN
Cdkn2a) 1 2% 400 1) 38 1 47 ] BRI & B 4 i 3 (Rb) £
1 /E2F 15 5 %l 40 35 DR (o 400 o &) 349 A1 5% 2[R Cyelin
A+ Cyclin E. Mcm3. Lmnbl F1 Cdc6 551361k, i
i E IMuSCs A48 g AN 1] 30 (1 52 2R A, AT
S AT R ER IERESPT, A B 2 FIMuSCsH [ 5
fith [ Wt 2 DT i A UL PR R A ) B A 42405 (AT G 72
BRI R ) 2 P BUZ A AR AR 2, 38 IS Sk,
T3 B 5 7K (1) 14 % (reactive oxygen species,
ROS). Parkin(bic 32 45 2R A4 I F 18 H Wk &A% P )
FIDNAR G FRIC Y. plo™<n] gy [ W 52 45 i AL A
HIROSTE S, X MM 1] 5 EtMuSCs 22 40 i B
ARAS BOBLIR, T W0 77 7R I 3 X — i
FE. K, ROSHE S HIpl6™ “-Rb/E2F 5 54l 5 &
LA H B 52 5 ATMuS Cs 1) IR A R4,
AMPK(E 518 i CAIE 2 40 i B R s T
A RO f, JTAEE TR NI [A] 1 20 A S 2
TEREZ VLA, AMPKER IR /K A R i e
Fp27P ) B R A AT S RIS, ER e AR 1 B R AT
1) N2 S UL P A BE S S R AE R T . [, AMPKY
275U I8 S T R R UL P 2 1 R O T TSP
11, T EATORFR AR E B EARERT. Br TS
H AR A, LA &R RS B 47 R T i 4 B
Wi AR5 BR, T I d—2E A1t iR il (hypothalamic-pitu-
itary-gonadal, HPG)Z 5 11X —id# . HPGHl@EL 5
B[ B R R ORI H R B RS T
WL I TR B, A I R B AR E
AR AEMuSCs I 58 8 A0 Dy i 1k, T Fefisi =24k
2 FHMuSCsH T fe TR fEHBRIEEERE 55,
I W A T 1 P 6 5 IR AT G S- 125 & 0 AT A
Z ¢, MLC3. po2MZZ m L& AN & EH A,
R JELC3H 5 JoRL A 2 s Y 3 AR B o P
A et AR B0l 2 R EROS AR 2R, AT
LA A RIS T2 2 Wi b OIRES . FENL A
b, HERCER 52 AR HH 5 BIMuSCs TFEB(transcription
factor EB)JiH 2 1 H I B I8 2% S B oA, AN T B0E
TFEB J¢ FLREBE (R (1) 4 5B A R i 4% VS B AR 2B )
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RN FEILR, TFEBZ B R B A6 iR 3 W
TRBEAR BT 75 1B, Ak, HPGHHE L TFEB R 41k
Hi 4% HIMuSCsH I H B AR TE B, AT 8-> ROS AR
2, F LB IT ZFROSE T 1 FE K 4 FFMuSCs
B"J%%JJ:[SI]O

M, XERILR M, BB SAERA
Wk A >k B 1IEMuSCs 1) % 2 - 4E RF g BOIRES, AT 4
FEMuSCs 1) 25 1
4.2 MuSCsHIBEFIETE

BB L5155, MuSCs M & JS0IR 785 o g s
e NG i JE T AR G 5, — L A 4k B2 53 AL,
M 57— S8 I P 52 21 3 1 RS DA S8 BOMuSCs 1 F 3K B
o BEHEWURME R R H 7RISR TN, 21408
LA IE 2 WU, FE4 D7 LR e F & A
FFRAERY BB, I L S0 0 40 Al it 1
FEAE SR AR, XL fE AR B B IR, AR
BB R AV E TR X2 Fh T4 2 8
(B FE AR SE, AMETETAIi I #e k. BuE. o
A 3R B R R R E Y DA RO SR ],
9 W 2 78 JUL A 4545 J5 MuS Cs T ok 78 v ok 3545 S
. FEAR P AIERSE, MuSCs N F LIRS HIE 5, B
Wk 368 R N, A B B Y B B 20T 1R [
FHOR B ETATG1OL 1 AR /N bR, ksl 2 gk /b (H
TIAFAE, HEENIERI A2 3 — D AR I,
ATG16L1/] s, Hp A& B35 Y MuSCs(Pax7/MyoD") e
B4 v, T A TS0 IR A FIMuSCs(Pax 7 /MyoD ) F
T B IR 25 B L 4N Bt (Pax 7 /Myo D) B 451 DU 54K,
XK, fEATG16L158 745 /N R b BT 98 55 1 B W 2
S MuSCs RS0, AT LA ) P A1

540 F Gl 1 5 EMuSCsAH Eb, 43 fIMuSCs
FIE T IMuSCs &5 1 55 i /K P I ATP 3 & 26 R Ak
TEPEROS, R b, [ R E N AT RE A Bh TS RR
MuSCs#UuH 3G 2 R E R Rk B
T 11 1) 77 (CQER3-MA) KT 1 Wk (4 410 1) £ FH 2/ 48
RNAAL FE(ATGSERATG7) 5. 2 Yk /b 7 MuSCsi# i J5
RTINS0 R I E R, IR T ATPI = A2 K
SRR R VE M, TR AT LAE I 2Rk 78 BE AR
TR B R A0 K35 4 [ NS, 3 — 25 (B 9T R B, T
BRI 515 B K T 1(sirtuinl, SIRT1) ] §E fEMuSCsiig
HE AT TATGTE A B 2 FTAMPK
R R 1k, AT BE B W FIMuSCs. 1% &8 H5 5 3% 1,
SIRT 1] g 38 i 75 A i 1k B B0 1) O B % AR il FE v

WOE B, DA 2 0 R AR Re B 7R R PO
4.3 MuSCsHI L Fngt&

Je T B FT O HGE, AR N AR S LA
WL 73 A R, RS 5 (B i SQSTM1/p62 3K ik
JKF BEAR AMATG7. BECN1. ULKI1. LC3B# ik /K
ST i — RO FE AR A C2C 12
YR s A I R, JONZERTR I, K& ATGS-ATG12
A YRR IE B AR WL 4 A B2 oz 1 i, 2
LC3 27 1) E Wi 38 AN AE 70 A0 5 A (A 28 1 R) B
o DR, AT B — MR R LR, R TE
S AT SR B WA R B2 B, SR, 2
(PIUEYE 2 BH, ZEAR SR SO A BN A0 FE A, B
Mg 7K P02 b g Uso4l, e Ak LC3-GFP/N BRI
PR IR 52, 2E AR N WL J5 T MuS Cs 0 A 4y
AR, B EFR S EOE, IF BAE I A AR LEF
Y b SR H B Y B KT VLT 4 A0 B B 4 i
1), X B B WELE VL0 S BA R ERES. A
WF TR O\, LR 43 A 3o R v 1 ek ) o 4
AR . HEREBIR, iR R B, 1Y
12 4 B B 2 Vs B AR i o B, A 4t L 1
IR TN G B E . filhn, iEid3-MA
1BIT BRATGSFNATG 73 PR s B 40 1) 9 Wk A PR T il 22
1T BOULAE B oAk, I PR SRR Th e PG, 2
FABaf-A1(— % B W 7, 7T A4 B W AA M il
PRI R A ) A FE R LA LA, AT AR AT DUWE 5% 21 240
() 25 SR IR e TR B W LR P
I3 AT B, AT BN B 4 A AR A H R
YER B EEITR
431 spibhaks Pk TR RN E
SRS T A oh T A2 LA AS AR 75 22, DR 2ok Ak
BETE AWML 5K, BEARINIE &—
Tl A U 35 K 1 440 H S Y, T AR R T AR AL R AL
(oxidative phosphorylation, OXPHOS)“*, & 1 jifi &
XME e R R R, WU S R EHS R 4 M 45 1)
LR, IR, TR U LA AR 23 1 R i LA 7 2
AL AL, DLSCRR & B8 LS4 38 0 1) fe & 75 SR,
I LA UF BH O 40 e e = AR A R ) A AR B O
B, LR S A R r R 2R 4R B S IR R A —
AN BERE R B, 7RSS FC2C 1240 g (1) UL
RVE AR, SRR AR ) kA2 18548 im TOR -1 454k
W It A 158 B W 0TS 2 ARy A 0TS TR T 1a(peroxIsome

proliferator-activated receptor-y coactlvator la,
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PGC o) WE™ . 3 [ /s B 8% LR S LR
S259, BV 34 38 AR o, UL A i
T2 AR A A B A 2R A ) A I B B R 1, 1K
e =R T AR KA ER 1 T BB R 2R K AR DNAE I
e AR 3G

AT T 78 R B, LA AN 2 7 o b F A
i [FIOXPHOS 1) 82 RiL Ak, 177 A 1 2 8 i 26 b A 1 i
TH B A B A AR R 2R, SR )5 P A HHOX-
PHOSHE 77 58 i R 28 b A1, 28 R A | Wit A Sy — Fol
PRV B 2 RECZ IR RLAR IR S AL, CBEE
R LE 2R Th e R AE ) R A= b e 35 S BE M, 78
TR 2 (AR, AWt — 20 B, X 54 R ik
Z475 487 11 (dynamin 1 like, DNMI1L)/ 5 (f) £ ki
R 2 WL dobifi B & & T BRI 2R i AALC3B-
L 5 A 3 N5 4 I — B, | WA R 28 R A 2 ]
{10 5 B L AL AT B TV R TH R B A R 21451, [
AT, B W IR PRI, 11 BE 5 Rk il
4 8 [ 1(optic atrophy 1, OPA1)FIZR AL AR A ol i [K]
FPGClaf)FRiE L. BEiF, Zekifh& & 5 E 1,
B 2R AR N 25 T R OXPHOS MY, 24 [ 10 52 FI| 11
I, 90 W3 i T HRATG7, 28k A4 i [ e A () 3 7
PR, XA T LR AR [ 285 11 8 7 S 0 | B L4
ML 234k 5 1ET-HATG7HY B VLA i o we 22 31 1)
ROR B, 2R AR [ I (1 5 B R 1T R BNIP3
FiBRET, o PR BL R ), ZBaf-A14LHE 1)
FLAN L AE o A0 00t 8 g ok A i 24, 1K g
HEML, I B R | WA — B YRR 05 1.
50k FE A AR L, Baf-A 14 B 2 ) £ 44 1A= 45
R, Bz, X HE R, R M RS
9 W R 75 B ) e DT e B A 1Y) 8% 2 g L
BRI 7

B T kAR B 88 2 Ab, ULKIAE AL A AR e
oh 9l U159, ZEPINK 1/Parkin /) 5 ) £8 i 44
L YT RE B B, ULK R A Y0k 55 31 2 i fb 28
bk B, B FULKIAE H W R 5 R 260 1k H 1%
HH ) G BE A FHPY, CALLAEHINICHENK OM R A 4R
T TULKIA 5 18 2R 5 W 78 LA 73 A= o )
FUHLE o A5 FH 1 B LR 57 1k ULK T DRI B /N B, A
TR BULKIA 5 1) W2 3% L AR i i e 2R hr
2 @ BT T 1. TEW AL B BV, AT
ZR LA W I 5 — AN DG B TR 3R 2 B B CSNK 2/
CK2. CSNK2/CK2%F TOMM?22(£k Ki 4k 4 5t 4 fi7. filg

FR) HR 0 157 ) R R TR A AR A T PINKC Lk N 2 R A (1]
PIE, 0k B B REfR . SR, WERE (b TOMM22 1) 5k
ZARHE TPINKIFEL PR E ERIAR R, HiEF T
B 5 B AR R

BB AR ZR AR A T 1 28 A B I AR UL
o3 A AL PR B A R B, (H R SR B 2R R
A B WEAE LA P AR B PE FH M ANTE 4B . A, L
A 2 WA 1 Wk 1) 15 S LA 7 g — 2B R AR, DA
SRR IR W R 1E L IR AR IR R R R A T ek
5.
432 pAbfemb v e R BARATEST LA
Ji 43 A B A 40 B N R E T, L FEROS K- Tt v
A TR SRR B ELR & 75 B0 1 S
=5 RN 2 b & R R [ i (caspase, CASP) G,
ROSHL & B 48 WK & I —Fh 8 B oz, 0 SR A4
ROSH 7= A | 2 T 2L i (1) 43 A RIS AR A
FSCULZ 73 A4 H 1 e P JULYR A % 5% [, MyoD1
1, /& caspase-3 FIHHA 1215 5 FI0E 77, IX R HE TS
S RULAE S A AT e 4 EELAE FCO, SR R
TAEH D) REMI RS, BOULAH A HROSEIE T215 5 AH %
o E R R A 2 B BN A R O
LT, R, FE LR LB B, HROSAHI
CASP S 7K P 4E 35 78 BV 7 A A0 T2 8] 1Y) ~F- 7
KPR E Y

sl A TE ORI, B2 5T UL
T R A OC RLBUE 5, I8 B T 40 i 5 4 T A A2 4
JUFE T, RN B At 72 A Y 1 e e e 1 o
T AB S WERMME N, JF %S T4t
ATG 7 i b 34 M1 B VL4 B 14 55T 1Y) caspase-31L
TR . DNAWTZLEL BRI T2 . 22008t B 1740
il MR B Ak, A AR ) 3-MA AL BRI 0 T Rk
JULAH LR =000 e Ak, FEZRRAR A T A5 T
TR, BRLAE B WRAETE BR 2  Zebi AR 7 1 e &
HEAEH, MM G2 fif 40 M SLBORI BE 20 S i ()
FUR I, EeHr A 388 375 P 2 45 L 1K) T TBORT 28 0 4 i 52
HNE (1) 3% % ] 3 ek 4 g £ 25 ¢(cytochrome C, CYCS)
MIATFM1/ATF (275 3 IR 1) 55 R 15 3L CA SPAK
PERIAEMAE I TAF 5 72 AR 52, T AE A FR
TIATG7)5, BVLEH L i 40 i 5t CY CSHTAIFM1
KV E T E . deAk, THATG7H) L0 L AE 731k
A2 oA B R H CASPO R, Bk &5 R B,
G TR 1T BULAE B o3 A AR A 2R AR A 3 R TS
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Fig.1 The role of autophagy on MuSCs during regeneration

7, IF B B WEORY A6 K SOVLAR M G TR T

5 GHESRE

T 3k 6 4 R S M R O 3R TR e R D BRI
S3HT, WL FEAE FFMuSCs ) H W Th g O 1% 8T fg b
(B, 28T, H AR 7L 3 B ) T B3 WAL R i
H W, AR /A0 R A B R S E R R
FEAEH, DA HHLEIAA Rt — P50 . O B RHIE
B, fEMuSCsififh . AL it f b, 1 s &
B X ERRATSR MR H SRR
A LAE A FI W MuSCsIR &S TR AR 2 SR10, HATE=
XFMuSCs 5 Wit it & (1 4t &4k, 1% 7 A — 25
MIRE TS 24— BB BB 5 77 A FIMuS Cs Pk & 21 11 3
FEANTE T MV R, 3G 5 eI K )k
AT o 0B P P R 35 2 o] A PP 7T
(12 b ah, WLPIGH B I AN R 43 24 2 0 78 T 41 it 22
b EE LAt o BIEMuSCs A 1EMuSCs 2 7] H 7K
SR 2 S T R AR AE AN X RR 3 4 3 1) S ke s 41 e 11
SIS A — MBS R )

B B I - (scRNA-seq) 7 AT 18 88 L7 2B i
2 v 4 L B T ) 45 R S T e B T MuSCséb,
Hofth S EF AR N GG . P R 0 2 5 RS AL
WA . X SRR A R e B L P B B
TR (IR 7 AL B B, — LK S S R 441 i 17 A KA 5
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