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Physiological regulation of hematopoietic stem cell and its molecular basis
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Abstract: As a classical type of tissue stem cells, hematopoietic stem cell (HSC) is the earliest discovered and has been widely
applied in the clinic as a great successful example for stem cell therapy. Thus, HSC research represents a leading field in stem cell
biology and regenerative medicine. Self-renewal, differentiation, quiescence, apoptosis and trafficking constitute major characteristics
of functional HSCs. These characteristics also signify different dynamic states of HSC through physiological interactions with the
microenvironment cues in vivo. This review covers our current knowledge on the physiological regulation of HSC and its underlying
molecular mechanisms. It is our hope that this review will not only help our colleagues to understand how HSC is physiologically
regulated but also serve as a good reference for the studies on stem cell and regenerative medicine in general.
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it LT 4H i) (hematopoietic stem cell, HSC) /& H FAT FRL A 7 I 2 i BT (colony formation units of spleen,
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BHLHIRE R ZE AR B Xk —hHEE
T AT T HSC A2 27 BB AR, 2k T HSC
FEIG RS 2 N, SO EE )R oA HE
BRI BT e it T R AF IR BRI S, T
A5 AR 2R R R BEE T RS B

HSC )€ X — MU s, FEaHE
% |] 434k (differentiation &Y, maturation) A1 [ 3 5
(self-renewal) FH/NJ71HI, | 22248 HSC {7 Ti&
MR B b, BRBEEET IR T 74k i i 4 40 g
(hematopoietic progenitor cell, HPC), & 7L,
HONA A R0 & KD Re 20 M s 5 & /248 HSC
FELAERF )RV 73 A AT VR AN T b 2 £ s 24 20 L P
[FIF, ERE4ERF H SRS MIIRe AT, CLA& R
Z P SBCIRAS T B . BRIk BASk, HSC Byt
ASYEFF (resting B, quiescence). & 5T F (trafficking)
DL T 4% 1) (apoptosis) S 55 14t 5 H A= 9 52 1)
RE [ 2 FF % VI AH G B Bk i 1 KRE M 4 B i)
“SMART” $FfiE AN A& HSC H & ThRE 4 #7711 e 81
BERE, [FRW2 RGP HSC MZhEe “ &4
7 U RSCIEGEA MR RIS B 1EE H O R
g AR 2 i il b st HSC X R ) A B v
VA A Tk R — AT ERIA .

1 BHREH

HSC [ 35087 D) 6 6 2 3 40006 T 4 A £ ) i
25 (VR PR R 42 ) B FE P A () I FOPR 85 R 2 P R
SRS (AMIEPE RS ). TR MK F, HSC |
T HA X IRAAGT R4 R M. HSC B
PR L W K — RV R 7 R R 5
B FRIAST, JFH 5 HSC # BRI 4
PIARSE 5 T 1 g MR I R 47 1 3 T O 52 (10 T g
FIGRRZ N niche, -Fh niche 438 1 40 ffd 8] % firh
HUE 550 F BOA ELAE FH 48 F 35 HSC 138 s
IR KRR EokiE, H Al HSC R4 18 %A 1R k5
B £ — A B 2B Ji DR A0 FRAN 138 eV AE AR b 58 A AT
HSC It Ak 144 A 1 3 I A 452
1.1 WFEMEEENS

FE AR HSC B 8505 1 VR I 4, B T
% Ji[¥) Notch {5 5 @A Wnt {5 5@ 4p 11, —
FA R FZ5H A, Scl. Gfi-1. Egrl. Egr3
L 1 2 2 il i AN [E] AL 40 ) HSC ) 39 5
H4EHF HSC 4T GO #, M 4e+F HSC (W H &K HE
Brighe U0, WE Y PIBK/AKT 38 58 ) () 08 231

FoxO ZX i i 2 G H 72 FoxO3a ) = B2 il i 18 &
HSC X U0 N2 52 9 )5 Bl DR 371 1) 1 W AT 4
Fr HSC i BARAS A A ] HRE S U1 BRik 2z 4h,
Hox ZXJi& 1) HoxB4 # 1A Jy7& HSC H 3 #r i 1k
) i 4% IRl -, AR 4h it 3 1A HoxB4 w] Phis i 2 (g it
HSC ¥ 18, HZEEF 1000522, mHEy G
(1) HSC fEAR WA R+ 1 58 % (1) HSC i I B g2 il 22
A RE U, X B AL A5 IR 3RS S HSC
AN IR T A AR RS T A I HoxB4
T FE Ik R 4 B AE R B AR N KR A S A 5 K L
T TRV, 3K — &5 SR8 7 20 M P VR PR SR AS R AR KA
AR SO AR, R PR T ERI T
V2 R B i R I S HR R S () 34 o 240 B £
FEDRLE v B R kAT 2 IR TR B A, ik H Hox 5K
R 3 — A9 ¥ HoxB5 f i M 1 3 ak 72 446 1) K A
M HSC (LT-HSC) I, P 5 idRs 7o HoxBS &
LI SE R /N BUR B HoxBS 334 1) LT-HSC £ &
S HE i I HE B 5 ) 0 If EE R [ R E R RE T,
FET H B A )R S R0 I AR S R AT TR,
5E T VE-cadherin” ff IfiL % J& 41 A & 3 32 B 1) g JE AL
2 BY H T HSC [ 3R H 0 4E R L] 5 HSC 19
BN E R G, e F A HoxBS iX — 4 1t H
T HSC 4 3456 f gt — 25t .

HSC [ 358 i 2 7 5 H A0 B 8 RS 25 U A
Ky S 4 M JE BAAE 5G4 1 A 7 2 52 HSC
(1) E B HE? FATHIHE 7% B p18 (CDKN2c¢) 1
9 INK4 S0 1 20 i Sl 2 5, HoA #ll /b B
HSC [ & 58 AOAE P2 IR p18 s 1 /) B A
BB 5 & I HSC 1 B R B e /3G o, (H 2 H 4l
MOXE5E . A, BT VAR IR R, X
PR p18 & HA R4 B BAM e . it —20 1)
P T 57 p18 W] fE il id fie #t HSC ) B 3
BV 2 B S SR AT SE BN BROHSC 93, XN
1) p18 /Ny FACEWAE N9 1S HSC [ #E fide
R e i

BT BIRBRF AR, W i T O 1 i
SR S AH DG 45 4 1 SE B HSC AR A 3 & Rt
ERAIAW 2R i m . BAREEH — KV LA
TH G TR LA IN 2 & Fh 20 P BR - 2HL A R AR A 1
& 412 B TN B R HSC s 3e it 7
e 4n SCF, TPO, FIt3-L, B HEMAEKRE TS
5 M 2 (insulin-like growth factor-binding protein-2, 1G-
FBP2) J% Ifi. % A il 2 (angiopoietin) 5 7y 145 2%,



T G LT A B AR Ly T R R TR R

R RIX S5 2 A R 1 1 “Xg R 7 FEAE
HIP S A R AR AME 2 B FIRIR . Ny TG
VI T AR R, BORR R BIER . G#fE
S 2NN Y HSC [ RIFig . o4&f
W7t R B SR1PY A UMI71P I AN /Ny T AL &
A ¥ N B ISk Y8 ) ST-HSC Al LT-HSC (¢ 3 1%,
E2 HAE FALEEAS RS, 1M H H s tas s %+
KA FACE DI RS o 721X — B 708003,
BATEAEWTE 0 A AR JALE SR iE B, LA
P18 S i ik AR 5 1 /N3 4 77 A T HSC (1)
PRAN 1Y, 45 SR B Z A7) v DAAH R4 S 1 th
FH I p18 5 CDK4/6 % cyclin D (1454, 4id %4
il 75 Ak P ) HSC R 4 R 8 e ) o 3 1 0, A
T SEEL T /N B HSC fE AR 4N i {8 g7 (e B0 gk
— G RE TR I 5 — BRI p18 1R/ 7T 4 7t
JBF I KPR ) CD34 HSC t B A W iy s fg )y 27,
ZF AR IUN IR IR RSN 38 R B 1Y . AT HERS
1) HSC #2441 T BRs /N &9, it —22
| A 51 HSC /E I 25428 5E T Kl

BRUL LS, R 7 7@ i % DNA 803 4
AR ML S HSC 1 3 3R 58 5 R ¥ v
{EH . DNA H B AL 3 82 Bl (DNMT) 5 Jk 32 2 A 45
DNMTI1. DNMT3A 1 DNMT3B, H s 3= 24
£ DNA [ H 24k, T J5 P9 3% 5 DNA K8 Mk
(de novo) HIEALVER] . 10 5 0 5/ 51 Cre
RIE N B b Dnmt3a A1/ 8L Dnmt3b HIWF 52 K0,
FA T Dnmt3a 853E Dnmt3b GRS, Dnmt3a
Drnmit3b XU 1) HSC K31 [ & 58 5 ik /32 2k PO,
J SR T FH 2% A DR R 3 /N BROR B Dinmit3a
JM HSC H IR F B aE /)35, (H /& HSC M Z a4y
BT B, X E S Dnmit3a §K 514G
5% ) J R e s i o o< B IR ANIE TRt 7R T
Dnmt3a 1 Dnmt3b % HSC #2 1 BE A2 X 5 & YA XF
FESH/EF B, Sirtuin 6 (Sirt6) /£ Sirtuin 5
HEE A OBHLEE, @IS e ik gh A ke 5 1
H3K9 Fll H3K56 K445 2 ZBHAERT, AT NF-«B.
C-Jun, MYC Fl Hif-1 Z5(5 5 8 B 3 s i ok B
BOHT BT AR B, Sirt6 2k 1) HSC AN B 4 47 7£
SRS S T BE n P e N2 iR B, HSC %
BARI AR K s i A IR E e T
Béo ML B, Sirte &k 2% 5 8 H3KS6 1) 4. BEfk
TR, HE— B0 Wt {5 50 B (0 e st i Sy
F TCF/LEF1 (W5, iS5 HSC i B3G5, 4%
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i 51 FE H 52 B,
1.2 SN ALE

i MRS 2 — RSN 4IH R T LA R 4
P A0 T 55 22 Tl A KA I S A ) . 5 BRI AR
o1 B 2 LA P R 41 i 6 HSC # ROIRAS N H 3.
HOR DhRERI 4R A 1R0E O BOr iR R BE N
R4 s b, Kk CD31 AL N ROk R B
(endomucin) 1) H 28 {7 28 i LA K ifi /Nl s A
BKl 75244 b A4 (PDGFRb") F I/ J& 2 o 4 e i ik
e 3E 2 ok I 55 PR T J R0 - 40 PR IR 1 1) 43 s 4
LT-HSC HI# BARES, MHLEI Bk 25BN K
i Notch 15 538 B G HOG . R IX —F5 1
WS 2 /N R PR 40 B A 14 Noteh {55 1] LS
SRR/ R LT-HSC [shge sl B Frf, b
T BE A B ) B 4 i %1k DARC/CD234
5 LT-HSC i) CD82 454, fi&it i TGFB-Smad3
TS IE R OE,  ATHIE] LT-HSC 1 2 B & 3 3t
P2, A AERRE R DR P

B T RS A R AE B R A A, TR B R ) A
DRl 7~ o) HSC (W38 58 . A7 0% S B 3 B BT A 7 R
VAR FH o FRATTAT 1 A ) P 285 R G 2R g /D BRASE 284
W RN, T ATF4 — 75 [ Al i b & 5
TP 358 P R S5 4 B R PN S A L R Angpt]3 1) 23 WA T
YEREAG AT HSC M2Umy g ¥, B — 51, ATF4 #t
SR HSC A By th 17 75 38 1l =6 2 A0 [ 3R 58 37 A /110
R, X2 RONUESE T TR B8 ) 48 i Rl 433
Ik oy W SRR 4 it IR - R 3 HSC B R BT, R A
E B TP VR A A R 2R S AN R 1 B R B L T 4%
HSC Iy & J7 T (00 EE 28 XAR MY I S 7 45
MR 53 F 5 O -39 18 HSC A #E [/ 1 79 5 it A1
TSR T Ha 51 RO B

BR T 20 B A M R RE TR B R )
EWJi (reactive oxygen species, ROS) — 7 T % F2 HH
itk HSC 2 | B E/ERN » 55— 77, ROS
Xof o AL 52 A Tl A 15 1 2 i () 22 1 %o i 44 HSC (13
I g AT [ R HT R ) R IEIEIE . WEAER A,
AL T H A B 21% A& &), EIRERET 3%
A BEER/N BB BEECE AN I HSC 14k Py
KA i B A ) B . X R ELR T A
5% S B B AR B 1 S R 5 | R R A T 3 Y
I, 4k N ROS & & 2 T+ s A 4545 7 HSC
MK E R P R ZAEEE N FAE )
BEAT T 2> 535 04 3% HSC IR AR . T4 10,
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T A T P T B 5 e (455 R Bl 2 A7 25 M b 3 )
S AR B BEROA S . BRATTA AR IR SR 0
5 1R 52 A 1 R P B 0 A R 1 i 4k HSC 7= 4R
“SEME RN (bystander effect), S E{it4A HSC 1Y
AR R ERERRE I TR, HEREESH
Wi — K% ROS B F+HE A %, 1M £ ROS 1y~
AT DUA SR HE AR HSC RN B, 3 i 4%
HRFSk m KR ROS 245155 HSC 1D RE I i & 4
vg HSC, i 8 SE AL M I AL i (Mn-SOD) Flid A AL
fity (catalase) /M1 P iE B ROS 45 S il AT LA B
ROS 7K 7 M 1T B A $ v HSC K A A I 4 55 EH Fk
OBV . AT B A R B, MR
It 2 181X P AN B Mn-SOD Al catalase 1] i i B# 1%
ROS /KF. {2t DNA BRI b4 T:, MY
P& =R AR B BRSNS SO R, ik T R
e BEREAE HSC (K WIRN  [RRE G St a7
T AN HSC F.o RAJUAT N- S B2 R
(NAC) X} NOD/SCID /s i AT AL 22t ] {fg 12 VR
LT-HSC HIHE N, R NAC 13 3 AR 520 A HSC
B R0 B X SRR T 4 BN 4 G A Ak HSC B2
M7 Rk HSC K HARE N FF 4k 7 B 3R T B
BT B SR

R R B IRAEAE v 4 FE A 0% HSC Thig
(1% 2 S (1) AR I 1R 45 07 U AE AR BRIRAS N I 2 Fhg
7 (AR 7 K am AR A ) X HSC i B B E
e RIEEREENEM. Wi\ E=mmERHE
3K B A o ER 15 4 s 23 4 FE A 3E HSC 1 H
T W AR HSC [ iz M B AT 41 5 AR
= S B 50 1% % RS ) B R A )

2 ERSEER

HSC #1434 1% R0t 78 A2 £ B % HSC ¥ & AL B
FU B Y ), 14 € HSC T RE ) “ & hnifE”
PP i B LN EIE /b 2 R TN TE A N o
JNTHEARTFLE, Weissman LL Fl Toshio Suda Z(#2 5t
Rl Rk 3 7 R FHAH I A5 & Lin c-Kit 'Sca-1"(LKS")
Skatifk /I B HSC ¥, ik — B B 72K CD34 1
FIK2/F1t3 3 W5 A 3 [ b1 H T X 43 LT-HSC Fl%d 4
] HSC (ST-HSC) ®", 2 J& Weissman #(#% 7 | 7
1997 41 2000 4F41E | HSC 4346 N 40 i J5 i 3%
7] bk 2 #H 48 ffg. (common lymphoid progenitors, CLP)
FNFL[E]EE 22 AH 401 (common myeloid progenitors, CMP)
M R RL &R - % R A 40 B (granulocyte-macro-

phage progenitors, GMP) f1 FL ¥ % - 41 & #H 40 iy
(megakaryocyte-erythroid progenitors, MEP) [ 3£ [H] #5
FH Y FE P, HSC I RGURAIE Y AL

2241 HSC 7 A0, LT-HSC At Fi& I
WERM TN, R AERKIIN (KT 641 H) 2k
Fd I A H IR /), HORUF ST-HSC
38 I3 F% =5 AR B 3R RE T B 4E R DT T EA B
FREARI], P m) T Ui ) 22 BEAH. 40 B (MPP) AN BA K B
P E R EHEE ST, MPP i Z A0 itk R AR R
P SCE CLP fil CMP, Hi#% %W B R, T
FRAE A AT 23 NKAHH 20 BRI R 0K 248 1 74 - B
LIS BRI A R gL, T3 el
GMP Al MEP, Jfit—D 1A T 4. B
WEHTARZE . E ARG B AT 2T R AR 4k, 2k
AR & RN RE . X — “E&FIE7 KW
IR A 52 22 e s R - A L BT 1 9 B 52 2%
WA 28 AR, I B A LA L EE IR S T A T AN 7
AT o X —E AR T T FRATTXS
T HSC K&l RGP RIHI AN

B WA, — 2 i LA Sl ) o 3 =
f'] HSC (lineage-biased HSC) 1] 73 14 15 54 9, 1% 4 4
RILAATT . 451 41, Muller-Sieburg 55 () T 5T i id
YR T I HSC 7E RS M I ot il R A
i), BIEB4> HSC i ) T 171 88 & 4346, 11 53 4
HSC Ui [7] T[]k 2R 04k, A — L& HSC ~F ¥y i)
XA Z o4k, DR AT DR 23 A fie (0 41t )
23 >4 1 17 6 & ) HSC (myeloid-biased HSC). fhi
[ 3 & [f) HSC (lymphoid-biased HSC) A1~ i 1 ]
HSC (balance HSC) ; Eaves 25 [ 5} 77 0 #i 4 HSC
() oA 1 Z00 4y 9 E i R 4 o-HSC,  [F]
BE R AR R 041 B B HSC, FE Rk R 4L y
A8 B HSC B, i se sy R E ARG A AN, (HARH
Frfe N HAHZE XFNEL R . BiJ5, Jacobsen %5 [1) 4
FUAE ST-HSC 1 R 4858 th— 2K itk R 0 4L 1) 2
T HEAH 40 i (LMPP), Z R4 AR A RE I B &
ML R A4, (EE A LLE CLP A GMP 4fJif1 73
1, 3% A 1) 2 b Sz e Hy LT-HSC ¢ /] DL B 2 17
MEP 4 534k ®2 [FIRS, RSN, TS T
FOE 1% R A A BN e Gn A% g e 4R TR RO 1
M-CSF )1k % rf 85 3% HSC, IR 15 3% K R Gl
DAR B B & 3 HSC 5 B A% & 7040 s FEAH ORI
B R PU.1 RIKIETH R, 2 HSC fE A4
T A5 R T BT R B A S A FR



T G LT A B AR Ly T R R TR R

) B0 SR BRI A AT A RO B R 2 b AR A
RIS RN HSC 3 R A58 . BRItk AR,
T MEP [ 43 ARIE IR 441, Yamamoto %5 (1)
HFF 50 R BHAEATU ARG 2 iy I /N 2R el D 4 10 35
545~ MEP JG i &l 2 2 B 256 43 A0 i =2 7T LU
I “sZiiE15” (bypass way) H.42 M HSC 704k K,
DL 2 DI R AT BT 7 B R A IR R R A T ok P IX
BERHE 5T 25 SEARAE NS ) B A% A0 21 S HE 40 i 1) 734
B AR TIRAE Y, XeesE R AR ST
T kT HSC st 2 iR, JLHAE HSC i &
P 7] 77 T 22 5% B% 427 W AFAE 8 HSC £ B4
PR &P RS S OL R o] DU D “ A0 BT,

3 BBRRTSHLER:

A 4523, HSC i3I #rae /15 Hk g
REMIGERF B VIR . HSC X 51T 4EL 20 i A7 34 4m
Ji ) — AN B AR A5 KR 3 1) LT-HSC 40 141 i
JIIH) GO 31, BR4EdpAE — Mg B HPRES . R
B & AR 5 B MU BT LT-HSC 7] PURGE
b N 20 60 ) 300 A i - 2 DA A2 BT AR F S s 7
Ko AHEE SRS B 4E R T HSC (1) ) fig i % 72
WRETTREER, BT &R 280 £ 1 LT-HSC
N 2= 5]k I T () 48 B 0 5 T 51 2 LT-HSC
R ZE 385 o
3.1 HSCERRSHYER:S M AREEEFED
Hx

C A FOIT 5T 3 W 400 o Jo) 390 ek 3 il 410 1) 7 e
(cyclin-dependent kinase inhibitors, CKI) 43— i it i
2 HSC H1 HPC ) J& i sz He oy g ltn, 526
il p21 §R2K 1 HSC i T ad FE 3G, L B R
ML MRS e E S i G 1 I g Y, X —
M5 p57 BRI HSC ) Dhg A28 4eh,  H p57 7]
BETE HSC # B e & 3 1 1 1A B i
7 J& T2 K W ) 53— A5 1 p27 B AR HSC 4
Ji i B S AN R B 2, (HJE p27 BRI HPC I 5%
P L O B B a0 BT, B ikET L, AR CKI
RNy T X AN 7] P 32 1t 40 A 4 W 8P A 1
3.2 AEFTGFRXHSCRMMALIEXEA
=1ER

fEIE I R i h TGFB 5 Sl 25 — R4 2
AR, GHE4E R S R G A MY HSC
RSN H R E . RSN IR 45 T TGEBL 7]
DA J7 4] HSC A, A1 TGFR1 nf LARE Uik
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FRHRCHR 75 1) 5 0 3 o m AR 4 . AL,
TGFB1 A] LLi# i i CD34 LSK 40 p57 Hy#ik
fit #k HSC o )2 Y, ki@ p21 8 p27 K4 1E
F B i R e R W, A i B R AR R R R Y
HSC WA, ©AITE B R H K A A R
e, AN TR T TGFB AR RE KA
A, PREX TGFBL (s B vk AN A Y0 A oA
79 TGFB1 w] AR 12 i 8 5 7510 1) HSC 3958,  [Rl)
s PRIk 2 44k i HSC M58 . B4R BE £ R F 95
R FAFPERFR /N R TGFBR-1 J5 HSC H K5 kg
I BRI ML Sy R H SR ) 3R L2 Y, i
TGFBR-2 AV b 1t /N Bl T3 2 1 HSC #E
JA, RSSO S A R, HR XL
TGFBR AP Rl 54k 11 /0N BRABE 2R 35 4776 7™ B 1Y) 98 F
N, A DLHEBR X e 985 [ B HSC Ty BE 1) 84 1
TGF 15518 i R M{E 5 > 1 /& Smad4. 51
PER % Smad4 5 HSC B/ fLBE S A Z 5, {H 2
FFR R RE ) W3 PR, Xt —KAIF B TGFB {5
5 B E 4k HSC H 5 7 7 T I <88t 1 A s
F= 15 0] LLiz B TGFP % HSC 20 it J& 37 64 18 42 F0 i
RURZS I 4 RF R IA 291 HSC 14 H (138 7 2k —
RN T

BRUL LS, TGFB /S 7 A4 i 5 HSC
2 TA) PRI AH EAE AN 2 8 HSC (& .. B 7 2 81
YER HSC 701 T4l i —— EAZ4H M v DAAE R
BRSO BT 1 A BR 4y 2 — 4k FF HSC 4b T & B0k
A0 S A ML T ) % B A% A 4 s 1
TGF i TGFB-Smad 15 5@ B 4ERF 225 T 1) HSC
F o AHR B BT 100 5 BB A I, B A
RO 2 7 B b 28 i e 4T 4 4 B A K IR 7 (FGF) 1)
4y, PN TGFB 15 58 %%, M dk HSC 3k A\
2 it S STk )9S HSC 1 H .

B ERT %0, HSC & S 4% 52 21 niche 28 il Al
S it ] T S O B R G O 2L T DA G R A FE U
FRFCRAE T < b U)7,

4 EFEBREEMAT

VERBEA G M RS, HSC AL AERFEEA
I MR IR ,  [R] 7E 22 Bl SOSORI N ] fe 2
52 Rt A i e AR %, HSC bR 1 48 i A 3
R (RIE BRA ) B il e BBk R 5 80
DNA #5475 F &8 =12 B K B3R AL T — 5 I IR B,
{EZAIE 58 HSC 78 1A 2 0 T2 s B RN 4 5 226 DR 40 A e
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75 TH B94E I B AR ALK a5 1k 2 Pl e 4k 1)
KA FRBET 7T LR AN AT B AOHE AT .

AT J0, 4 52 2 DNA 347 22 0% DNA
P4 () M I R, T G145 4% A 5% A (DNA damage
checkpoint) 1% 0r /& p53. p53 15 5 il i T i iE i
p21 1 Puma #1731 XF 2 & 33 R0 DNA 453475 ) B
XA $%, 7F HSC RXT DNA $i 518 5 48 F5 Th g
Fase 7 R AE S BAER Y, [AI Gadd45a (growth
arrest and DNA damage 45a) 9 i i £ # H1 1] 4E FF
HSC (AR A e k. Fik, #— P ET DNA i
145 Js 2 AE HSC 4 it J 3 AN iz e se AR, 2
7% HSC H 58 Al i ifn 2 40 RS 4 Fr WL i =
IR,

Puma /& p53 I8 H UGS 5/ S A0 IRIE T2 15 T
AT TAE SR Puma (52 1 /)N BRUFE 12 52 U 2k R
Wi, TR, AR S 3R R DNA B85
NI v %o U AR 405 (i 52 AR 33 Zh P i) K A7
HRHA IR R MG, X—55 p53 &
DRl B 2 /N BRBE R F R AR A I 10 AT — 2D |
TAE R IAE 20 i E g AR B AR 4 F|H Puma Bk
S{2 33t DNA &8 & fde e 3 R A faoe MEix —fE R
1M i 33t iPS 41 Mo 1 2B B, AN TTTHIE B T Puma ) 3
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Fig. 1. “SMART” choices and physiological regulators of hematopoietic stem cell. HSC possesses self-renewal (S), maturation (M),

apoptosis (A), rest (R) and trafficking (T) characteristics, namely “SMART” choices. Several molecules and regulators for each choice

are listed, which comprise a complex network for the maintenance of HSC under physiological condition.
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