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xR E M T AR, & nMINE, KRR

1 3& A RS & 4 th

i I - 41 i (hematopoietic stem cell, HSC) & — 2%
RE 8 3508 FF 4340 A2 B3PI A 0L 9 4 P g i 46 4
SHML. PR, 38 A 85 v B O B N S HSCRA
5%, RUHSC £ (niche). 18 Ll 348 858 40, 75 AN AR S
(1) e 2 F4g i & A 13 Fr; (i) £ DiRe 48
FE 0 ek 245 ) 40 M AL ) 4 1 Y L3 B 1)
20 M B o3 S R F

I8 I 20 P S i B, T DLIE i 1 20 1 2270
AR, Schofield V& B, K 4 TH BEMHSCEL K B T4
EFTHSC (4 I ¥ HSCHfi iR y Jl ve. % 48 i, CFU-S) A
ARSI EEAER ], T2MATHR S — M &
Bl AFE— T4 AR AR, & Ret 52 STHSCIP D) Re i 14
AR, AT EBE % 5 B 2 ANHSCHR A 38 By b 7
(25K A7, WSCE, TPOSE, 3k ifif A — AN 1] iR

T TR, BIRTHANREY, 8T %
(AR K — BEI 6] 4, % T-HSC ¥ niche it = B2 1K1 E .
B 32003 4F, ScaddenF 75 41 FILiBF 52 20 43 5] 5t o
B PAY 1) oK 4 ST S S C 5. 1) S5 B 4 i 24, £
7 B 2 T R BB % IR HSC Y B 3R B B A if
B, X PILAE, BT TR FATE S S e
P LA B 08 00 3¢ i T4 B 5 0 5

2 RE b M R B

FERE LS, HSCE T 7 2 MG & & . HSC
A B RS T N VEJE B — B R - A4 . AE /D B
(Mus musculus)H, JR 4618 1 & A F W AG HAE7.5 K 1 59
BHE. FIB10.5°K, 33l k- 14 M- ' IX (aorta-gonad-
mesonephros, AGM) e Il BIHSC R A& A7 7. IXHE
HSCHI /A X T BB THSC, F5 35 MU 1) 26 3k A it
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PSR AR B RIHSC, HE1LS R UG, 8 2R T
BF, BRIk, G A2/ B, Rt 02 NS IR 3 ifn i &=
BT, H/NRE18.5K LAJG, i if 41 & 4 i # 2
i, PRI G R A 7 9 B (quiescent) £ B ARAR
(dormant) R 2. BRIE 2 B 7 36 17 9t 27 A 1k 1 3 7%
) A A 1 B A U A A3 i B B, H BE RN T HSCZ
552 SR .

3 I 0 B A 2H Rk

3.1 HSCHE & Bl N B & AL

HSC 5L 1) % i T 95 AN S5 A SR A7 B 0 A 3
REJR U], A3 B JL U 2 8 T4 e B AR B A B B
20 ;T 3 R TR UL i 4 e LR HSC AR K R 1 1)
411 Jf SF Y5

N T EALHSCHIARIT 40 i, B Je B e HSCA &
MOAr B R B E FATR T3t A 0% R i 2N b A
A3 BT ER 43 B HSC, (HIX AN i FE 75 2 210~ 1200 A [F]
HIPLIAR, 2 BRI 6~8FP AN [F] 1) 5% S Jd i . R H A A
S IR e R A BB AR ML X 64 iEiE DLk
HI e s 5. Rk, F AR HSC 2 ALiE T3 15 5] 4
A IR B 4518 . 3X 7 THI ) 9B 1 3 8 S 4 F-2005 4K,
Morrisonfiff 77 207 % 5 B SLAM & [ K % R AVE R %
SEHSCHIHTbRIC. 75N m 4l B i 3 it 1, A 18 46
7E HSC FT 75 1% 6 18 1 [ 41K 21 9 4 (Lineage CD48 #ll
CDI150"), F X —H AR, A AT32 HHSC HEAEE T
B R L BT 30 O S e R e AR AN N T 4
P 2 TR A S Ve B A, LA R} 2 X O — 0 B T HSC
5 AN T i A 2 R f R 6 s 62 HSC AL TR AU B
BEMR B2 b DR R L SOR A Linbff 70 41 A XL
6T BB SRR R IR BT /N B B PN 4 A
pO2, iiF B 52 F X 45 (I pO2 F A, 1M P4 X 48 bl -7
BNk IAEAE, S50 R . (B R 2, ARSIk A
()48 53 s L i ik R L s, (H Bk PN B2 48 B AR 5F I ROS
RSP E T B Jik P B2 4, 30 ik R L7 iR ROS 40 it 4
T E /D T KR FL 30K F FTHSCHR R I WROS
KK T, T 5 ik R BBl T HS C 0 1/3 % B R B AROS T 7K
SRR, A B A HROE A TR A KT T HS CRE AL
OrAE TR, AR T 2 A A

b e, BHE RN K T 2 AHSCHR A £

/N, T Fgd5-mCherry!', a-catulin-GFP"”' 1 Hoxb5-
mCherry!" V2 X B3 1t 56 IR (1) 38 R4 252 AE 85 78 1L
RGP R bRICHSC, 5 16— B4R THHSC
(RS W R0 PR R AR . T X S o R RN BRUER) 40 A
A2 1t [) b P HSC S8 48 v) 1 6 L% ) 1)

3.2 HSCIhaE 55 41

HSC SLAFAE 1 AL B W15 2 1 (el 442 7R, 1 B
PR R T DhRe A g, FLOHA B 7T 3 2 am it
WAL IR N Yk B A PR SR AN GE Y, AR
AREEHSCHIAH AR AL 51 G, 38 ek 2 PR 2% 3 19 0 BB
20 P P K TN 2 £ B S HSC AR & 11 348 nt™; e
% 8 25 52 /& 5 A CAR (Cxcl12-abundant reticular) il
60 5 388 TV B R R R 2 BB, 2 5 EHSCHLE W
W N R AL T i, BEEEFAT X 4 %
B 2 [ FEHSC I AL 7Y, WiNestin 21" . NG2" 4
J®. Lepr#mfnt”. Bk, HeiignpptE. H
IO A B N S5 HSC AL 1) e AH OC I 48 f 2K B v] 2
y—]h%%l[ﬂ),zl].

(ELR, 3 3 5 g 32 4 R 5 SR B 7S L XPHSC
TR BA — 2 W R IR AE, AR 2 5]k B
GERE R P g, B A EE A i S AR Y 2, AT T
LR HSCH D) g, X I AFFAHSCHE B E A8 X.

3.3 HSCHKHT

e HSC L T L2 1 77 v, & % 8 T 40 i AR KA
TR, B, SCF*, CXCL12P A1 TPOM )
0 CANTHSC A 75 AR KA 7, 8 i 4 7~ X 8 A2 K A
TLEH R N AT SRR, I I FH 38 A% 2 7 A 56 1% 4
it SR Y5 X HSC [ F 50 38 A 06 75 1, it vl DL 2 B Thfig
PEHSCE. B A 329 1 5 7% & % T Cre-loxp 3 41 /i
G0, BRI P20 28 2R R 53 M Cred i i 2B K IR 7 I
ST 2 7Y Hp S T R R, A S AR D% R B R HSC H R
ST R i 2 B 2R B ) 4 S P Cre 2 LR 2.

3.4 SCF

SCF, X4 KitL (kit ligand), ;& HSC% B A1 2 L f)—
MERKE T2 —, H2ARkit) 72 £k THSC L M it 1
ATV O 20 i R 1. SCFAF7E P Al ke 24, 45 & 78 i
BERY. SUSIT/IN B2 7K Ui 55 Y SCF{H B = fisi 45 4 #U SCF,
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F 1 BH 0T A B R )

o1 i 2 7 A 5 SE fir UE 4
Lepr' 5 Jifi 48 Jf 0.3% 15 40 JE [22~24]
CAR 4 Jiil 0.3% iR =/ | [25]
Prx1" 41 0.3% 15 40 A [26]
Nes-GFP* 41 ifs 0.08% =/ [8,16]
Nes-CreER 3% Jii 41 i) 0.001% /INB) ik [16]
NG2" 5 Jfi 41 g 0.003% /N ik A [8,27]
PR 4 i 0.10% It & [28,29]
FE 44 & AR X [4.5]
A1 JE ¥ 4 20 e I > e/ 3 ik A R [30~33]
Schwann 41l i W L H b A1 A 1 2 [34]
fig i 4 A% e H 2> Fa A X [19,35]
SRR 0.1% 4 B [18,36]
P YT 4 1% Eol=d i [37]
% 20 L B R A 0.4% =i [38~40]

F2 BRAEHMAEEERERECre—R

41 o 2R Cre CIRFES e HIES EE PN
R 4 Col2.3-cre & 3] 3] [46]
Osx-cre/ER 7 [F) J H, 2 32K 98 40 BB A 4 (= [47]
R 41 i Tie2-cre % (7] o 9,20 T P A LR 4 R 20> B D) 76 44 = [48]
Cdh5-cre/ER 2 = B [49]
Cdh5-cre & [Fi) B 1, 22 38 - if 9 48 i =1 [50]
8] 78 53 41 f Nes-cre 5 Bz A [51]
Nes-cre/ER Rt L Bk [52]
Lepr-cre = = B [53]
Prx1-cre 7 B ] [54]
Osx-cre T B = [55]

] i I A A 4l g %

NG2-cre/ER Rt [ IR o 23 TR 2 IR BT T AL e 4 BAk [17]
NG2-cre i [F) I T8 T AR R 4l . I LA i 45 [ [57]
B A% 41l i Pf4-cre & i = [58]
I Y 40 i Mx1-cre £ [ N 36 14 T 3 % 40 - [56]
Vavl-cre = [ It e 5k T/ B A R A [ [59]

XN B B IHSCHE, K 4 & BISCFIR SCF #2& T4 Jfo 55 i) 55 243 b IR 11 20124F, Morrison
A] g S SCF ) Ty e fa BUHY | 8 SI/SIFNET A 7 % 45 /N R HIF 52 2020 46 P el B i AR 0 S S T B 2
rh, HSC A > 53 B A A7 A S1/SH R 38 R 40, iX 427 HRRE S R SR Scf, 45 R R, R TE W B4 B sl Lepr”
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&b =

I3 A1 JE A0 P R Bk S, A g ik 2 b B A B B P HS C
A B X U 5T AN S IE T SCFX T HSCHY
B, [RIN B AL T P R 2 B AN Lepr I 40 A 20 B AE 9
T2 1ML 240 b S 1 B A

(1) CXCL12. CXCLI2 & — /N #ath A1, %4k
CXCR4EIE TR Z H i 40 i, £545HSC. CXCL12
Al A B AN R AP R IR P2 —, B
T HSC ) s A AN, 4 2 22 2 M 18] 7 T i i 5
JE Bl Bt Coxel 12 56 P B2 40 PR R ok, 2 W0 38 PRIl
BEHSC AR ¥ Cxel 12 B 48 1M 85 41 J8 40 i v e B,
HSCHF 32 i 2% 2 ML 5 % Coeel 12 N 4 B o 51

Cxcl 12755 B8 9 R AEE 2 B RE™. 4, CXCLI12
it B8RS 1 5 HSC I ) 5 58 56 5 2100,

(2) TPO. TPO ) % /& /= MPL, ' /145 /& HSC 4 ¢
T2 T 0 40 T Rtk 22 b, e AT A 4T A I
NP A Bt B G B B TPO L B3R 5A T P AT AN B i,
TE A4 B 26 AR (0B B op Rk EE A DR, WL Y
TPOE T 4 75 R FTHSCHIZHAE H /i3 — AN TP
V. —Fhn] B R Ui =2, iR I 40 i i TPO AR 1k ik
JE HHHSC ) P Ja 1 4.

3) HAB 7. B T BRI T, A V2 HAR K
T B R ) R e R LR A 2 2 rh B R, B

B, AN 2 HSC ) H 3B e 71, 154 8 2 PR AR HSC Bl H: A B8 40 M A5 5 MORE B 15 1R . Bk
EEL 2 R4 441 A ) 5, I e 3 R33N [ 40 it SR YR 1 T G 2 LK 3.
3 BLTHMESBNEERESST
B5nTr 41 i Sk Y5 N £ H 2% Sk
SCF I3 PR % I 40 JE 4 c-kit HERFHSCHE AN 5 IRTEH [22,60]
M P R I AR AZEHSC. 4ifrie
CXCLI2 o4 LR P 4 M Cxerd R A [24,26]
R fRFHSCHEE LA K B
TPO HE. B E MPL L 0 2 1 [44,45,63]
I A1 JE 200 ff AN 2 ) b s e )
Angpt-1 S 1L 2 4 Tie2 {2 33 1 % 5 [66]
I8 78 5 T 41 B A0
L Sk . R R
Angiogenin I3 130 40 xR Hn {E HEHSCAR R &R SR [67]
Angptl-3 P 41 i et YEFFHSC [68]
FGF1 ER Fegfrl e #EHSC F A= [69]
FGF2 F T 41 Hg Fgfrs R BEHSC 4= [70]
FOZRE NG . PR .
G-CSF . G-CSFR 3 ;R HSC [71]
IL-6 T 20 o A0 516 440 IL-6R fE#EHSC 3 B # #r [72]
M. AN it :
Notch it {4 B Notch 225 3% {& R BEHSC 4= [73]
Osteopontin R 40 BHFE. CDM4 B 5 HSC i 1 [74]
Pleiotrophin P RZ LA 4/ JE 48 | AT HSC 4k Fr A A [75]
BMP ’Jkﬁfgﬂs *Zzi%ﬂﬂ BMPZ {k 1 I 1l BMP4 1 i HSC T i [76,77]
SLIT fic #4 14 A1 & 41 ROBO4 W THSCH M FF A2 % [78]
TGFp A% 40 it 2% Tgfbr {EFHSC H R E W [36]
Wt it 74 FEJRANAE . RS Frizzled 5% {4 {RHEHSC B B 5 # [79]
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4 BEHME IS E 5 8 A R

TEVF 2 RIFCIRES T, HSC 245 3)) 71 B B8 4h 48 B itk
ITHESNE AL, B n, PRZ . el L. IR, B
SR T I FH B I 2 32 A B A0 iE I 2%, {HRE A E I
B RERAETAEATA T, A4 il 5oE i ik b A7 7
HSC™ H G E R A, B BE. BRUEA G T I i
DXl 3 At JFE 25 1 L, S A 11 9 B 7% K S (sinusoid)
TE X L T 25 L 3 A7 7E X Pl 1L 55 45 4 58 A ) T & ol
MRA M B EA RS, 498, XF ST e S
SHSCH) B 3 . B, 76 AT, & i 3 2ok AR T
FRITK S X 2L, Horb, BRIk AN A MRS N
J7 21 B AR e 08 38 I 43 WA SCFAEAE K [Rl 4 RE RN 4 |7
BORAS R A ENF HSC®!, 5 I [F I, Frenette B
FEAHAER T FER AT, £940% HSCE AL T FF 11k BT,
TING2 40 i L 43 Wt SCFi % HSC KR T R B . X8t
25 5 B I HSC A A B A AL PE R R ik, i
B BB D I8 GO B3 7 A (5] 6 4 23 1) B A 6 b R
S

5 & IMAIREE S B

LA BT TR, Sl BEAE B R A R P
7 EERM G, EEA DS AP (1) #
B3 {022 7 2 O R E R TR (1) 2R 51 1 AR
() AR, AR AP 58 BRI A2 R 1 <34 04 712,

5.0 MRS N N

20074, PRI 9 1 Sl AR O SR 4E i R AR
AR T] DL G e R AL, — DU AR B, RARy R 1)
/N B R R AT BE AR G AR KSR A, A R S UE S,
SERARy = 5 1) 18 44 B A% 48 22 1R /N R, FR A 51
P A, G A IR 3 I 20 O B8 AE A RARY R BR 1 /)N
B, BB gl B, T B ROR R B R AR 51k T IR R i If
B A A A2, B — T LR, R i
I 441 55 ik A 5 400 i () B sl 2 R 355 TR 1R B 6%, 4
5] e 45 A 1 AR 20084, T — W 7 R B T
b7 7 B 555 24 B HH Noteh {5 538 #% U B0E, tHae 5] i 1y
BP0 7). I AT B, B B 4N i 1 AR S g
S I R S AL, TG H R R A s e B B iR
A A5E 28 8 A I B 2 R — SR A SR Al i T 3R
FH. B )5, #£20104F, Scadden®f 7% 20" iF 52 7 7 i B
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Y0 bR BR Dicer 13 R B 51 o B89 A S 8 LR G AIE
(myelodysplastic syndromes, MDS) 5 2 VL8 41 i 4 A1
1197 (acute myeloid leukemia, AML), M 7 5 24 [ Bl
Y B R Dicer ] 77 AN 51 R, 1X — THURIE 58 8 (0K
B3 T AR B OR S 40 B 4y, 201448, 7 — BB L
VEHUE B T 76 B R BRCR 40 i Hh 5 2238075 B-catenin g
7R AML™. 20174F, Qui 7t 21 HiF B 75 1 & (7] 78 i
41l ffd (mesenchymal stem cells, MSC) sl i HH 41 i L
A Ppn ] VU L SR A8 6 5| iEL 4 4718 1R B A% 40 M 1
I 9% (juvenile myelomonocytic leukemia, JMML). | i&
W FEBIIE B T AE — 2R B2 SR B 4 g v AR it A
RAZ, Be B4 FB0UE MR 0% VEZR, U R 5L
0 4] R AR e 32 I R 498 R PR (1) 5 R TR R

52 IRBAE R “H X

AT T, TF 5 20 M 4 e B 28 TIOR3 L A
. Sipkins% N PVRIFH 22 0 14 R A B A AR A S
FAZ AR, F F Nalm-6 2 14 B4H i [ L)% (B cell-acute
lymphoblastic leukemia, B-ALL)/)N BB A5 N B B TS
REBRAHIEFE 1 05 48 -5 B Rl TP S5 1R B &S AH ELAR
F, I 5 4 7 B B 0CE A7 E-selectinMICXCL12
FH I DX T % DXOEAE TR S LR 2 CD34” it
I 41 i (hematopoietic progenitor cells, HPCs) 7 5 f]
AL, B U A AR o7 T IR I I A 5. 8 AL
PLAE, 05 20 B P 3 B 5 | R A B 41 i R 1A CXCL 12
7K, T30S T IR R HSCH U 3, K HSCE H
FOIE B AEAF LTy . PG b s 20 R S o
WK ERISCF. 1 T-HSCH] A2 SCFRY A 51, PR 1k 1 1L 55
AR A 1 e K I SCRRE IE F HSCI 51 2 A i 4t
PP 188 DX 3, B i 5 7 A i A ) 1, 4k OE
HSCH 45 7E [ L5 3358, 3 A58 HE 30058 8 sk /b F0 1
REIZ A 5240, IR 2 RESMERL I 6E 7). Schmidt A
) F 15 14 B8 41 i (4 1195 (chronic myelogenous leukemia,
CML)F2 HE AR A, GiF B 1 I 95 240 i w] DA 5 56 Jofd 4 i
A R EL A K R F (placental growth factor, PIGF), MM %
R (1 1097 40 ) 9748 . SchepersZ: A"V FIBCR/ABL
AP T/ B CMLASE 2B IE B CMIL4H JROKs B P4 JEE
PR GE BT A T L 2 A K ) TR AR 5
T 9 i 41 i (osteoblastic lineage cells, OBCs), i H: 37
FFIEG I B DY RE 32 40, (HAH S AT DAR S i 48 K7 5 1f 995 48
i F) AR A7 ASHIE 7T 2H R Noteh 1 155 5 1) JF B8 5 &tk
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Ttk B 40 it (4 9% (T cell-acute lymphoblastic leukemia,
T-ALL)#EBUIE S, T-ALL B #2855 HF IMSCHY 58 g
AL BE ™ B 245, RN IE AR, H 4k,
A AR L 9% SEBGAIE 52, T-ALL 1 (MSCX IE 7 HPC
BEGE AN AL B T A /R A, X HSCH R AL B
&SmO 5k R, 78 R MLL-AF9
G A2 AML B B, Hp 28 £F 4 52 245507, 3 1 41
Jif 48 0 5 BT I 9 AR . NG2BH 1 ) 3 ik JE 41
i £ 5 vk 2> DL K Nestin BH PE FIMSC 5 & 47 14, 1fij 1% 4%
MSC [ Jil 38 BB 4L 1 A /b . S 4b, S i 1E i
MSCAK R IAHSC I 5 A0 4k +¢ (1) K-, WCXCL12, SCF
AIANGPT14%, 4k 1 51 &2 HSC/HPC [ B #M T #5. %% 1
FITid, e g0 f 98 7 i MO EE, 7 SR T —
ANIE B TGN B A A7 RO ST, 4k im0 I
32 110 440 e ) Th

1 S % V41 P 1) B0 6 S, TE i I 41 A e
7St 20 1 4 i 398 B AT R SR R 6 TED AR R — AN R
W AR 0 L R B T O B R E AT, 6
Y595 MO 5% v 1E 5 HSC/HPC R 50 AH % 420 . AT
72 20V R B T-ALL FI AML B A 45 74 76 [ b | 5
LR T A L PR B R 280 AR ) B ) AR
h. T8 52 3000 55 25T /40 40 i b, KR 93 i T 40 il
(long-term HSC, LT-HSC) 2 I F£ & & /s, i EAZ 4L &
#H 41} (megakaryocytic-erythroid progenitors, MEP) 5
PIFE P B K. Miraki-Moud %8 AR F 5 5 [ AML
FEAE AR DA S8 AR A R B T ML 45 31 5 Bk R,
AHIF 5T H 1 OUNE W T Hes1-Cdnk 1a i Al Egr3 f2: 1 1L 9%
R HSC A A SZ 301 S8 4

6 Haih5RY

PRI 2 104 76 A3 B[], B 5 10 A% A BOR A2 AR 4
AR e, 3 IR 5 1) 45 ) B D e w8 AP A& 1E AR
B, AL AR A TR R A . 32 B G A O R
niche 4 i B L5 240 ffa DX 1 f 9 B, DL RHSC B IR 8
BLFT b, wh H AT REE 2 W JE 45 R &, HSC &
BEE AL T L AN E T, A TIRECIRAS, 2 M4 i
[Al (41 SCF, CXCL12%5) % HSC 1) Th g # /& A vT 5l sk

(1. 3 I AOA SR AE N — A B Ad, X HSCIR i 45 75 B2 %
Fniche i -5 41 ML IR 7 HIBC A, [RG5S R 18] 5 B oF
A A — 4 g 28 8 40 it IR ) BT R

BT ek 32 1 A 35 B9 IR W28 T R, (B0 2
i) 7 EERIE — P R (1) AGMIX 2 B A7 AR E 1Y
nicheH g, AFHSCHI & A= AN 4E R v e VEAE L (i)
At 5 T S A 2 11 L A 7 T 4 s T b v A
JSCERICXCL12, & 75 A] LUK I L i 557 40 i 248 i 3k —
ANy, B SE — R /2 DAZEFRFHSCIY DI BE L &
B2 R R A i SR RIRC A 594, B4
) B 2R B 3 455 5 41 B I 1 (A SCF) E 1X — 2R 41 i 7 11
B, 15 250 HoAthniche i 73, AT 8] 422 18 #5 HSC;
(iil) 768 BEH0 ] . WA (M) T RIE T S, B
8 2 B8 S M TR 855 an ] A2 4k, HSCIE f7 /2 15 R AR AR
b (iv) #2753 AEAE H Afniche 20 A 28 78 Bl 48 g [X] -1 %o
HSCH AR 1 RBEVEF; (V) SR8 Hh i) H A 43 dh
IR, Rk AMBARSE, AT R HSCR DI BE; (Vi)
B TR B AN AT DL AR, SR T AR AR A BE A
I A7 (vil) 28 HOE UE B, T-ALL & 78 485 P9 Rz 4
J8 43 WA I CXCL 121", 5t BA 19 1M 975 40 B A IE & 40 e A7
TE A [5) FR Al P B8 A A 88 LA % 75 B2 A () 1 400 i B8] 7,
DR b 7 100975 40 B 2 75 TR A 75 BESCR sk 4R H AR K. 5
Ab, B SCEERIE (097 40 A 75 ERRE IR 0 40 i IR 1ok
HEFF A AT, GNIL6, CCL3%E, (AL, /& &5 i A7 e HoAh 2%
() S B IR 1 A2 1 I 40 PR BT 0 75 1D (i) B2 A A
FeARBIBR &, H A5t A B 5 A EE S i A 55 I 0F 7T
B, N, 76/ BB R JE Rl |, NS R BN
AR5 AR 7, 45 ) A2 B8 v 25 368 I AR 5% 75 1 I
TR .

R, T LOR BE T T MR 3, BB R
B, B TR 2 4R SRR AT 5 3, Rk
N HT I BT R B Y1, R (] 2 5 T e A O RO
BB UR NI 7L, g R 2 Bl L R G005 03 1R VR T 32
BB T T e, 12 B HSC AR AM ™ 13X — tH: 5t X
RO 1) B B G . (R B, 3X AT R AT A K R oAt
FG I RE I (0 B G 92 e 0 R 2 v S A i 9
) IR T 7 R BT ) S

i RATEEFMFROBAFERSSE LS r B FIE g AR FF KR ARHREALT R

P .
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Hematopoietic stem cells (HSC) reside at the apex of the hematopoietic hierarchy, with self-renewal and differentiation
potential, and are widely used in clinic. Studies in the past few decades have confirmed that the functional characteristics
of HSC are not only controlled by intrinsic factors, but also supported and nourished by extrinsic environment (or niche).
In recent years, advances in imaging and genetic tools have rapidly increased our understanding of HSC niches. Here,
we provide an overview on recent progress in the field of hematopoietic microenvironment.
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