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Research progress on bone marrow hematopoietic stem cells myeloid-biased differentiation
and inflammaging

JIAO Ningyue, LU Shan, DING Guoxian’
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China

[Abstract] Population aging is a major global challenge today, in which inflammaging, as one of the core features of aging, is closely
associated with the development of various age-related diseases. Myeloid-biased differentiation of hematopoietic stem cell (HSC) is a
key manifestation of immunosenescence, characterized by enhanced differentiation of HSC into myeloid cells and reduced lymphoid
differentiation, leading to immune dysfunction and driving chronic inflammation. This review systematically elucidates the interaction
mechanisms between HSC myeloid-biased differentiation and inflammaging, including bone marrow microenvironment inflammation,
epigenetic alterations, and mitochondrial dysfunction. Furthermore, it summarizes targeted intervention strategies, such as blocking the
interleukin-1 signaling pathway, modulating epigenetic modifications, remodeling the bone marrow microenvironment, and clearing
senescent cells, which have shown potential in animal models to reverse myeloid-biased differentiation and improve immune function.
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AT ) 36 55, KON BE R T AL IR £ RT, IE S
1k, % HSC 1 2 70 A fi fay (14 41 S AL 1l 75 ook = IR
AT BUA I TE S, B8 & 70 A O 75 7T 3 E LA
X TR QA IR ARTE B AN 7 B 7 S S 5 A e % B
P Gy EAERG N, BETT AN E AL R, RN
it HSC & & 70 4o d Ay I BLAR , 5F 3R 22 447 2
B 1) R 4 Bt A B O 2 R A S B T e L
PR JREIKT, BE T — e REJE LR K. SCE
5 FE VRSN ¥ 1b HSC 6 & 0 A fin £ 5 2 P 2 AL )
TEIUIR -

1 REZUEREIRETRIFEEER

L1 #d

RVEZACLE 2000 F4 TR Y, R iR
o BR] G 5 R G 4R 2 IR 51 A 12 2 A1 RE RORECIR
& R SR EH BN, L& P EE
NBER RO 28 S AT F ), FE [ A S )2 TH
RAEZ AT T B2 A Th BE AR rh R A
S AR bI PR Y N ERAC R VR N SRl E P v o)
(natural killer cell, NK) £ &= « BCEAE S DhRE B s B
1% - B W 200 P 5 2 ] e AR e 22 0 T ) 5 O LR R
FAHCHU; W TR G M b 5L 58 2 R T PRI . FEIE Y
P G0 5 77 1T B 40 AR A B BR R R 098055 T 4
JH S LU A7) 5 T A S, R M G s A i AR A
VU R e AR a2 o 2 A ) B iR gt et . 3 R A
LR T IR 32 22 AH 9K 43 W R B (senescence associated
secretory phenotype, SASP) & # 1t & {t. [1) B 22 Ik 5
PRIR . SASPALE Z A g R M el i 5 &7, W]
W B 58 Wh 5 55 4y Wi AT 52 W =) MO B8 4 B
KA, HRIEZ Z MG TR oAb, S
T TR T AL 0 e B A L T O A SN
L2 RS T8 AT BE RN A AL 5 DR
M B 52 O IR RS E ML SO KBRS 1 it
FEMEF2 BEP IR AR -
12 Kl HhukxE

ZENINAEA D R RB T, mEN R
C(interleukin, IL) -6+ it 8 34 BE [A -7 (tumor necrosis
factor, TNF)-o55, 7K FHUAFE I NFEFH i, B2 S % 48
M 3E2 5SS R IL R HES) R Z AR
5| N R AY , BETT 3 BN HE T 20> 8
T S ez T A RAR, Ko fe & H 1] &5
B Ry B M e ) T B, R
FLo3 Uk SASP [P 98 R B A T e B i 5 iR

By 2 HLBU 38 T {23k SASP 23 WAt T # s PR Bl
FH XU 2 P 308 ek 30 2 4 A T e B i 5 ke &) R AR
PUBEAR LG SASP /K-F, it — DR SEAUH 5 REE
WRIAHRIE . B AE NI AT 2 B k2D A2 8 B
HEIn 5 B K B T 0 I 70 A 9D, T B 6 2 A K
SR g i b A 0 3 BOIR 2 Bk N SN R OB IE ,
5145 RAEN . AHFRY, K28/ Rl iE
TR RS 20 AR B/ B, AT IE AE AR /N B HSC 3%
I T v ML TL-6 7K ~F, 3F WY B 0 28 1 22 A0 B oA 3
ENEHIT.
1.3 Ser b F 40 X kR e Bk R

RAEZ AR 2 T2 500 R A O R 3L 1R
IR, HAEH R F 28T R . K%
W B TNF-o AR TECRT i 3t 50 ik ok R A AL T 1 s Y
B DY REZEBL AR IATEE " 0 A8 1tk R L 1 4
RIS 2 i 5 2 T T R AL S 0 A, TR K
oI RAEZAT e RN A AT BRI - v B
8, o IO /0N I J5 20 L R T A RE R 5, O
NLR F i Pyrin 8 [ 3(NLR family, pyrin domain
containing protein 3, NLRP3) %8 fiE /NMA, 5 #4846
it 5 A2 O AR, AT I K 38 2 5N A3 IR , 78
R 7% % 1 R AN <5 AR 5 vh R SR BRAE R
TERE ZR A, RAEZ AL BE g 107 4 23 L 4
IR, 75 0 B AR 5 R A = 8, O Ho
O RIFHLE 22— A8 SORE T R IUL4H A 5
FA SR, HEZ5IVMENRES KRR . %%
FEL FEARTETRE S I, (L iR K AR I 55 e
VBT RCR, A8 F 56 22 240 175 5 771 (Senolytics ) A PG
LA/ R IL-6 7K, B0 M R T e SR w46 T 40
LCA, 22 B A 6V 2 AT B T G2 fif s 2 R T
RAEZAIE 5 IR 55 10 S R 2 S DT AH OGP
BEAh, EERR R R A S 322 3 BT
BE 0T B, 03 SR A 5 Atk 4 vy, B 5 3t e O EEOAE
RRYL LR b, RAEBACNE N 2 S50 I R 1 3 [
Al , W 2L 2 RGP EAE N, B2 InE
FNREH 2 3L B 5 A R TS .
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VA5 7R — AN 2k BRI R AR, O A 7R
5L D] ) 2% 55 A0 72 SO B8 B IR A P 48 R
HSC B34 i 52 7™ 4% B4 240 i J 93 ¢, 1145 HSC
i Tk b P 4 i 5140 ) R Cn p21) 4E FF GO 31, T
WO A HSC W) 38 1 & 391 2 3 AR A B0 Ceyelin-
dependent kinase, CDK) & &) UK zh 4 ik A 38 58 JH
e S N - 2 Y E A L VARl g S N0 D) S
8 790 ) Bh 2517, LURA OR20 B 184 5 AR RS W R A
FEAE™ . BRI 2 ME S IERS SR
HSC 3458, Gn oo 378 24 B PR AH O 8 5 A7 s (wingless-
related integration site, Wnt) « Notch~ F {44 K K-8
S5 T, EA B 5 HSC R 2R 45 &, s
NUHE S50, Y HSC R FE AN S A At
LGN AN HSC 1 Ja 8 2 BERH 40 (multipo-
tent progenitor, MPP) . 5 # ilf 5T % B, HSC 5 MPP
oKk R T BEEE N E % : ZHHSC 5 MPP % RE L SIR
KA RIS ST AT R A AR R Lt
KR MPP BAT —E K- RE, AT 04k
N R T 2 A AR 4T, B AR B 2R 40 B (common
lymphoid progenitor, CLP) F1 %8 £ 1 i il (common
myeloid progenitor, CMP)"™, {H4H [t HSC, £ F F& 5
Wrie 1 T FE. CLP 2tk R0 i a4, 7T 73
A T 40 L B 41 A NK 20 0 550k EL 40 . CMP
AT 4 Ak 9 kL 2 Ff - B A% 20 A 48 Y Cgranulocyte -
macrophage progenitor, GMP) Fll 4% 41 ff - 21 R fH.41
Jifd (megakaryocyte - erythrocyte progenitor, MEP) 2,
GMP #t— 2 734y 25 i i 22 40, 6045 0L 41 i (4
rh VR 20 0 W TR AL 2 L A B B R 4 LD | B A%
S 4T B A SOIR 0 R B A 4T R S . MEP
M B 4 o AR ERZ A AN 2L A i o B BE TR A B
N HSC H3GTE AN I3 AL S Ak b B AF 5 R0 SHE, A
B8 TR 4 B, TS 4 L PN R 4 L 1) e 2 i
A5 S I 4y Vb 0 R R A KR, 5 HSCOAH ELAEE
FH R GG AN oA FE . B AR I G
JUE HSC B 1S I, (5 L D REIRGR , R I BE R
I3 O 135 169 55 L G Th RE R RS, I 5 20 S 3
il B L R A e 98 DR T v A 2
2.2 HSCHE & ot i 5% fuad 4 % bt

HSC [¥58 5 30 My, B HSC 17 4346 A ki 4
L B 20 B S5 B AR A T T A I S AR A, R A
RN O bR & 02, H i 45 o R A
e\ BREN 18 M SOAE L BRI AR S R A4 HSC H 3k
ST RE 1 InEN AR A, R 51 R A -8 2R 23 A i
o B S Bt B, T B A A

221 EFERMERIR A

HSC HHE 2 73 A6 fi 7 2 5 BUE AR /D B S i 52
ERRBER R 2/ RBE R 7w A7 1 LT
ZH Y (myeloid-biased hematopoietic stem cell, myHSC)
EE A7) 5 25 3N, 3 30 CLP 08 B0 38 /N SRR AIG, 2k
T 51 ES A0 A I 2 HE T 40 A2 s 24 B 40 7 B 55 20
THECT B Dhfe b, myHSC B 5 BUF 32 /N B
HSC (1 T 20 i 52 44 22 BEPE T B X 2 S e ) 1
P G 8 L S 2 USSR BT BRI () ZE G
A2 T 4L R B B e 70 R REDY . BEAh, 32 HSC
L AR B SR BT IKAROS ZX MR B 5 22 1 1 (IKAROS
family zinc finger 1, IKZF 1) ik FFAK, n] 3 — 2540
WREL R Ak, AE AR TR B i A A
222 HRMRER RE MR

B 2R A R SRS RRETE BB PR
myHSC RT3 01 e A 40 i 25 6 A% 40 i e, G 2
(1) TL-1B IL-6 S5 i %8 DA 38 i ¥ p38- % s K+
CCAAT 34558 7 45 & 5 1 B (CCAAT/enhancer binding
protein beta, Cebp )i % S [A] fiE i3 HSC i & 734k, ¥
FRAE SASABFR T o RS IE AR AN, CMP
Bl 2 e S A 7 CCAAT 58 1 25 5 52 o (CCAAT/
enhancer binding protein alpha, Cebpa) 1A Tt & , #k
E R e s A1 IKZF 1 33K B A, 2 B JRE AT o Jai]
FRACRET oAb, (2 5 PR T I I B S AR A
JRi& 1%, B RS HSC 4 2 70 46, T R 1L-1 45 5
A 584V BRI AR IS B BE R w137
223 3Ehmit o GBI IE R %

Bl 5 70 40 i 77 72 50 [ % & IfiL (clonal haemato-
poiesis, CH) & i Z 0% 14 Jopg [ B BE 3 24k R 2R &
{iE Cmyelodysplastic syndrome, MDS) - 2 14 #& & 1 IfL
J5i Cacute myeloid leukemia, AML) ] 5¢ 8 K5 fiE™ .
myHSC 7E 9 5E B E I 5 K AE U DNA RAR L 25
LA Ty B BRRS S5 A T 0 4547, e B M 9k AT 5 3L
CH"™ ", myHSC [¥45 £ 4 CD62p. CD150 7E MDS.
AML (835 (1] HSC H i 35 BeAh, Tet 5 MR H 2
0 1 0 XU 450 2 (Tet methyleytosine dioxygenase 2,
TET2) .DNA H 5 #2 I 3A (DNA methyliransferase
3A, DNMT3A) &5 CH A5G AR T 1 5k HSC (196 5 53
HRE ST, A8 AML A RS 184 im0
224 B HSC & & ZH7he

i 28 70 A Al fey B8 8 L 7y 7 38 B 5 3 UL 35 A% U
P2, AN A 5 HSC ) B B EE BT DI B, AR i 1
ARG FaA P, 3 HSC T iESE & (clusterin, Clu)
i S B IR B IR 2R, Clu JE i 28R A il B 1 2
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(mitofusin2, Mfn2)- % {2 1t (oxidative phosphory-
lation, OXPHOS)-p38-Cebpb fill i 3F 28} 14 il 7 , 118
J0 3 14 4 (reative oxygen species, ROS) 2 B, 5 2
HSC H 3B fE /1 H %, R Bk Cebpb AJ 2 35 0 441X
— IR, WA, 755 i R 2 (stromal antigen 2,
STAG2) 62K 1 HSC H , i 28 %% 5 Al 1~ Spi- 1 J Bk
R PULT IS5 5 A s e 5T AT S PR, (i ot i
A, Thee b, A CD150 HriAkif kR 2 45/ B
(1) myHSC J& , FL A i ifi itk B 2 Lo A3 32 35 2 /&7, HSC
H R FTRE 3R T, RBUONFE LG B &/ S R
LU AR BRI, 3 ifn, 2 A A g 8

3 HSCRER D LImEHLH

3.1 FEE RERES

LN R B EAL T m RORE, Hod,
PN TR A0 i LA A A B R 1) TL- 18 72 9K
2l HSC i 7 fii £ () 9S8 X 7, W] H % (e 3 HSC 5
MPP [ 8 2 7046 RN B H S IL-18 ]
RRAPLE A /) Bl R 368 I 8 28 R AL, 1A P IL- 1 32 A Hih
TR R 2 T I I — 32 2, IR R AAL
A B, PO I AR T AR TL-1 RIS
p38- 22 4 5 i Ak B 1 I8 (mitogen-activated protein
kinase, MAPKD i #% A #% [F-T kB (nuclear factor kappa-
B, NF-kB)-PU.1 Ji i, 7] B2 sl i PU.1 [R]85 1 9
CebpBRiE , R 2 WX BN HE & M 1] 73 AL TNF-aff:
NN RAE LR EW), 12358 F B R B
T, AL 1 8 U (extracellular regulated
protein kinases, ERK)- 4T Ifil BRAH A 4% 55 PR - 2% 1
(erythroblast transformation specific 1, ETS1) i % 175
T HSC R [L-27Ra HIRIX , (el 2 70
#i B TL-27Ra A 6 0 HSC Ty i 52 18 F1 88 2 7014 I
A FFIHE TNF-oXf HSC (4 /E . Bt4h, 11-6
1 It 9 52 A Y % S R R 11 VMRS (Janus kinase, JAK)/
15 5 % 5 A G 5% 330 B2 M 3 (signal transducer and
activator of transcription 3, STAT3) i % 4 55 HSC [7]
fii /% 704k, H 5 TNF-abp [/ AT I05% HSC FE35 .
32 RRAAmBRARERE

2 A0 N ) Th RE S T A O IR AR S
[A] 45 (2 32 HSC 1] B8 2 73 A (i 35 . 76 38 2 i
o, B A PR S B 7R R AL T O S B i A
4 M #H ¢ & [ 1 (secreted frizzled -related protein 1,
SFRP 1B R RIA T i, FLAMT] Wt {55 38 # 1) g
555, 143 HSC N BHEFH T 1 (B-catenin) 55 p300 %
S I R, 0TS ROSJEL I, e 28 3 B HSC H

WRE 1N R B R A A 2R RUE B
J8 2 %2 A& (leptin receptor, LepR) FH 14 £ 8] 78 )i T
ZM i (bone marrow mesenchymal stromal cell, BMSC)
3, Clu 73 W 35 %, W% p38-MAPK 18 % FF i
Cebpb %1k, S A XA HE R A SR B 4
(sinusoidal endothelial cell, SEC){E 1t 4 55 1) 8 %
Ry, HoaE 28 33U 58 B 2%, 24 HSC
ML ORI RS 22 F A B 155, (2 1 HSC B8 3%
A
33 HSCAMBMHEFAE

PN AL B 2542 DNA AL H B B g
s 60 e €L o 5 A, K T 300 ORE A 5 T A D T
R AR, 3 HSC 78288 R A e fs ™ #E R
PEZ AR R, DNA YR AR AR 50K A 2028 ™ . DN-
MT3A 2k () & 48/ B) AN € HSC w5 IL-1R1,
CebpB &5 J& 3l 1 H A A 7K~ R %, AT 3 58 HSC X
IL- 1o RO, BB BE R 70 1. /£ %3 HSC
H, IL-27Ra Ji 3l T 1) NF-k B p65/ETS1 45 & i 5 2
AL, Clu J PR N 25 7 1R 28O0E M 37 38 58 5 [X 35
H R H3 2 27 A6 2 B 1) £t AL Cacetylation of
histone H3 at lysine 27, H3K27ac) H FE 4L K ~F FEAI,
A G 5E SOEAS T I ER O, (R ERE R L 1k
Ak, TET1 . Wi 24 55 7% 4 [X (breakpoint cluster region,
BCR) A A 7K #R B L9577 25 [7] Y5 5% (K] (Abelson
murine leukemia viral oncogene homolog, ABL) 1 %5
BK A 31 1) S PR R (o TETL R 31 AL 3
BUARIE R D AT B AN R B A R
YL P A S B AL L SR AG S, T 5 e G )i
(£ R AR R 20K . TNF-ociiid ERK-ETS1 i %
55 41 & A B 2L 5 2 1 (histone methyltransferase,
HMT) % 1L-27Ra J& 3 1, 34098005 B pr i 41 8 5
H3 2 4 A7 5 2 iR 19 = B J& 6 (tri - methylation of
histone H3 at lysine 4, H3K4me3) , [F] i 5l 20 $11 1] 784
Fric 4 B E O H3 5 27 o & R A = AL (i -
methylation of histone H3 at lysine 27, H3K27me3) ,
B AAEHETL-2TRa £k . Clu s Y p38-MAPK il it
W 12 1L p300, 1 5 H Xt CebpB 7 21 T i H3K27 it
17 OB, BT B RS B R . M
W2 23 A R 9% 2k D 380 B AR L 4 i IR T 1 CEBF
transcription factor 1, Ebf1) i 2 - 1] H3K27me3 &
5, IMHIHRIE . MAh, TEE HSCH Ras [FIJREE I 5
R 2 A (Ras homolog gene family member A, RhoA)
RT3 BRI TR 70 58 0, DR R G ) AR
M, AR S O BT bR I 4 B 1 HB 58 9 L s IR A —
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H % 4k (di - methylation of histone H3 at lysine 9,
H3K9me2) 7K1 FEAIG, 3G 9 i AR AL DRI Rk . AH %
41 RhoA 35 14 AT 1% &2 H3K9me2 /K -, i #4 HSC 1]
6 R 5k E R 401k e
3.4 BRI RIEITE B K
LRk ERS SAMRAIE, IR
A5 T T A SRR SO P R R AR
JEP . ZAFE/NRHSC H, Clu Rk &3 i, H Clu
FHAE HSC BRI 1 2 - 6 A W /N R Clu FH P HSC
L2 10%, T AE 20 H #E /N Bz L3 T 28 80% LA
R RS RE SRR R, WAL R A E 2 R
YA, I 2 B RE R A . AL TR
B, Clusdid 5 M2 A FLAE R 3E e R iR il %
OXPHOS 7K~F Ft &y , 1% — ik #2 £F B8 ROS A= 538 il
BT 0E p38-MAPK {5 5 i #% , I E i Cebpb )3
1K, I A URENE AR 7] 20 Ak . BRI BT R W, 2
N HSC H Clu Rk FIAE B, B 55 &
BRI LR IE, 5278 Clu /1 T HIBE R 20 i B A 5
PR R SEPER IRk, 24 HSC H B W5 2R 4
W 38 i O 4 2 R WA 4 A% X% &2 2 (Parkinson
protein 2, PARK2) %1%k R, FECZ B iR f 2,
HE— 25 ¥0E p38-Cebpb fll . JRA 2 A Curolithin, UA)
I8 I BOTE H W AH < 25 E 5 (autophagy-related protein
5, AtgS)  PARK2 %5 F Wi 5 [A] , {12 4k 28 h Ak [ Ui, Af
Wi 2 AF HSC RIBE 2 254 (5 - 1 5 S s Th RERY

4 BEBERSURETRREZ LR

4.1 TEB K IEAS 58 %

RYEZARIAZ O 2 [L-1 15 5 I8 B 0s , st
U I S . B 4 K ) B T B 4% E I 5 e
HSC 88 R - m . IL-1R1 35 BB A8 (i &=
AR A /N B HSC K 2R 7, 39 MPP %
MEP %5 , j3/0 8 R 40045k, K2 B 41 5 2 40 i
A, 7EMDS B, TL-1.1L- 1R3 R IA B, $2
TN LI A T RV A B R R . BE AR,
CA 8 H TL- 1o/ BPUARTT A 235 22 4/ U B8 &
I AR AT, 8T it A g s TL- 1 i
BMSC & AE RAE SN, F 38 5 TL-27R (8] 45X 5 HSC
B8 28 204 O 25 0] 11 5 I OR A AE 5
5% 1L-27Ra 7] 100 4% 1L-1 15 T [P il & 704 far , 7
S HSCHE R 54 1B 77, HAxTi fAF
AL MRS, B RIAFH 2 PE,

42 RIEERAAAE
SFRP1 I8 /4% SRR 2A (protein phosphatase

2A, PP2A) [ 1 7% . 3 PR72/130, B& A% p300 7£ 22
ZA 2 (serine, Ser) 89 o7 ki IR IR A4 7K ~F- , 2k T 4101 1
B-catenin/p300 E AT 5 1% € A, 4ERF HSC H
W H 5 AP £E SFRP1 8RR/ B T, HSC
Hh p300 & F ik K1 T i HoAZ € A 3 5, (5
B -catenin 5 B B2 1t 1) p300 &5 & & 3 14 0, 5 5k
HSC H B a7 T B B8 & 20 A6 i £ & DNA 4%
RV, 1Q-1 1F B A PR72/130 [0 77, 38 i
5 PR72/130 45 4, 1A 4% VK & PP2A JiE % , F#{IK p300
IR KT o AR SR W, X SFRP1 R 2% /N Bl 15
Ji 33 1Q-1 J5 , HSC 40 il #% p300 7K~ % B-catenin/
p300 L 5 A7 2 25 PG, DNA Hi 45 0k /b , 4294 T8 i
37 Ccolony forming unit, CFU) & & & 5 % I 28 /K
1, HHSC HK I 5 BE 02— B — A M SE 5
Hh 545 3 8 B
43 EREFMMTRE

B BEOA SR 1 i 05 41 BB (bone marrow adipocyte,
BMAD 2 731 B AS -55 B B 22 J52 M52 348 Jn & HSC ¢
PEZARI B ARG 5 R . BMAd AT %5040
RIS LepR BH % BMSC, J& 35 AT 73 W T 41 o B+
(stem cell factor, SCF) ik K+~ (C-X-C 2 7o) FL A
12[ chemokine (C-X-C motif)ligand12, CXCL12].IL-7
SRR EE IR 7, SCFEHSC A . e H v =
i I Cadipose triglyceride lipase, ATGL) #& 2 7344 [
%R A 1T DR R 5 R BR BMSC &% BMAd i £
ATGL, m]BELW i W7 4l 25 50 4k, S BUHSC 3 B
RE I 40 VR R AL AL, AR AP SEIG K
A /0N BB R PN B 4 R 2 o A A
5 T AL, B R NI R AR S N, Yes AHOR 2R H -
B PDZ A5G 7 1) 7 305 F 1 (Yes associated
protein - transcriptional coactivator with PDZ binding
motif, Yap/Taz) 5 5 #0E 2 5 A 5 Ty e T B,
A5 Y 5% FF AL YA AL RS 55 BMSC 3L 77, mT g 4%
LA HSC HIBE R 0w 135, S K Se Stk s g v
7R 2 2R A L A
4.4 FHrERZ MG

T UM S 43 WA TR SASP A& 78 11 22 A 1Y) B
KB A K , B4R PR 5 22 40 i X 0 i) SASP 3 b 7]
ARG A K . FEIG I R GE, 3E5E HSC A7
FE 57 B, For CD150 A 0 T A dof e 7 3 2 00 L
I RE SR, H Ly W () SASP A i — 25 4 ) 1E
W HSC TRE, WX BHBE R 0 A i far o I 38 1] 35 B 22
/N B CD150 BH % HSC A, 7T 22 i 3 22 /) B R 7Y
FRIE KA. MR E/N AT CD 150 BT HSC A
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FEF/NAR A, TR A I 5 58 A bk 2 2R A R
Re T, WHRE R s . JRAETS 2 C1 (procyanidin
C1, PCC1) i it BR Z) CD62L-Ca™ il , 175 i 2 2 R 4
T 55 B8 R AU, 98> SASP 43 b, ZAif 2 4F /1N L HSC
FR B8 28 20 D 7, e 2 B bk B 40 PR G 5, S LAY
RS S), 7/ R T BRI R 2 2%
SR, gtAh, PCCT ATE I A1 CebpB I, i/ 1%
ZAHC B A LA, 4+ B A i Fa AR HUBUIR
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