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Development and transcriptional regulation of NK cells
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Sciences and Medicine, University of Science and Technology of China, Hefei 230027, China

[Abstract] Natural killer (NK) cells are important members of innate immune system, playing an important role in anti-viral
and anti-tumor responses. Development and differentiation of NK cells go through multiple stages and are regulated by a variety of
factors. Conventional NK (¢NK) cells, which are widely present in peripheral tissues of adult organisms, mainly develop from bone
marrow hematopoietic stem cells (HSCs) through common lymphoid progenitors (CLPs) and NK cell precursors (NKPs). Transcrip-
tion factors play a key role in regulating differentiation of hematopoietic precursors into NK cells. In recent years, with discovery and
in-depth study of other members of innate lymphoid cells (ILCs) family, it has been revealed that NK cells have a developmental path-
way independent of other ILC subsets, development and differentiation stages of NK cells have been more finely defined, and a series
of transcription factors regulating development and differentiation of NK cells at various stages have been gradually discovered. This
article focuses on definition of NK cell development stages and regulation of transcription factors, which will improve our understanding
of development and differentiation of NK cells.
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H $Rk 2% 157 (natural killer, NK ) 20 g 52 [& & o 7%
R EEAM, BT 1 A E A B 40 M (innate lym-
phoid cells, ILCs) , 7 38 2 1 42 24 fit 0 441 Jitg Bl 43 14
TFN-y 55 2 il PR & #2400 7 S b 76
NK 21 9 A0 AE CD8'T 41 g 7 [ A 9% JR G2 h i 45
AN, LA T REARARL , (EL IS AL Ak 7 B AR
ANTF]S S NK 2 P 3T e T IV R 2 TR g L 1) 22
TEAEPE LSS v 2 AR i il (5 S 5 AN
T T A ML AE N B i & B, NK 20 3= 27 B b b
1 I 21 Y (hematopoietic stem cells, HSCs) & & 1
K, G122 A B B, fe 2 H: BAT ROW DI RE Y NK 41
W7 AR S AERESE KB, R SRR E LA
FEAE B ZH 2T B NK 4 A ph S 467 194 36 o iy 44 200 i
KBRS S A SO AR 1) NK 28 A R U5
A9 22 8L NK (conventional NK, cNK) 4 ifd .

H NK 40 j & LK, O A7 Kbt il 175
M) NK 20 it 2 7 5 1 2 i) 40 e DR e s R A %
A B BRI AE 5" o NK 4 38 2o i )37 2 A 5%
T VT R DG AR T i, A e R R T R AR
FH 42 e R R AR, DT R 240 B 1 3% R s o
NK 4 1 3% 22 & ) 5 2y RE B2 1 43 45 T-BOX % 5 Al
FAE NI B SR TR - D 2 B AR SRR o SR A O
2 NK 40 3% 2 0 1] LA K o3 A L i) e s PR e 4y
TR, X H R B AL 0 R B A F Tk
BET NK 40 195077 HT R

1 NKAMAEKRH

L1 /NENKAIIE AT S NKATHZ 46T 241
JRLFN B 20 it 22 J5 B SR o = RS ik L A e, 2
FH 8 T HSCs 28 3t (] 9k 4 4H 20 M2 ( common lym-
phoid progenitors , CLPs) i Bt & & 11K , 7 CLPs T iiF
FEAEA ST T 40O F0 B 40 M A0 &k B kAR . AR BT
ILCs SEAE AWl ke B, Ho k& 70 b i A2 5 NK 4 i
FEAE LR 22 S (8 NI 20 400 % o Bl 4
FONKSANSE 2% o ARRE o Wb 1) 40 DR 5 LA B A S 1Y)
Fe sk R AR, TLCs AT 432 T8 T AL RS, NK
AR T 1 BILCs o 7E CLPs il , AF 58 35 AR 4l
NFIL3 LK TCF1 3 321K 50 0 %52 T CXCR6" ik L
AH 2 i (()L—lymphoid progenitors, o-LPs) DL M KL RH [
A B AH 4i jfl (early innate lymphoid progenitors,
EILPs) {1 2y 3 [w] [ 45 9k & 4H 48 il (common innate
lymphoid progenitors, CILPs) , fift = [1] T . B 4l Jifd 1 53+
bl ae HBE L& NI A C M ILCs 1 R 7
CILPs T ii#, 55 HAW ILCs & F AR ANIR] , NK 2 /i Ak

e A i 2024 RS 40 4

ILCs B FLR & B il 4 S sk

ILCs B4 & T 4, KLOSE % R i D2 &
KM E T — AL T3 B RIS v %) 2 [m) 4 B A
& Ak EL A 41 B (common helper innate lymphoid
progenitors , CHILPs ) , {¥ F* CILPs T ¥ji# , Hlt = [i] ¢NK
Y 5 AR v BE L AELBE 7 A T A Sl B AR ILCs 1% R
£, 45 TLC1s  TLC2s . TLC3s DL A itk [0 2H 2135 % (lym-
phoid tissue inducer, LTi) 40 il . K& PLZF 1§ PD-1
% %‘:2 ik ﬁ/ﬁg Y ﬁ //H( £ 4 H@Eﬁﬁg (innate lymphoid
cell precursors, ILCPs) fi T CHILPs T i, # 2% T[]
LTi 4 /AL v fE ' 1 LTi 4 % & 78 CHILPs
TR B A4y S, Zeat LTi M40 L 7 A= LTi 40 it
SR, Fe I A 98 3R W ILCPs 41344 B4 1] eNK 48 At 731k
ITEERE ™, P TLCPs 152 X A HER I8 75 i — 2

CILPs T~ Jife i) 4 BAR e 345 A [ SR T bm ki 40 LA
HEA R % & B B, NK 20 i 768 5 09 & & 0T o
R 3 AN S B, B NK 48 i A7 4K (NK cell precur-
sors, NKPs) . A % 2 NK (immature NK, iNK) 40 Jifg LA
M NK (mature NK, mNK) 40 1™, M HSCs |
NKPs (I8 it 2 2 NK M5 2800 ] 0 S B B Bt
FLAF 5% #) ] CD122°NK1. 1°CD49b & X NKPs, {H
J S5 i 98RBT R AT DR B2 1] T 48 J 23 Ak 7 7
AE 2 H A, NKPs &2 #2404k & Lin FIt3'NK
1. 1°CD27°2B4*CD127°CD122", H H: I i & 5 1] NK
1 i 52 7] ) pre-NKPs 55, pre-pro NK 4 il th 4 % 5 H
K2 T NKPs FUFEHT 9 ILCs R BY 418 2 i
L S, HJE 75 BLAT 1) o NK 40 LA AR Al TLCs 3
MR B LWL A FF IR 5 . NKPs 78 38 15
NK1. 1 NKp46 ik J5 , BIFE A iNK 4 i B Bz, iZ By
BEAXT mNK 2 iRk 22 15 CD49b .CD11b 1 431 Fl
A NK YR A TEE BE T R bR E ST
YR 2L, iNK 2 g 2 mNK 21 il 7 S1P5 . CX3CR1,CX-
CR3.CXCR6.CCR1 Z&1E FH N M\ i 52 5t 3 7] B 6
0165 =800 N (7 1 7 R S Y ! R S N R 52
AR TEEN T ARALERS . K15
NKI. 1 £k )5, W aliid €D27 5 CD11b # NK 41 fifg
B K 4y 5 €D27°CD11b . CD27°CD11b" | CD27°
CD11b" 3 LM B, IAh , KLRG1 5 CD43 i 7]
VE R 2 A A NK A0 A 2 T A i o7 (JB 1) 7
1.2 AENKYMI LT S5HA A NK 4 3%
U5 H BB, (0 A RETE RGO [ 20 2 Je— 2L 41 i) 2 21
R E S, TEERET, R FRIE T HSCs, 4
T Ik B 2R 22 RE 1T K 41 B (lymphoid-primed multipo-
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Note: CLPs can differentiate into all lymphocytes including T cells, B
cells and ILCs. Downstream of CLPs, CILPs lack developmental
potential to T and B cells, but can develop into all ILCs including
group I ILCs (mNK cells and ILC1s), group I TLCs (ILC2s),
and group Il TLCs (ILC3s and LTi cells). Downstream of CILPs,
NK cells branch off from main developmental pathway of ILCs,
pre-NKPs differentiate into rNKPs that can further generate iNK
cells and mNK cells. CHILPs can differentiate into ILCPs with
potential of generating ILC1s, ILC2s and ILC3s, and LTiPs that

are restricted to LTi cell lineage.
1 MRILCSHAXBHE
Fig.1 Developmental pathways of ILCs in mice

tent progenitors, LMPPs) LA J2 CLPs By Be b ifii & 8 4
CD122'NKPs, CD122 ¥E 7 1L-15 324k B 4% , HiF k45
2 B AR 0 AT W S TL-15 155, 345 1] NK 40 Jfd 1%
FIE AL BE T o A NKPs B B £ 2K i A
NK 40 % & & — B B i A2 R %55, an
NKG2D . NKp46 % b5 i %5 NK 40 0 & 75 #F A iNK 44
ML B B, 3E 1 & & S CD56" [ Bt , NKp80 X A
CD56" fr B 4l 43 i NKp80~5 NKp80™ i J5 M4 4~ Wi
BB, Z J5 NK 48 il 25 7 8 CD56 3 ik 1 i A
CD56""mNK 4f il fii B , £ CD56""'mNK 2 i B B v,

KIR f CD57 | i 3 ik #r i & NK 4 g 28 K Bl
B BN AR CD27/CD 11 X143 NK 20 il
B, 75 AZER, A €D56 K CD57 Al B A2 NK
41 B 2 %) 4> S CD56'CD57 . CD56CD57 5
CD56"™CD57" 3AELLR B 7. SR, I A58 3R
N NK 2l & B A AEAR 2 43 SO A, IR, NK 4

ok AR AT REIE [ IR PR R AR 2
2 BEAENKAREZBERBANEREF

2.1 20 NK 40 0k & 15 s A5

2.1.1 NFIL3 Nfil3 7€ LMPPs 5 CLPs By B B FF 4
3k 7E pre-NKPs i Bt I i3k mNKQHiB@BJTB&%
IRER Y R RN Y R W NFIL3 3 2858 i {2 i
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NKPs [5] iNK 4 Jifl %% 75 M i 52 0 NK 20 i % &7,
X HEORS B A2 U NKPs R4 7704 %2 BHL, NFILsﬁJ&BaT
SFEUNKPs /D, 1M CLPs B0 ANAE , P60 NFIL3 32 %2
JA 4% CLPs [n] NKPs % 25 , #8 1L-15 {55 45 17 BRI & #4F
FHPS BL E, NFIL3 7 B2 25 A 7 R e it S A
F EOMES & TD2 ¥ 35 [X 48k, M 117 412 it He s 57
NFIL3 ¢ 7E NK 4 ig 71 & & b E AR, 3515
NKp46 3 ik J5 , NK 4 J 7 6 g 26 ) AS 4 ot T
NFIL3"*, NFIL3 tff nf 320 Eomes NK 4 Jifd 7 42 it
9 AEATSRERR 43 PR B Eomes NK A0, i T B
LA ) NK 28 I LA Eomes NK 28 i~ & |, 1 BT i
Mg AR & A 5 9] Eomes NK 40 it ( t FR -l
ILCLs) , 275 B 6 IR oNK 40 i % 75 43 Ak T4 A9 it
F NFIL3, 1M 6 4 & B I WA NK 40 i {058 434 it
NFIL3. BRX) NK 40l % & /52, 0F 58 % B NFIL3
1 J2 ILC2s F1 ILC3s & & M 1Y i s R, A
NFIL3 5 2 35 1] B 1LCs 19 3L A AR 40 o-LPs 2
FE/R NFIL3 AT BEAE a-LPs b H R Be L 45AE
2.1.2 TCF1 Tef7 J&4ih% TCF1 & A iYL A, 78
EILPs By Bt B FF4f #635 , HL7E NK 41 % & 24 Br Bt
FRELRR . RIBFE R T TCF1 A% NK 41 i
KH R Lyd9 52 (R B ARAF I AR A 5T 3R B
TCF1 38 1 B il J0k i 5 2500 4 i 3 & 240 1 NK
AR KT, SR AE NK 40 % 5 5 30, e mT 4]
NK 4 M D BE s, i MR se % 8 T TCF1 78
NKPs B BE 1) 4 9 28, n] B4 5 1) NK 20 i AH D6 3%
IR HEAE I Bt NK 40 M % 7 oE A7 35, IF S
FH TCF1 B 45 1LCs ZE Al 2 & &, FLa B
S EILPs j= A1
2.1.3 ETS15PU.1 ETS15PU.1J8 T ETS Kk
SRR, Y8 RT A  /N BUCHE BB CLPs [7]) NKPs % 78
ETS1 7 7£ pre-NKPs B Bt B & #/E H , X NK éﬂﬁlﬁﬁﬁ
W% B MR B 2 T2, LR s S B sk Y
T, W T-BET 5 ID2 \NKRs A B {5 5 50 T #3517
ETS1 76 A NK 41l & & il & # EHZAEH L ETS1
BB NK A& & 32 ], AEALE] 1 ETS1 ] 1
215 T 15 ) NK 40 45 0 10 6 B R SR,
NFIL3 . T-BET ., GATA3 %53 1k , 4101 il 41 g 8 T LA K&
P FE NK 2 TG AH G HE R e T8

PU. I 76 NK 40 il 1235, PU. 1 B2 5 /N BB B
NKPs DL K JIE mNK 4 45 2 25 0k /0, i T PUL 1M
P 240 L PR -2 A B TR 32 3, ] g3l i 4E +F NKPs
T NK 41 X 45 52 40 A P A g 25040 14 NK 40 it &
[ER (A
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2.1.4 STATS JAK-STAT{E 5 & 1L-15R T Ujif
() — 4545 5 %, IR MR BE TL-15 B AT 3% 4k £ 5
PR LB, STATS i 2 M HHAB L StatSa
Stat5h A% , Wi B2 AL ) STATSa 55 STATSb 941 1
[ U5 — SRAA S U8 — SR AR U SR A, 5 A 31 4t A
9K 2y AH N HE L PR R 5K, DT 52 0 NK 241 i & & A7
T HATH 5D RE

STAT5 7 NK 20 il & & vh 4y i 22 £ 5, NK 2
i A S P SR STATS S 800 ATE 5 9k 2 45 NK 40 g 1L
191 K BB W WA, NK 40 2 DL K 14 Bl 7
4> STATS 38 i {2 P 8 1= 43+, 41 BCL-2 5%
MCL-1 % S 2ERF NK 40 M AE T , 590 NK 20 ff £2 il
R T VEGE-A 323515,

NK 41 s, Star5b % 56K .3 & T Stat5a, 5
STATSa it 2 A b , STATSh fif 2k £ 5 B8 ™ & (%) 4
JEI NK 4l e % & B8 , 290 STATSb 78 /)N B NK 41 fif
RETERESERT . HE K 2B/ B
NKPs 0t DL 28K R NK 40 b ], th 25200 NK
YRGB N Stat5h 578 23 S BUAR A I NK
21 it K A AIG , CDS6™ WA 5 AN AR 4, DL R
CD56" W HE DI BEZ 1™ . JX4E STATSa I AE F A
J STATSb, {H STATSa £ [ 2 35 9 /> 2 3 5 NK 4
L B % A R, % PR NK 40 i 184 5 RE g AR LA
R AR GE NK 20 i H ) F

STATS — R4 5 PO SR AATE NK 241 il & & 5 i
rh oy VA [ £R €8, STATS — 58 4 2 DU i#F B 4] NK
Y % T M A, T STATS DU SR E 1 S ik
FKFHE N R IR LA PO T8 BCL-2 A T i
E NK G5 A
2.1.5 ID2 NK#4iMA itk Rk 1d2, W7E 1999 4%
AW FE R AE 1D2 b 5 200N BUMHIE NK 40 i . 3
kb HE 7R T ID2 76 NK 40 & & h i 2 /E
VAERFFE B M A T ID2 & HEVE L], D2 Ay 48
AR RSP E B AT, EE AR e T4 B 40
% &, B LAAE BB NK 401 % B 24 B E 2R
3 PR Bl . Be Ak, D2 BT 3 5 4 i SCOS3
TEWN B Z 8 E 8 AT HF IL-15R (545, 4k
F5 NK 4IRS, 8 1 PR 1 naive T 5 B 41 AH OG5
PRI B O B AR 5 5 o i % 0 5 AT Rk AR NK 4 i
XA 58 4 A DX 1 g 225, AT A2 4 CD27°CD11h NK
21 NK 0 53k L 40 i B 3 A 56 3k IR 3
K, TCF1 2 ID2 FiiF— N EZ A, ID2 G b
FTCF1 LRk, A MiBH A NK 40 R

e A i 2024 RS 40 4

D2 Bk [ 32 B 5% 0 mNK 20 505, 1M A 520
NKPs 5 iNK 40l & B 1d2" NKPs i 1d3 ik i
TR L ID3 X ID2 Sl 1 NK 41l & B 2 0 H 2,
$E7R 1277 /INEUNKPs i H A2 vT 68 th T 1D3 A AR A
YRR R, ID2 A1 ID3 A B ] 3 42 NK 40 i %
Aotk

AN, ILC s TLC2s  ILC3s K HERiT#A& CHILPs 15
ELFE5K 1d2, ID2 Bt 2 i Hofh ILCs WRER &
i | AR
2.1.6 TOX KK TOX KKk K F AL TOX .,
TOX2.TOX3 5 TOX4, KA AL, (B A7 I iie
JIEASTR, Ho TOX 5 TOX2 76 NK 418 % &5 v & 4%
BAER

ALTAHMAD 2 WF 5% 2 BH Tox™ /N B mNK 21 fifd
B 1 98 T NKPs JEH2 00, 2201 TOX 3 25210
NK 20 o BRAE /N 5T, A6 A28 b i ik
A2 FE B TOX 5 TOX2 1E 45 NK 4 g s, i
b B e R T-BET L5/ 7,

SR e T IF 5% 2 B TOX 1E 845 NK 40 it 401 %
B X INEE 1 % i) NK 40 i % T S RETC R .
HLI L, TOX 322838 1o {2 FF i MST1 235 /15 NK
YRR
2.1.7 FOXOZE TEMFNYH, FOXO ZKiKEH
44 B B 4H Y FOXO1, FOX03 ., FOX04 ., FOXO06,
FOXO01 5 FOXO03 7E CLPs ,pre-NKPs . rNKPs & NK 2
Jo &R A7 2 15, {H FOXO03 78 NK 40 Jifd % 35 5 iK™,
H HIf 5¢F FOXO1 78 NK 41 il & & 5 i i 18
FE7E 41, FOXO1 % 3 F §% Wi CD27°CD11b" [i]
CD27 CD 1 1b™5 7% WA 7 8 58 NK 2 i 2 A R 21 4h
T I 248 Hfd k2K FOXO1 A 3 B 8 H CLPs | pre-pro
NK 40 il S NK 40 ffd Lo 451 A& 38 0, NK 48 i 3 58
AOF TR, B FOXO1 7 )83 NK 41 il R & &
ERamg s R RESE R I, FOXO01 5 FOXO03 %
[F] B i i AT 3 6 FOX O 1 B B o S B0 300, FF-BHL
Hir NK 41 il & 8 5 8, #75 FOXO03 2 #F NK 4
i % & 44k, 1 FOXO1 7] #8638 i 45 Pt FOX03 Ay 1
FHIDHI NK 40 % B ik, WA B FOXO01 7E
NK 20l & & i A3 IE VR R INK 41 A 40 i o v
BEER AL 1 FOXO1 5 ATGT A1 EAE S A W, M
fRUENK AL F ™,

2.2 52N NK 20 AR s i 2 s R 7
2.2.1 EOMES 5 T-BET EOMES 5 T-BET & T-
box ZJ i 3 -, H DNA 454 45 My 1 5 1 1w 957
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PEoR AT e HA TUAR I % TG 1 SR 8 #E NK
A rp B AN ] Rk X HL AN R
EOMES Xt NK 4 fifd & & 5 i 2 G H 48, 3 1
R GER R EOMES B¢ NK 4 J R 5 1 5k EOMES 2
2 S H0NK 20 i 85 3 gk /D N B B pre-
pro NK 2 s A~ % ik EOMES, H 32 % 78 iNK 41 il
HAEZR L NK 21l By BE EOMES 335 1 2~
RS AR Y 3R W S A AT NK 4 0
R IS5 NK QRS YRR, EOMES Gl [E &
S T A Y B NK 40 7 B Rk i, BELAS NK élﬂ
Ji A7 1A A NK 40 M b i 1 58 PR 3R 3k, 4n CD 122 R 3k
FUE A UE CD27°CD 1L By BE 40 M 08 1=, H BH A
CD27°CD11b % CD27°CD11b* W B 4H i pg 20 0551
T-BET 7 rNKPs B Bt R - 4 e 3k, Fifi NK 41 il %
B AR B — 2 FA A S Rk
A TNE 55 JH IR 2R IR 7K AR, TL-18-RUNX3 K&
T-BET H 5 Al 3# % NK 4 il th (%) Thx21-CNS-3 T,
X T-BET i J& ¢ 15 DL K NK 41 Jfd a2 28 ¢ B 2,
T A F 5% 22 W] Eomes NK 41 it 49 47 75 ™ 4% 4K #ii T
T-BET, 1Ml Eomes "NK £ i H {28 K il B B i) 25 i
Z T-BET #1475, Wi L 40 ifd X T-BET A1 EOMES &
WA AN 6] X 2% Eomes NK 40 J U9 5 A 57 T4
ML NK 4 6L 9 TLC s 7B 1 32 23 AR 4l o AL L, T-
BET AJ {2 1 28R W20 NK 40 M 7735 , 30 iNK 40 5%
SEFEY 15 S ZEB2 BLIMP1 25401 ] [ 13634 , IF15
T NK 4% TL-12 9 i o757 5 e 4h |, T-BET i 1]
15 T S1PS ke 1 NK 4 i 13- Al ik 1 45 18
FHNEHLHL
T-BET Hl EOMES [H] £ E 5504 H L T-BET ik [
Y NK 20 g 2235 5 5 7K1 B9 EOMES, 11 EOMES Sk
B NK 20 s 2 38 5 i 7K SF 19 T-BET, 7% 78 NK 21 g
AN 7] B2 B Bt & 45 A T8 A ™. EOMES 5
T-BET &35 AH XX NK 41 Al 24 28 56 %2, 78 NK
S A B2 b R A Y EAME FH AT R R T Bk
PRI AL 3 F o SRR B R I FE T
2.2.2 ZEB25BLIMP1 Zeb2{EJ{Z CD27°CD11b'
NK 2l 9 2 35 B o 5 TS B CD11h™ NK 4, 2
7N AT RAE NK A 2R sl R E2/EH . oF
¥ W ZEB2 A T T-BET T I , 5 M 1284 NK 41 it 77
6 S AT A S R B
BLIMP1 7E NKPs H1 A~ % i5 , 78 iNK 4ff jg /7 DA
IL-15 K7 s S 1k e /NS AN RZR il
NK i g 37 B 26 1k fc b 2 350 WF 58 % W BLIMPI
TE T-BET T i & 5 /E H 38 i 42 #F NK 2 il 434k A
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T B ) LA B, DT 15 NK 20 A S AR s
2.2.3 GATA3 GATA3JE T GATAZ A H A%
HWF R, 5A 8 F ootk 36 751 [A/T]GATA
[A/G] 85 & R #EAEM™ . 5T 40 DL & IL-7TRa’
ILCs WA & B B2 BN R], GATA3 Bl A I AN 255%
Wi NK 41 0 %50 5, 261 GATA3 I A 520 NK 40 i 7
WIRE . SR, GATA3 XF NK 4 i i 28 K oA B
BERIT Y B e EE, GATA3 R E CD27°CD11b i)
CD27°CD11b W Belte A% , 38 2 4k ¢ NK 240 O 3554 53+
Fik , AR AT RS AR
2.2.4 BACH2 BACH2 %3k 5 TCF1 ik 5 iF AH
O, BRI AR NK 4 I 2R i 24 X Dy . BACH2
3 2o A1 o 500 e PR e 3k DT U0 ) NK 40 i 28 K 4y
1k, BACH2 Bl 2% T35 EL A7 40 A 25 1 Y NK 21 i FRER
it NK 4H LX) fil 8 5 7% () 42 i 45 2 3G 5 o
2.2.5 IRFZEE IRFRKGEM & 9ANFER KT, R
IRF1~IRF9, H:H1 IRF1 . IRF2 Fl IRF8 % NK 4 s i 3
BEERC YRS . IRF1 EZ50 1L-15 3L 8 &k U

KB iy AR ST AN, PR NK 41 & B RO SR

I NK 4 & B RS R ERYE,
TRF2 Sl 5350/ BB N ZE NK 41 5243z B, M i
IS5 NK 41 B Hem 82 68 71 . Beah  IRF2 X A2
NK 4 710 % 75 B B0 4 i 3 o th = e s
SR, A WFFEE M IRF2 AU NK 0L &,
12 ILC1s TLC2s BA M 1LC3s & T BUAR #6114 s 5%
-, IRF2 ik 2k S 2 PLZF"TLCPs H 1] sk 201
TRFS 7] 8 #2578 B A2 NK 4 ) i A2 T NK
YU F AP B e N A TR R FEE AR
2.2.6 HAth FRETS15PU. 140, 0155 %W Eisl &
J% 5 MEF 76 NK 20 il & & i i 8 22 £
MEF % 2 3 B0/ BUBLIE K A S A1 8 i NK 41 i %k
Tl ERRAR, S /N B N 2 NK i i i 2 e A% 13
y:,ﬁlﬁ 105- 1061

SMAD3 #it 3 2> 5 BUE i rh NK 20 i 2 3534
i A NFIL3 K& 48 7E U 5 5 SMAD3 AN,
SMAD4 7E NK il & & h &£ 1E AR A2 2 NK 4
L B A e Ty e
RUNX3 7£ NKPs B Bt HV 2 4 35, tF 58 3R

RUNX3 7£ NK #fi it 57 191 & & By Beal of B 3545 6 %
CD122 KM 3 3 P2 sk CD122 %34 ; RUNX3 ] i
it [ Ly49 57 1 4 32 3k 4 iF NK 48 il 5 1k
grent s 5 RUNX3 A7 {61, RUNX2 8 7] 1E ] i 4%
CD122 &3k , NI K 51 A2 NK 20 it = A2
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Lineage commitment Maturation
HSC CLP CILP pre-NKP NKP iNK/M1 tNK/M2 mNK/M3
NFIL3
TCF1 |
ETS1
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