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Post-HSCT reconstitution of natural Killer cells and its clinical significance
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Abstract: Natural killer (NK) cell is one of cytotoxic lymphocytes of the innate immune defense system and the first lymphocyte
recovered after allogeneic hematopoietic stem cell transplantation (allo-HSCT). NK cells can recognize and lyse virally infected
or malignant cells directly, and they also perform as an important link between innate and adaptive immune system. Post-HSCT
reconstitution of NK cells is strongly associated with microbial infection, GVHD and/or relapse. Here, we review advances in NK

cell recovery after allo-HSCT in recent years and its clinical significance.
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0 R ATLAAR AT S8 R G0 — bk LU 40 M, P D 200 At P
T, H A A BE AR A AR BT 8, X LR HE B sk e F
A bR S B AR A, AR NK 41 SR T CDS6 2 5A 1R
[, A A28 NK Ao Jy 24 MR - 32 B4 A T IR itk 2
LV CDS6™ " Y A 5 ZEAFAE T A1 & 1 CDS6™™ W B
H Al 3 A S CD56™ " 7 4 T 2 671 3T 40 M A 1~ B9 4, T
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1 RERENTHMEBERENKHEEEIH

1.1 BEEE A NKH A E S i PR T 40 A% A8 S 1 P
O EOR LT CDS6 M A M iy, BT S5 B
THPZE A A A2 AP (human leukoceyte antigen,
HLA) DUECFERE . R[R AL 37 S8 AH 6. Sk L RAE S NK
AN EARTE LA A el o8 i 1 Hick: s, (R
AU NKG2A'CDS6™  NK 4i i 3, 1 28 NK 4 i /£
MG VKR T B2 2924 Eissens %P7 X A 42 5 B8 S
(total body irradiation, TBI) 5 HLA #H A S T A e
B MR b 2 B, CD34 [ i A AERS A S 141 H NK 4
4 X B i B R A AR, H PR Y CDS6™  NK 4
J T S s CD3/19 BITE 7 B AE RS TR 14 d NK AL 223K
FIRHIRT K-, F CD56" NK 41 i () i %A 1% CD34 21T
W JE A NK M A s s, HLE R A Y
NKZHM, 1 AE S A & CD3/19 41 RS H 4 Hh NK 41 it Fil CD34
Y HE %2, Pical-Tzard %5 V% 5l A P AR50 BE FHAL U (reduced -
intensity conditioning, RIC) 5 HLA #H A SR A A T 4
BMLAF b % 8L, BAR CDS6™ NK 41 i He I 7E R At s
5564 H B IE R /K, 1 CDS6™ NK 4H il 7E RS A8 5 55 44
A EFBNER AR, 5MGMEF AL, JoXHE AR
Ji NK 41 A0 AE AR KT (RS2 R BT . Jacobson %5 "7
XN RIC S JB5 S 0B AR R A0 ) 13 1T 248 J A% A )
I, FEAE S NK 4 R AR 5 B E KT, il
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IfiL B A 20 NK 40 i B0 542 8 AN 4. Park 55" R 3
BN S DR i o 40 RS AR S NK 4B e RS AR S 1 A
PR FIEH K, H.CD56™"'CD16 ~ NK 4 il 5B 4 B AF 1T
o ACHAEE AR R B A S i T 40 i RS MR 3 A NK 41
Ji A R A2 B I KO, HLAE S A R AL R A R B AE 2
ZIAJCH B 225 . JLEE HLA ARG AP E s i+ 40 25 740
JiELFTB RS A, NK 4 KR e 7 5 30 KA BE# K,
CDS56""NK 41 il () 7 7 S 3 i 5 s A A LAY #a 351, Bae
AU L EE S R T AN RS A RO B S R R R, 92%
M) B TER A G 31 A NK 40 ik & 3] 1E % 7K F . Charrier
Ve L Y 1A% AR AN B BE AL A A LA 5 o 2 PR,
HNE I NK 4RO RS LS 1A A LA EE K, 8
HIE3AHA 9 A 124 A BT RS AT 41 NK 240 i 450 bk
EE T E B, A Pleiffer 2" %) JL# TBIJ5 CD3/19
BF P 23 36 21 4R B 3 il 40 MRS AR A B 98 2 B, 5 I it
H CDS6""NK 41 L A He, 5 4 J5 CDS6""NK 41 Jift NKG2A Fl
CDO2LAFRIE [Tk, NKG2D Ay £ A F R, R T XHENK
A2 CDS6" ™ NK 21 i 1 2T ok

1.2 DifEdEE#  NKANEAEDS R 0 B AR 1Y 40
AT LS 3 0 4T L PR R T PR SR 1A 4 S N g . A
NG e AR EL AN, NK 40 I RE ) AR A
Yoo g bl B SR AVE R, JUIR X BER B, SR
o LI 7300 N K200 i 2% 403 R 40 DX s B i A TR A
A BRIARSE Y, BARUL, BT NK 41 Aifg
Ak 43 I T R A FE T A0 T A M ) BE 11 T
. Pleiffer 45" e Xt JLEE M A 556 K 5 1t 20 i RS A A4
WFFE & B, NK 4% K562 40 1 A4 5% i1 FHAE RS M 46
50 REAIME BEHMEFEACE, MM AR Y 0 i A=
M 2R 2R VE (antibody—dependent cell-mediated cytotoxicity ,
ADCC) 7 # 48 J5 14 d i 35 18 5 . Eissens 25 % Bl 5 CD34
FHE R AR L, FBEAE S 26 14 2K CD3/19 [ 4316 41 NK 41
J e 2 M A T S s, HLs TR b, JF HAERS ARG 1
R T IEH U 7K. Foley 45 & B 1M+ 41 i ol
J s AL ARG, NK A0 A 40 i 2 76 FH A TFN= y 43 fig
AR, R NK A0 BE 4 2 T BEA7AE T 40 AR
Pical-Izard 25 "V 3, BN RIC 7 HLA A& S 18 10140
MRS ARG B AE A, NK 20 X K562 40 i i) it MORERE 71 .
FEHF MIP-1 B HM IS IE R AEE T2 5, SR TNF- o A1
IFN-y Mg BRI H G 6 A UMK T IEw k%, H
TEHANA A AL AN P T2 WA RE 7 MU T I AR A5 4
200 6 PR 11 43 6 i ) T A A1 2 45 52 31 GVHD T
2R,

1.3 PO A s e A2 AR T NK 0 R 4 i 54 R
20 IR A A E RE R AS T B 2455 “ YK (education)”, {HH
T3 DA A NK 4 A0 i 1 32 14 5 3 B RS & )5 NK 40
ARG INAE, X —ab AR A A BRI bl H R AT
FEWL NK 20 ) 52 1 = A 475 20 M G BR AR R
Z AR (killer cell immunoglobulin like receptors, KIR)Z %, C
RUKEAE 2 32 1K (C—type lectin receptor) Z 15 . s BR A 1 FE

kW) (immunoglobulin like transcripts, ILT) X UL M P75/
AIRM . IRp60. LATR-155; i 1 32 7 B A6 250 40 e
T REERE AREZ IR R . CHIBEEE R Z IR KR . HRR M
21 i B % 1A (natural cytotoxicity receptors, NCR), NKG2D
DL S HAth — 26 3% 22 K 5] 4CD16. CD2. LFA-1. 2B4,
NKp80. CD69. CD40FC{A, H i KIR U2 i HLA- |
AT, CRIBEE FZ R PUI HLA-E, NKG2D iU MICA
MICB. ULBP4yF, NCRZHEMILT 5 0% (9 BC AR 4T3 AT R it
— LRI, NK A S I T S A sl 32 A4 T A
WA 5 Z IR A P-4 . NK AR A S8 e RS S e . &
KAGVHD ZVIAHE, A H i NK 4050 P Fn i il 4 52
I AT A G —

INK 21 1 B 2 LA CD94 : NKG2A/C FH 1 NK 41 it > %6
SO FE HLA AR A SR 1 A0S HE h , Foley 21
KIS IE R EE M, EBHEE 2 F KIR'NKG2A'NK 41
Jif 5B 2 14, KIR'NKG2A™ 41 i 3 /b, Eissens 25 ¥ 5 401
KMBAEG 1A A, NKAHHERFE L & 23k CD94: NKG2A/
CHME R IBKIR 9 4% 5, A KIR3DLNK 40 i 75 7 4t 5
AR HEE BEE AT, (HI&E R, KIR2DL2/3" Fl
KIR2DLI*NK 40 i 7 #4548 J5 % 87 T+ H KIR2DL2/3"NK 4l ffy
EK I, BN MR S 2 35 NKG2D . NKp30 1 NKpd4 it
NK AU F# B A LR BB 225, 1 NKpd6 31k
TR AL . MR U NK 20 i %5 U 2605 B A 19 KIRs,
{HKIR2DL1/S1 ik & @k & 1 5 1%, mTRE RS 2L 14217,
Stern 5" R AR ARG B T, BAE)E R > 95% I NK
A F R NKG2A, 2 # RN, BR— KIR P20 ) 5 4
JI % 24 KIR2DL/S2/3, KIR3DL/S1, KIR2DL/ST, 3 fifi i £l
5 PR A AT KIR (35—, A 55238 4an
MIERHLA-C2, Bwatlltl, ERHLA-C1BAREM B H
A B TR AR5, Pleiffer 2 " /E L8 AR A 2 T4
JI6LFN B AT M i T AR MRS AR R R B, AN 32 K MR KIR
BifAk, KIR2DL2/3"NK ARG At o okt J3 45 HLAth 0
e BRI Pé rez—Mart f nez 25 "V %) L 35 35 15 8 7 b 2 5 41
B A1 E I i T AR R AR AT 40T R, AP KIR 82 4
(KIR2DL1, KIR2DL2, KIR3DLI1) E #1485 90 d #L ik,
JUHJE KIR2DL2/3;NKpd4, NKpd67E#530, 60, 90 KA
FIEHMH, NKp307E4E 60 K THEE K F, NKG2D /K
TERSAR IR 5 A KT
2 NKAMSEZEESNTHEBEPHIERRE X
2.1 NKANMTEESTE Ok 2 09 F 44 22 Bk EL 20 i
FHKCE S TG 2 DIM5C . Bii hlmann 45" & BLALA
DA 1T 40 A AT 30 d NK 4% > 150/ w IR
HERA RS EFET R . Yamamoto 25 " 56k A S L
IR A 5 NK 400 8 5 U5 2647 17400, &3 CD56
P AF SR LE AR ] B 3 TR CDS6 41, WARIRE R SET:
R BT F#H o Servais %™ & B A 53 P if 41
MRS A IS B NK AN AT SARET RS A5G, far 22 e 2
KA rfur ) L3 S 3L R s i T AR AR J5 90 d 9 NK
20 it T e A R S B R T R D B R Y, Reuff
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PRI, RSN R R R AR R A
LA, NKAAE AL > 1007 1354 SR J0 i e A A7 40
Huttunen %5 ™ %% 505 L DR 5t 1 T 4M MRS AL (9 L3 s v
555 32 K NK 41 &5t > 120/ w LIS 25 A 4508 1) 3 4F T 2E
3%, BN 3 E KR MBI T H, Pical-lzard
P T AN HLAM A BHE 14 A B kA AR E
BB, P U TNF- o 59 NK 41 Lo 31 355 00 583 14F A
WAL s T MR B, AR & R KT
G, Wi K EBE W TNF- o 9 NK 40 L 061 53 245 %
HERWEH ., HAMCD107a"NK 240 L B 4 58 3 52 k%
G T LBl i R, HLPESE & B CD107a NK 41 i
ERVIEERTE 2 AR E -0 a i)

2.2 NKAIEHSGVHD FAEWPLIE 398 (grafi-versus—
host disease, GVHD) H ATATI 8K & 52 Wi 53 35 PR 1% 1+ 40 i #%
MR R R E N 2 . HATEAEIA R GVHD fE 6 K % 2
HLAAMIARERE, 1 GVHD B2 . 1AI7 BB SRR R F
A WIbRiC R B A e A XU GVHD SR 1S . R
SRIO™ B WA ANTR B . TN AT RN DL R TS L
H i 2 GVHD A Wbric ¥ FEALFE LT 328 : MicroRNAs
TREAMML . R AR, e AN b, NK 41 B A
BAME GVHD BIFERT, AT BR324 A0 I 4 52 20 g At
H R SR S E TS, Perugia B 86848 o0 19—
RAVEM GBI BN, ZPESEZ A6 5 KIR- 1R
PR VE it 506k /> GVHD f %& A= A5 56, Pical-Tzard %5 &
B, B NK 20 A (IR 20 PR 53 WA e T Rl
Bigh8E) I 8, GVHD & A R 2 TR H, Kim%™ %
B, N S DR 3 I A0 RS S NK A0 A AR
PEGVHD A XK. Kim % ™1 & SRS 5 NK 4140 nT /N
2 GVHD B Fi 5 bR . {H Yamamoto 25" & B, 75 CD56
HHAMECDS6 4L E R T, M GVHD & AR A I
5, ECDSTHIMECDSTA R E R I, M2k GVHD
S A A X ], NK 4 K COF 5 R48 )5 GVHD
KA E R UL NK AT RE &5 4E 4 GVHD E Wb ic 146 5
GVHD W B iG M54 75 2k — 5%

2.3 NKAUMI a5y R BB RN RIEZ
— Stuehler %855 i A\ HLA A4 5 56 DA & 1 1 20 it 72 A
Ji NK 5 #HE 7K 5 42 28 1 M85 s 1 OC R AT T 40 A, At
& B G NK 4 8 g K7 5 7] GE A7 FE s B S UESE K
AR B R . TERRE A £ A&
B 1 BB 3 v, NI 450 7 RS S 30 d Pk A2 31 1 # K
S, MR AT BEAE AR B B AR S & A TR 2R 1 R A AR
Fh NK 400 BRI R AR 180 dBRBEA A EIE 7 K F . Bl
Jei NK 20t 25 8 (1 3 A e 1 A, Hoh &4 GVHD #%
BWARKRA GVHDE B, WAk, RN w8 K4
P 1 B NK A A 850 & T AR B . i id
R IRHR 53 FB AL e A AR 28 M T 5 TR 2 T 2 0 R IR NK
YRR, NKZ0MECRE < 200 /w ]l SRAE)G T BEfETE s
SRS R AR MR 2B VE I & B A G, ELER 3 R A NK 4 i
AR B o K R A /NG DR AR, BB RS NK

A1 ) T KO B R LA S 4 28 o B R 1) T AN YR
I o NS A0 8 20 A\ BF vhol o S BOC R, (HAE
RS M AT DL 3R EE 80T . NK AN Ak i A1 Th
fiE A 2 T A AT A S b B AN s F A G B —
T 285 5 4T e R e b PR T DA 0 INK 0 1) 2
9 KIR'NKG2A™ 140 E 27 30 Ff ALY NK 41t 26 PR i
Bolboss . HUm RN E AR, 7E KIR AN DERE Y21 A1 4 3 1+
20 R R T fs Ak 25
3 Z5iE

NK 41 M2 B8 5 S 2 bk L 4, i bl
B JE 1 A A A WA B IE W B K, (HRBILIKIR
NKG2A'CD56"*" F A B NK 4 A 3=, i )i 24 NK 41
MR 2 T EL LY AE, TR AN A A RE S R T R 40
RE VRN T4 s ey AR A, (H NK 40 s P 2 14
AN ] 1 A2 A 1 T A E R M ARG — . TR, i
Ab ¥Ry 3 AE AR [R) (8 NK 40 RS A s R A H], NK 40
AR 5REFG . CVHD LAY &, B2 —
SRR . NK 40 b e £ Sl DR 38 0 S B PR 3 ot
TANMAS A 7 U B . I PRI & 1 B 7R FN TR0 25 R A
—EFR PR, HR T B — LT .
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