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Research progress on the pathogenesis of aplastic anemia based on
immune cells*
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Abstract: Aplastic anemia (AA) is a hematological disorder characterized by reduction or failure of bone

marrow hematopoiesis caused by multiple factors. This article reviews recent reports on the pathogenesis of AA

related to immune cells, including T lymphocytes, B lymphocytes, NK cells, dendritic cells, and macrophages. It

provides evidence and perspectives for further research on the pathogenesis and new therapeutic targets of AA.
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Pl S AN Z — o BT, R R AN
P EREE W B O CR S5 e A 1 2 WA T AA B
AR I AT R, BRI R T L R A Y
L Z — S T Y 3 I A

1 THEZHR

T 20 M e 2 45 15 1 D) B 5 0 % D AH G . R
R T 2 B0, F) FH B 40 0 RNA S5, 3% 28 % 1) 4H 40 g
F14) 326 5 40 A n b R A B 2 RN 2 R R R Ak 1 ik
B , 1l 5] 2 HSPCs ) e BE A% , T 41 M ] G 23 58 1% 1
H4 HSPCs R 51| B 5 205 1 S8 e AH O By e It , 52 3%
AA FH 1 HSPCs 8 T 4 i A 595 B2
1.1 CDS8'T 48k

T 20 Jfl %o % 5 8 K 2 & Th 78 CD8'T 4i i . 5k
o A5 Y o] 1 43 M 88 ) AA R 5 A Bl AR B A1 R
I T b B 200 B 7, 25 SR 4R R AA B Y CD8'T 4
Ji B A fd B A RES 2 0 REN ZEVISZIRUE ] | ik
CX3C # 1k 1 F % {& 1 (chemokine C-X3-C—motif
receptor 1, CXC3R1) i CD3*T 2 Jitd B & 2 44 i,
H CXC3CR1 Al §p Bl AA 09 T 40 i3 78 215 B8 v, oF
— A5 CDST 4 g 38 it .

CD8'T 4t il 28 XU A7 5 I 4k 5 1l 40 M 2 PE T
gil| H@(cytotoxic T lymphocyte, CTL) ., RERHFEFEZXTL.
5 T 411 32 4K (T cell receptor, TCR) {5 5 1% 5 4 56
microRNA 5 5 3k 41 8 H £ WAL 54 i . T 41 jg 34
T B TR 112235 L 5 CXC3R1 AH 36 1 HAth Y % 46 5
, Y5 0T SRR TG CTL, 30 F A B S5 44 4 48 B 42
TEIE N, 9 M 5 B HSPCs FE3 . SAA 3% 4h J 1
28 L 2R ORI BURL i B 3k Y mRNA K OF & 3%
o FALEMPORIEEE CTL A EE M E R, W
AT A A PN, RE TR U A A M, S A
T AH G il A 9K B g, AT 5| & AR 20 B 1o itk
Ah, CTL 38 AT 3 3 J55 43 1 R 40 il B % 405 36t i 44
JL+ 35 1M 240 H 3R 1H A9 SE T 32 1K Fas 55 CTL 3R 1 Fas
BC A& (fas ligand, FasL) 25 & J5 , BB UG & F Bt & W2
[ K 4 % IR 35 H 7K i 1§ (cysteinyl aspartate specific
proteinase, Caspase) R AHSE M4,

CD8'T 41 ffg mJ 73 W5 Jif 988 K € Al F (tumor
necrosis factor, TNF) — o, TNF- B, T L & - v
(Interferon—vy, IFN-+v) . F 41 ffi 5 & (Interleukin, L)
LM . Hod, TNF 5 HSPCs 2 1M /9 i 88 318 5E

K72 4K T (tumor necrosis factor receptor [, TNFR | )
254, 5 Fasl/Fas i 72 5 0L, 7% Caspase 1175 5 i
L 20 A T2 TNy DU RE O 20 5 5
AW ELIFTEHALNAMHMAENEE S5 Y (major
histocompatibility complex, MHC) 43 T , M 1 2 =
HSPCs X} CTL i oy i) Sl vk, il 3 2% 5 ol 32 il
IR o ad BE IR MY IFN-y HI TNF-o 98 3% 1M 40 /1 3%
] Y TFN 22 M5 L TNF SZ 4691 5 2Z 2545, BT 41 ffd
W, he ARG RS, AR —
AL EBA 0 MR, 20— 0 0 e 3 i 40 O
U 11151 B 1R A | 0 N | O N E 7 i P TR el
2 0 1Y S0 R 4 )R T2, HE AT g A Bh P T 40 i 1
(helper T lymphocyte 1, Th1) 73 s ;= 4= , AL 3 T
20 H 3G FE AN x4k, I RE R ECE 2R RN T
PR

5 5 ik L 40 S Ak 4y 5 A% 6 (SLAM family
member 6, SLAMF6 ) % £F % 32 20 ffd 3 fi 32 ik . — 0t
SC B K W, fE SAA L Y CDS'T itk I 40 i
SLAMF6 [ 3R A K P 2 35 I T BN, B AR IR K
- 55 CD8'T 40 i 1) 2 FL 3% BURLAE B IFN—y 1) 338
AR O, X U6 SLAMF6 B AT i ¥ CD8'T 41 iy
R DR , HOZ IR Y SAA J 3 CD8'T i L 40 g A A5 1Y

25 BRIk, CD8'T 20 i fo Ji S % B4 4 BIL il oK
Bl 345 o8 LU 34 07 T - 5, PO S 0 A0
( antigen—presenting cells, APCs ) Bt B S TR I 4 A
CD8'T 4l i #11 Th1 48 i 3755 W0 & 16 Ak o 1% AL (Y
CD8'T 4fi il i 7% Sy CTL, 38 i He 19 5 40 il 7% R B 4%
A A . LU, T5 AR5 B9 CD8'T 40 g B T
f 1 IFN=y , TNF-o 55 40 i [ 7 Je — A AL R &R
SEA 7R o o1 4 1 T o T £ 2 1) Bl (A R 2 =
5 AL 19 Th 40§ 28 73 W K & 12, 9 — 20 {2 9
CD8"T 4l g 1 58 K AH O 3 i 6798 428 DX 5~ A4 70 b, e
2 S B0 A L JR T R B ) RE e . 5K
[ S S S 7 R N e R i
(immunosuppressive therapy, IST) TEAABIT k1
PE R I
1.2 CD4'THiA

CD4"T 28 Jifd 38 3k 7™ AF 20 i A5 A 4k B 7ok
P8 B 8 B R, DT A A B AR AP b R AL DA
e 32 % PR3 55, CDA'T 41 i 7] 434k Th A
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THETHYIM (regulatory T cells, Tregs) . IR ABFFT AA
M CDAT 40 )5 &I, CDA'T 40 i rh WE B 26 45 . o)
RE T UE R 20 L S i Ak, 30T S BCE BRI
JEFEARIE I, X215 T AA Y IR N 22—
121 Thi1.Th2 Thl 1 Th2 #J 1 CD4*T 48 fif1 531k
11 ok, FER TR) i) Ty Al IR A G g oy 28 rh ol 2 ¢
HEVEF o Thi 3% 2 5 40 5 0% N 25, 43 306 40 i 1A
FUNTFN=-y \IL-2 , TNF-B % ; Th2 5 2 5 Kl %
P8 N 2E L 3 b A R DY A 4 T4 1L-5  1L-6 | 1L~
10 IL-13 55 18Pk AA SB35 9 Th 20 M 25t 1 im B
Th1/Th2 20 Jd L6 A5 LT 300 (9 Th R W] 5] 4
PE FR G0 6T B 0 ) B k3 WG e 0 o
20 i 1 284 B 5 Ak, SCRE IA) B2 40 405 1 B SO B, F
— 0 A E N . L A Thi 2 B OK i
Y IFN—~y I TNF- o, — J7 T , 3 &6 20 g K 56 38 1l
LA P #E AR D — T T3 S 4 i [N A ]
WS CD8'T 4 MY, fiff i — 20 BT 22 (19 IFN-y |
TNF- o 55 385 I 50 8 32 R, B 2 24 % CD34" 24 i I
0 G 3 i £E 95 E " GIANNAKOULAS %" %
B, R ZIA Y7 SMETR AA R Thl K5, B H A
WA TR TEN =y AT TL-2 1 52 /55 223k, 117 Th2 7K 5 % 1
BT 22 5 5 G2 ff 301 B Th 20 MO 45 i 19 L Th2
0t 54T LT, TR G IFN-y
1L—4 43 5 3% /E Th1 F1 Th2 B9 18 2 M4 i I8, 38 2ok
00 AA FEE A8 JE I %2 B, Th 7K SF B 82 5, Th2
KA TE# o B UG, M AITIN 2 Thl / Th2 L1 2%
i T B AA I — A EE R, AKE
20 9 3¢ JB (human leukocyte antigen, HLA ) J& F* MHC-
150 F R, — T 5% & B, R IR 97 B SAA B 220k
4} (dendritic cell, DC) H' HLA-QD ## (%) % 35 & T
et B FI 2 i 9 SAA , [A] i, Thi K HAH ¢ 31 (A
IL-2 . IFN-vy \ TNF-o )t 52 & 34 i, 17 Th2 S HAH 5%
R~ (4 IL~4) W] 6 A% £k . HLA-DQ W] 8 i 1 7 %
Th1 415 (9 98 5E 30 7% , 530 Th1/Th2 A

122 Tregs.Th17  Tregs J&— 4~ HA G 1815 T
(e N U = W T N 7 W PN E
K B B HUR g =4 I HAT DC L FLAZ I 4 A
1A R K A5 41 B (natural killer cell, NK) A9 3 6E , 7€
AeFr e fa S bR EEAE AN, 75 AA B FSMA
I, Tregs K0 /98 /0 T AE 32 21040 i1, 3 £ 5 5L
B E FR GE A Z AT R ORISR T, R AR AR T A

JiL C4n Thl  Th17) i 2 8 14 22 16 1R o 3 4 0
FERPRAF R B, S A L, SAA R B Ah
I Tregs X B0 5 WK, 2 IST 5, Tregs %
WA BT, Tregs B MY BE S AA Y™ 5 EE
WUV, ARG AT BRI 1 Thl Y95, RAE
PRI v 5 Tregs 40 M0 (19 D) BE B A5, Tregs K0 A Il
b T A 2 4 B CDAYT 40 1] Th 434k . 1%
PEFEARAL 2B A0 T B9k 2 5~ 19 43 b, 3 2% 3 B
i Ak CDS'T 4 Jifg , £ 15 1= 34 CTL, #5c 2% 5 B il 240
M5t o AN, BT Tregs H {5 515 5 e % S BT
#H A (signal transducer and activator of transcription,
STAT) 5 (9B B2 AL AN A2, 3l 1 5% 5% 47 BLIMP-1
() 2 15, DT B IR AA H Tregs A9 EE 11, TL-2 7
Tregs W& B 558 I RE b & 5 S 8AE . AR Ab
SCH R, % ) A TL-2 B8 {58 S Tregs
STATS [ R AL , MM A2 2 e 1517

Th17 40 i /& 32 2 %35 1L-17 (9 57 54 CDA'T 4f
M, FLAT A 2E 58 RE F A 8 S AR T, 0 s -
17A VIL-21\ 1L-22 | 1L-23 55 40 Ji 5 -, 9 25 7R % 1
& I JL Z 1K vt (retinoic acid receptor—related
orphan receptor gamma t, RORvyt) /& HHFHT
To TL-17AE—FECR N T, GBS = W41 i o
WA K P Y TL6 | TNF— o 4538 Il B 9 #2 PF o W58
KB, AA B RSN L, Th7 BB T, B
ROR~yt Il STAT3 3 ik o B 2 35 m™, X 2 i F
Thi7 40 S [ 5 3 W6 1 TIL-21 38 3 STAT3 |5 RORyt
Fak, PET 5T CDAT 40 i 15 Thi7 40 i 731k o 1L-
23 B4 B Th17 20 M A7 36 Ay 38 B9 4E T, AR AA
PR IKOKFE B3 T, X A2 3 B Th7 40
JH S S R OB A IR 2 — o BB Th17 20 4 i
38 22 e R BRSEINRY , B B I3 A 5 R B HSPCs 1F
BB 5 E A1 T AL 5 T (signaling
lymphocytic activation molecule, SLAM ) J& T 2H M B He
b A 92 200 i 2 D Y 5 TR 32 A, 5 SLAM AR G &5 5
# M (SLAM-associated protein, SAP) A H.AE FH , e
P45 T A0 B B SO BT RS S RO 2 SLAM-
SAP 5 5 B4 SR, 23 G i 1L-17 43 906 5 17 42 3 Th17
Gyt TR 45 S B0 AROR A0 R B A B i 22 1 A7
AR 5 21 [ M B AN RE % A7 16 TP HL

EH DL L Th17 5 Tregs 40 i 15 9% R 48
YR, Tregs T2 57 4 425420 B A9 S 2 SO, PAB)S 1k
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F B G 5 1) & AP0 BRAMT, 7E AA H, Tregs DR
SZ B, Thi7 406 E B3, 5 350502 2 A7, s
H BT , 50 1Y) RE
1.3 22T A

042 T 40 fd (memory T cell, Tm ) J2& 1& I 14
PE G0 1) T B A L 4y, A R 0 O T PR
fil R 5 T RIS R R R S Ml A RS TSR B A R IR
Mo HAXIEAZ P T 41 B (central memory T cell, Tem )
AL CAZ P T 41 B2 (effective memory T cell, Tem )
S Tm 3 BUh gy 2 RO o B0IS 1Y Tem 48 3T 7% 51
A& E JE BB, - T 43 36 Th A1 Th2 AH 5 1Y 20 i K]
T o Tm MR 2 AN 7 0915 S5 R R R IR W &
FETIRE , TL-15 W] J& CD8"Tm 4 2.0 3K 3l P 25, L]
i 33 B8 T2 20 it B 3 4 3 TEN—y 1 TL-2 , A 1 386 i
Xt TCR 5 5 1 808 I s > o 3 ofil 38 i 75 3K .
ZHENG %" % 3, SAA & & A ALAM A I CD8 ' Tm
K £ | CD4" Tm/CD8* Tm [ A , [F] I 38 77 7E Tem
Urae ok, Bk R 9 R 2 AL 3 FUBURL G B (14 = 3%
ko HET U, EFHMEN, 78 SAA b, i TR K R A
ST R R, S B Tm S8 T 58, 51 & Th1/Th2
B A1) 2 45 K CD8'T 201 Jif 25 7 A 389 58, Fie 2 5 25036 1l
TIRE R .

2 BB

Bifi 2 %oF G 8 ML 0 TR AR 5% B S IR T 4
AN T G5 BIF ST N B % BB 7k B 40 i 2 HiAr S0
R R B2 5 AA RHRALE . AA B E B RE
RIS B 20 LA L A5 S T, ELR I e A T T
PR, T 5 3 A OC BE IR 3R 5K 10 35 F R, 3k g B
FRAEHE 7R T AA B35 TP B 20 it ) 6l B A5 mT BB 2 92 9
IR B IR AT 22— TANG 25220, AA B
B 2 Y D) e B A A ) LA T S N T 2
JL % A H i TR S5 L R T S R A R A
HU SEP0HE— 25 S 56 vh % B0, B 40 i 4T ) 52 A 1
VDJ % A (41 IGHV3-7 ., IGHV3-20 F1 IGKV1-5) 7
AA BB TR R R S A I a4 5 PR A RN
LT AN 3R 3R, X HE 8 VD 3t R 3R 3k K v [ R S
HAIHE S AA REALTIA G, ILAh, AA B35 1 B 2
LA A3 A2 4 PR 35 R A R 3k, iR A7 A ik 22
S X AR B BRI 2 5 B p53 5 5 K
Th1 1 Th2 41 fd 53 1k 38 % . B 20 A 32 04 {75 5 3 %

IL-17 {5538 B% 55 2 5k (5 Sl g b . FEfC k-2 1k
SIHT R, BAR AA AT A BB T IR R A0, (HAE B
200 5 FL il 40 %) AF ELAE FH L AA 20 T B0 R
I /0 F 1 % 40 i, BLAFAE 15 X Be AR - 32 (kX 25 5,
AR - AZ R X 22 R R  FE B AR R L e
92 4 ifL ) B T BE & AR 2L L A I i 1 2
E M

YE R B bk B4 40 i % — A S RE , 9T 1 B 4 i
(regulatory B cells, Bregs) i i 43 W T 48 2 Jfg [N -+
(W IL-10 . TGF-B 45 ) ¥ 15 K P 1 B 92 S g, I3
IR 48 T 48 B (4 Th . Th17) K CTL 4 15 P Sk
e FF e Fa S . CD19°CD24"CD38" & Bregs 1 Af 5%
BT B REAA, L CTL A Th B R, 338 i TL-10
4 i HOF K CDA'T 40 i 5% Ak A Tregs™.
ZAIMOKU 25241 % 3 AA % 1Y CD19°CD24"CD38"
Bregs i 5 /0, B UK 48 7R 35X B s 2 0T BETE AA 1Y f
8 Bl AR . Jﬂiﬁ’l\,Bregs K2 53697
I TG AR e 16 B 2 I BE AT AE S 5 IR A A B
A, MR TR YT RN Y FU R

3 BRFRGYHE

4R 25105 41 i (natural killer cell, NK ) 21 it 2 4>
B 7732 43 A0 10 R BURL b B 20 B, BB 38 0 B 40
R Lk R, DL K 88 il &4 B 2 42 bz o R 4
2 R G g% R B R . NK 4 B Y T g
5 A B G 0N 1 & R AL BB AH DG . SAA R
1Y NK 20 i 7E Ficm e b, R i R e )
G R T RE ) 5 B W R R . LLAEPR B, B
16T B SAA BB AN Il NK 20 A S O R
Gy LLBAK AAE IST 5 A BT L Fh o 7 SAA Zh i 7l
Ko HB 3 B A0 R i, NK 40 i i B 3 35 NK 20 i 52
& 2D (natural killer cell group 2D, NKG2D ) , W5 &
P, NK 24 it 38 2 NKG2D 38 #3935 CD8'T 41 g 4 3t
FE TG AL, B 1k B SR s SNy E — 2D R i R R
B, dE SAA BB A1 E I CD56™ NK 4 il £
Han, o3k 26 40 il B A 5 2 3k NKG2D Al 4 3 14
TTHE T, 3R WK 2 NK 4 A AT RE 7E I SAA 1Y & AL
il R PR VR P B Ah , SAA B3 NK i Y T
% 495 T 1 (interferon regulatory factor 1, IRF1)
FIk [RIAE B E N, {H IRF1 A4 145 50 NK 20 i )
AE F% A5 - 300 CTL , 1F 1 52 ) G 2 9/ 35 ™Y D) e
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E A NK I 23 110 55 G 5 Wa R, AN BE 0 1 B 2R A 2
AR 28 2 (myeloid dendritic cells, mDCs ) 5 CD8*T 4 fifs
FHEAE Y 5 TR A

T 40 M % % R 2 FEH A 3 (T cell
immunoglobulin and mucin domain—containing protein 3,
TIM=3) ] ¥Z A7 4E T NK 4 fiL 5 |, bR 5 % NK 41 i
AL FI R . Hris W By SAA S NK 40 g op TIM-3
FAR AR, 5 4 40 A s/ ) 7 AR AR G, A
IST Ji5 TIM-3 3£ ik "] PR & 1E 5™ [, #E 0 A8
SAA 1, TIM=-3 fIf 22 35 1 5 350 NK 21 fitd Ty B i A%, £
HEHBE R

LIU %5 ORI 58 238, 53 B SAA J8 3% FId R N 1)
A1 JE it B R NK 41 iR A 4K A5 8 4 4 it I
#, Ho IE #9512 12 FF (eytokine—induced memory—
like, CIML) NK 4t ffd ( #5 ic & CIML-NK1) A1 3% 1
CIML-NK 411 itg (#5 1 &y CIML-NK2) 7£ SAA ' fi¢ ik
F . SAA 3 CIML-NK1 H 7] 5 % T+, {2 CIML-
NK2/ & CIML 4f ff1 bb 8 % {I% , H CLML-NK1/CIML-
NK2 4f Jifd Eb B 5 g 0 B8 3 s 384 o DR A AT] 3
M, CLML-NK1 34 2 2 SAA & HLAK 1 58 3 1k 2
I, 17 CIML-NK2 L f5i] 68 0 0 2 4% 42 44 € 0 Jor 38,
CIML-NK 2 Jitd 0]V by SAA IR Y7 25 5 1) 0000 48 4 o

4 B3I B

APCs & —Fh S e 4, EZE DI RE 24K i T
JE AL 3 45 T 4 MY, fik G B RN . B 58Ik Al e
(dendritic cells, DCs ) & APCs HV i e T 42, X I
Bl N PE o RE B O H B . DCs WE fE AL BT 1% 328 9
JE AR BT 25 00 46 T 4B, 5 B e S 1 e SR, X
AE VA T 20 I A 4 Ak A g AR i 3L 43 Ak R 08 T
MO IZ T 40 M . 45 DCs T RE R A, | & S 80T
20 i 58 0 A . mDCs S 85 BT 5 5L 0 A0 i, BE )
Wh 22 Tl 2 8 40 M P (A TL—12) /2 28 T 40 Jfd 1] Thi
BRME . AA HE B mDCs i K H 36 i £ ) i
43T (CD80 ., CD86 ) & ik 4 I & 14 fin o X Fh Ty g 7T
HE G 30T A0 55 T AR RO AT B A TFN-y 5
20 B 7 M TR, AR A 28007 T 4t A 7 R b eh R
QI DS el 1t U Lo s PN i e 2 7 TR ol 1
FREERY,

IR A B4 2 4 L ( plasmacytoid dendritic cells,
pDCs ) 75 4 £ 6 28 i 52 F1 4 590 B o 128 & Wz Hp

KRB, IFS T 400 154 3 ik DLV Y o)
AE. BFFC LI, AA E KN pDCs 1 08/, iIX A
ASLFE F 555 %) 25007 T 448 B %) ] 95 T e, 530 CD8'T 4
JifL 5 W 3 AL, i85 Th1/Th2 45 #7 % 1K1 56, 9 — 4
T Th J2 1%, 5 2% HSPCs 35745 32 3] 40 7 M0 ™2
VAT MR B %€ 4 B (vegulatory dendritic cells,
DCreg) , PR 32 ¥ DC, Ho o] 31 il 3k B %) T 40 i 7%
b, 38 3 53 BT 9 20 P T 15 - Tregs 2B K, DAZE R
T BETH 52 o {2 AA & 1 DCreg THBE L, LA
ZLAD ] CD8'T 4f Jfd 14 7% 4k , 3 3 HSPCs 1 57 e 92 I
o TR, DCreg %5tk Wkl 20 fff 24007 T 240 i 76 - 6 o
1R SRR G PE RAE , B — 2D B IR B B RO

5 B

I 41} (macrophage cell, mg ) & 7 W 41 it A9
— PP AN . WEAE S5 R B, me 7E IFN-o fK 6
() HSPCs 451 2 He JC B 1 ), 048 At 6 2% 48 il
HSPCs % KU, {H B i mo HCH IFN- o 1M BR £714 .
FE T, MCCABE 28PN R, me 7E AA %05 o 72
AALRAT T WAL 38, B J& IFN-o 19 “ 1GR3 7 .
IFN=y 4 %5 IF 8 51 7 SAA /D BAY B 88 mo, S 5
HSPCs e 20 F L /N BEARG o BB 41, TRN—y 1] LL$2 5
mg #4167 2 4k, Bl L R 7 C-C- L o0 3Z {5
(chemokine c—c—motif receptor 5, CCR5) ik, LI
W55 & 3K, BH Wt CCRS 5 5 B B IL IFN-y 19 35 |
B HSPCs £t Wk & i /N K T I 4 5 /N BRUZE 7
R mg S TNF-a /) 32 B R i 2 — , SUN 250
KL, AA FBE H B me 1Y TNF-o« 3634 B 35 & T
FEN L TE AA /N BB R & 3, Bt 2 TNF-o [ me 32
U AR A IEN—y 5 5 SO, B 0 3 0 I Ok
X UL TNF-a 5 IFN-y BA U [E4E ], 75 AA
o TNF- o & IFN-y {5 55 19 8 22 K &%, HonT 1 5
IFN-~y 15 5 1% 38 , LTI Jin 38 HSPCs 1 31 #E Fl i 38
BEBIWEIR . BRI R, AA B Y mo 1 Fak ik
UL 40 M 3% 15 2 3 (lymphocyte activation gene 3,
LAG-3) , Hol i ] mo M BT 2B DI HES 5 AA
(1 G JH #=1, FU SRR R 3, SAA fB BG40 i
FETKF T, S50 45 R 3% B U2 Toll M 37 14 4 38 i
TR T T2 33 g MI2 35 52 me AR T, I 18 5% CDS'T 41 fifd 119

A IhE
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#

6 B

g5 E TR S TR AA B A LR TP
B TR AA KR IR Sh R, AT R D
A MR RN R S AR A AR TR A
JiL B bk L2 L NK 48 A L DC 21 Ml . mo 48 A0 55 S0 052
20 Y S TR R R A R A A 2k 0l RN R
B 6 1ML T 40 R B R S5, AT BEL A A 3
Urae . LA EALE A UE 728 T S 78 AA K0 Y
B ML, W AA B S e G 9T SR 4 T B R
fih . H AT, & 1M 40 # F2 A5 (hematopoietic stem cell
transplantation, HSCT ) {/} J& SAA H & 1) 1 1% %, X
TANIE A HSCT (9 AA (B3, IST B4 /M A2 7 3
32 A W S ) B 3 MR T T B — R TR
SR, HSCT J5 JF S B g KU K % I &2 2 1Y
], LK IST AT RE 51 % 04 5 08 BN | s ' B 1 K
TBTT AN E M R AR AA J8 35 THT I A XERS . B
FXT AA G RE 2R B E (TR AR 5T, B 9% & % i
R BUE BIR 7 B, B % BIR T T IR AR I E A
BE A E B A AL N I T A o A R S ETIR T
VE I R I R Tz N B A e AT Ak T g sk
5 B B, (HLBE 3 BT 5T B9 AN W7 R R BRI 19 38 AP 58
L SEHHAE R OR BB WS Dy ST B 4t TS o A0 A 2K
AR 7 T SR

%

=z

Z X Wk

P PR 2 25 U 2 o 23 L QUL (B MM )2 41 . A ik 77
M2 Wi 53697 H E S B (2022 4R i) [T]. FRAEIMR #2435, 2022,
43(11): 881-888.
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