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A BE T T, AR, BAMIE ERGVHD)H A T L7 2 A . i A 4 (GM) % K44
25 09 Y B oAl KA = W T AL AUVRRT TR 3B RARNAZ AR 7 Rk A4, st g 4
%%ugw% AR, FA R AT @ (allo-HSCT) & & 2% 5| 25 4 Fa s P IR 2 o AL 320, 2K
M 89 K5 F G B 8 A A A ZU18) 8 B A5 T A S AROOR, msb 2%k X i K EFGVHD. B b,
GM LT AE A # AL JE Fe 1= F 490k S TR 46 4%, LT fem) M A, B3 T AR, 48, i
A F R E At R, VAR AR A W) B AR AS AR (FMT) 5 R % k4% Fallo-HSCT/& GVHD#) Fiﬁu ‘Jé
JTROR . % I A A ) A R R i o T e A AL e GVHD P 69 BF 0 R RS R AT T 47
T #allo-HSCT/& GVHD &) T b7 A2 74 J7 R AEHT 89 E 34,
FHEA MIEREYD; Ak RE T4 AR R A B AP TE

The Research Progress and Application of Gut Microbiome in
GVHD after the Allogeneic Hematopoietic Stem Cell Transplantation
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Abstract HSCT (hematopoietic stem cell transplantation) is an effective treatment for high risk hemato-
logical malignancies and other hematologic disease. However, GVHD (graft-versus-host disease) blocks its wide
application. GM (gut microbiomes) can promote metabolism, resist pathogens and regulate the immnue system by
maintaining diversity and related metabolites, which have an impact on human health. In particular, allo-HSCT (allo-
geneic hematopoietic stem cell transplantation) patients are treated with drugs and exogenous cells, which can destroy
the dynamic balance between the immune system and intestinal microbiomes. Therefore, GM can not only be used as
an independent predictor of mortality after transplantation, but also be a target of prevention and treatment effect of
GVHD after allo-HSCT through nutritional support, probiotics, clinical usage of antibiotics and FMT (fecal microbiota
transplantation). This article reviewed the research progress and application of intestinal microbiomes in GVHD after
allo-HSCT, which can provide new ideas for the prevention and treatment of GVHD after allo-HSCT.
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Gk -

& ML T4 B #24E (hematopoietic stem cell trans-
plantation, HSCT) 3= % ] T 151 & LK 3 40 2% 14 9 9
R Ath 8 e A= i () ML 58 e A s AR P R T T T
AV PUTE 399 (graft-versus-host disease, GVHD)/&
Gl R e BRI i ZH A2 4H (allogenic hematopoietic
stem cell transplantation, allo-HSCT)& # tHEI#2H4 f5
T RO FE BT Z I E B R, R 2 1 T4
JH X6} i 32 [ S A e i PR 7 B AN RS AL 2% P 4 B R
TRIEH A2, W LB W TE A ) (gut micro-
biome, GM)F £ H = 2. BB 40 5
v, LRCETR . AN RS E Y R A R
BEEN 1108 ~1x10"4™ /g7 B, Horp R H 4
51%, AL 1548%, Tl T 1%HI A TEATE  MFE 5
W W . B S M. A
W) R EE AN A R SRR Y i
PEHEFTRACET . HRAEP R AR 7 S R ot Nk
(1) R AN = A s e o A B A9 J5 A ) 4
FILARE T IIE M sh a1 .

allo-HSCTEF RS2 AIT « JBUT APTE RS
Rl ZR sph sl R g ma iy, 2 EF MY E i S
16 EHRIERG A EN AT a7
LELYENR RS R it T =R AR

1 GMAYEIEINEE

AR AR 2 BT ACA AR, X EET )2 N
TP T 5 2 AN TT T LA R AR R . AR A
Y S BOR L S EA LIEAY £ i) 751 B Na S el
T T 0 g AR S5 22 R A R4 1 T G2 B T T R
GBI, BB, JUH 2 AT (next-genera-
tion sequencing, NGS)FIR ], K RAEHE 7 AT
TE AR A 5 2 9 RS, 2 18] 9% SR A ), 3 25 1)
T4, I TERAEY) C oA allo-HSCT S [A) b 74 e
R AIGVHDAH BB 1) 28 15 575
1.1 GM5EE4%E

i ¥ 5 i T8 AR ) 2 TR A EAE F E KR
ATER R R, B AT ORI T AN RS 5] 5A7 1
AR VR AE ST B ANTEI . NS R T AR AE
250~400 m?, 5 10°~10"ANRE B, i bR & i
1 I )% 4l ffd (intestinal epithelial cells, TECs)ZH & f) 5
JEAHM, B IRAE M . MR M AN Y TE T4 e
IECsH AN TRE: (1) 78 4k K3 A 24 2 18] ) Ok
FRERE; (2) SRECE IR A )i LA R YIRe

i R 1 R 2R AR R 28, #E— PR
18 b BERE

T P2 JR AR AR DR 200 £ IS 1 400 R 92 0% 3 1 32 40
R A OB AE ), FEX 4 4 0 T R AN i e
S (BB A e 2 OB S VE T ), W IR
YR EAAAE TN A, RS 73 WA o7 18 25 55
PUAEN ¥, o-Bi i 2 S5 7 E R T A
W B R E B E T, GVHD R [ i Y %
Ko FE - Wi E H9ED, AT Ak R B T A e T
AR 2 R R R0 MR M vT 2 A B B
H, I A B R B R . ARASE PRI,
GVHD & 5 PR 20 i 453 477 7T 3 35032 B8 s o J A
e A8, Mk — P i GVHD AR . 3 I
A B2 VT /N B AR A T A A, R R A
05 GVHDIR YT VAR, HAE 51K GVHD
()7 E R FE AL TS 2 AR DG, AT A B iiE GVHD
HLUREL o BRI . WK, IECsH)— R A1
I 2 K (pattern recognition receptor, PRR) FJ Hill
T DR i 7 AR AR TBOR B 1 a- BT A 2%, -7 18 2 72
Ji o BRORE A AN A, AN R AN TR S AR A
K43 T #5 20 (microbe-associated molecular patterns,
MAMP) [P ®I, T REG-TILy ) A A ) 75 B2k 3 1l
AVIERRES . EEELT, @l EH MAMPs 5
T 3 G2 A . 98 0 BB R AH ELA'E FH AT 400 ) 4 T B4
B s i B B B I R AR AL . RV,
WA, 2R I 7% DG 20 o 50 sl /D A i i i A
VIR RO, SRR 4R BT T QAT R A T 2 BT
B IR AR f A A= W) 2R, RT R B T4 GVHDI K
A,
1.2 GM5#ik%&E

i 30 Al AR ) A T Y R R 4 B A g% IO R
PR ZAE R, (H AR WM S 2 B A 5 allo-HSCT
Go g W A ML AN B AR U0, INGHAMSS MHPE
i 7 #5252 allo-HSCTHY JLE B H M R EE . IRIR
T e M IE A 2 B G &, S5 R R W, J H Bk
R RHRT T Wi B R R A e R R B
NKZH A BYH i 2 200% , IF H A R I % B2 50
SR EYIPUTE £ (acute graft-versus-host disease,
aGVHD) R, AR A A7 345 2 0055

TR, e LA 20 B AT S 21355 J R4S T4H
0 S IVE F , SCHLUTERSS MR F-#R i i i B )
JS A ST P VB IR FE 2 52 allo-HSCTYR YT H Y
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TER BB, BB & £ 10 EE R HRRNE
R G RN 28 1R 4 . DUENASES U2I7E /N IR,
WHFC ORI, AR B AT e
IFNY"CD8" THH M I S e L5 R, AT 3 i 47 g
TRERE ST, AP S AR EAT . HE A
AJ I CDA T4 B i, VANZE IR 70 £ 1, /N
LR A S ABAIE B AT LU S il SR U CD4 T4
SN BENS A A 3 17 (interleukin 17, IL17)F1H
4~ 2 22(interleukin 22, TL22)) T4# BI4H i (T hepler
17, Th17). fEMEEANSEIEE F R, 1EH iz
CD4 Tt fit % 38 b X6} iz 388 20 B8 1) SRR 7= A Thi17
ANThI4HAR PR 71314, TM7E 28 Mg H, Th 740 i A
Tregs 2 [8] [ Z 2 FHTfEGVHDI & A i i ke % 5
BAERM, AN, HAr % 6(interleukin 6, 1L6) A& [FK
Th1753 40 S8 2 i A1, Hw] BAEK2Z Th1 748 i Al
Tregllfitd 2 [8] ()74, {3 F TL6 LA 57 1 BHLIBT TL6
55 AT R B R R GVHD ™ R DY,
1.3 GM5®BEYH BIfK (graft-versus-leuke-
mia, GVL)&

allo-HSCT )5 32 22 H [ /2 B g 0% e M v &
IR G AR GURE R R B 0 R A i, AT ek 52
RN RS, 1A AR B A BT L (graft-
versus-leukemia, GVL)RUR. ¥, 5L KB, GM L H:
AR 7= 4 mT A A AT R 1 2 TR IR B g%, AT
18/> GVHDI & A= Fgg = GVLAE FH ' HANAZE !
W50 & B, GM AT i i 715 24 I AH 5S1E € T(mucosal-
associated invariant T, MAIT)4H il ydT4H g FlfE
5E H R 545 T(invariant natural killer T, NKT)4H il &5
JE28 e TYH MR (e HENLAAR S s S 38, M2 = GVL
RBL. JOHANSE BUR B, Ji7y 38 4 i A i EC A 43
WA R figa v I BE 25 2 ALK -2(glucagon like peptide-2,
GLP-2)7f aGVHD/) il fl allo-HSCT & % H {1 R 1A
B, SMEANTS -GLP-22 000 s Ji 4 7% 7] FE K
aGVHDAHI ¢ 5 i = i 24 1) B 52 GVHDI R A4, I H
NG VLALR .

2 GM5GVHD

ATERAEYD AN B B R R 55 2 PP A )
FRAI R, PR 2 TR IR RS SR 2k, HAREW
YERE S AR = HUAR S g A A6 B Bl
GVHDE R RS, /2 allo-HSCTH £ 2 1 H K
i, M 520 allo-HSCTEH G . GMZ R

U1 5 allo-HSCT 2 155 GVHD R A4 K Jie
BHEEVKR.
2.1 GMZHMFELESGVHD

GVHDA 5% il 288 K 42 % 5 4% 52 allo-HSCT
BT Jo NS i 108 Ak A A o1 B 1R A R TR AR OGS
STAFFASZE!E GVHD /) SRR hoU 52 31 AT B
R S 3G, AR ZF AT B @ k2D, £ HSCTHIE
B FLER AT TR 2 InE /N B GVHD, BT 5| AL A AR
PR A2 RN B 5052 GVHD 2 2% . SANDAN-
ANDZESIE /N FRFI GVHD i 3 Hh 0 4% 21 B 45 7L 1%
FEBE AN IL A B 932D, P 1 25 1 /0N B e A2 B AT
TR o TE A YD o B 2 AR, T S GVHDIY K
.

W FE R B, DRAr L AR A B M 22 R mT 9D 56
P i o3 FH 2020 i AR 0 R AR R R, T R R 22 R
BURI B JE T U] B A R . HONGEE TR I, allo-
HSCTIH & & B A 2 s, . md
¥ =4 AR TE 20 3 N36% 60%F167%. ILETT?
IR TR W, W5 R L AR B s 1 %, GVHD
BOCFRBAR, B SR TG bkE . DR, B AR
¥ TE A A 0 R R 22 e FT AR D9allo-HSCT 32 % AR T
ZR PR ST T PR 21

M iE N AR BEIART , A5 PR RS AL
P T8 3 2 R G 9% 0 I R R 5 1 PRRERAS I 5 4k
AEIAR SR R R AR A 96 43115 X (pathogen-associated
molecular patterns, PAMPs), Mg i3k o4k 41 i A
Prlsi$E E41E (antigen presenting cell, APC)F5E 14 LA
Je 3 TN RRURERE T, s IO 22 P G s 40 il 1
B 73 i R YR A i K PRRAL, b R 40 g A 1
YUt R 5 PRR, 1X 46352 3 F BHSUHA M E
£ (major histocompatibility complex, MHC)Z& 1A [f]
S IAN 5 1 2 IR - () 7 A, R HE S [R) R SR AR T 4H
JL SN 51 BT 9 RE SN, AT T B A% B R .
T-HGVHD®I,
2.2 HHESGVHD

i WL 18 € 1 B T 2 AFE EBY 2% (Epstein-
Barr virus, EBV). E 45 7 (cytomegalovirus,
CMV). BKA1John Cunningham%5 #:°4, HSCTJG
H32 allo-HSCT 3 #E MK Al (K 25 AL 7 b B 2
I8 AR R AR P ) S g A, AT S IR g iE
JR A 8 FE B TS AL AN IG A B W USRIt
2 L O R v 18 928 A 1) 23 3 B CMLV TR BT 38
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I, M5 &K GVHD, & B A AH O Rk ZE BT
(3G e, EBJREE R THE B, 5] A ik
L4 5 V£ 7297 (post-transplantation lymphoprolifera-
tive disorder, PTLD), M1 S22 a5 &, (Hil 5 A
S| AT AR AN P, g B T s %Ay =0
R VR ARG A M AN F ARG AE BT R, Y E A
B AE S AR i R B AN [F) KR W T8 i B s i 25 . /)
TZWEALR IR 7% 1003 SR B R I g AT 5 1 52
FE4%, I3 N &8 3 R AEGVHD I UK. 17 4R
B3R BE AT 0T allo-HSCT & M4 il ELFR B, SCnT i
%K GVHDEE T EE NG . #FRE, I
W allo-HSCTR A RTIE R AT , T Ui RE IR ety
A FEE R R R FNIE T3 /IMZE LR #51E
W A B g R @R e, (HAEHSCTR & 4%
HoJ% Bk Fa B 15 3 b 0 22 5] R ™ LR Gl 4% K GVHD,
AT S A AR AH SGHE T 2000,
2.3 HESGVHD

B AR I7E AN B 2 H 50 GVHDHF AL £ A5, (HA7)
ANTTARAG B B 2V . OB R R 2L B R TR A i
1) 7€ FE AN A2 aGVHD K A [ E R R 25, 10 URE
WS (R BT BL 1 T FT 98 /> GVHDI K A Dectin-12
— OGO R ) B2 AR, AT IE e TR B A i B
(Chn & B b A M B ) 1 b-d- 3 S0 , ko B IRPT LB
(1] CD4"F1 Th17 )% 82 22, TL 171 TL22 1 R JHO 6 e
PUE B B DA . CTYAREE R 2R AT I (R
22 T BETA 1O AN B EE 120 o-H 325 SR, DT R
YN A= AR AN IR 7 IL6 AT TL23, AT St kg ik Y
EEE R RN Th1 7R HIF B AE R Y. XL LB
BE Ry 7T 65 GVHD G BLAE B2 AT 96, CTUBHE R
P31 Th17 BN 5 aGVHD IR AL K .
BIF TR B, ML T 0 B ) S e 32 I8 5 ] 43 A A
0 G e AVAVR S, A 2 AR Th1 735 L B
2T B 1) Dectin-1+ Dectin-2. H #& ## 52 /4 F1 TLR-2
SR 2K, T 5/ BRI NSRRI S T 32
PR B TR B 1 R 4
2.4 GMRHE~45GVHD

Tl A A P b R R B B R B TE L
fads. geEAU. M DhRe AT NS AR B RE
BAEEERW . B 3B A 0w AT AR B e
Fi% (short-chain fatty acids, SCFAs)fE & Fhfdis K 4E K
JE R R EEAE ), W SCFAsH ()T I8 T U 77
HEEH OB, HoN bR 4 (intestinal epithelial

cells, IECs) I fig & KIR . T ERTE allo-HSCTJG /£
Ji7p 18 20 21 b ik B b, RIWES % P93 i #E 1 4b
78 T ER v 3 IECs4 25 (1 H4 kb, o35 IECAH Y
[ (1 SR, AT Rk T2 A2, 98%% GVHD .
MATHEW SON & PSjifi i Hi 17 7= T BR IR R 2
FROAF B 1R PR, R IR EL TT B B i 1 R Y M T
(regulatory T cells, Treg)% H A3 0, Jnise 041 iy
IR 3T IL10K Y 2ORE R B, Fe & AE4ERF B
Jigp 3 - 5 A A GVHD 7 [ R 3% <8 E A . k4t
Treg t wJ e ik 0] [7] Fofr 4 Js 87 42 T4 M 184 5 R T 2%
20 B ) S R AN I GVHD ) 3 fg

M P EH A A B A 8 SRR T A 1) - R
Je NRIEH FEE SR IRIE N, ARy —Fh B
NEAE S, R RE IR IR T F, TRJE i m sk
IECs R W 2L BEFETh e FIE K . PR RN MRIE.
R, allo-HSCTSZ & H- M (BAE J5 10K) PR H 3-
N5| R IR £ (3-indoxyl sulfate, 3-1S)7KF{ik Sallo-HSCT
Ja VERIRE ARSI T R B ETHE A K, WUZR)
RIL, GVHD & bR A iR s W & E W1
1K) (42.5£11.0) mmol/LI% % (11.8+2.8) mmol/L, F44HH
Jii % % (3.5+3.0) mmol/L. 3-ISF-H[EMKAZ 5 I7iE 2=
R PUAERIBITIR AT 24k NOD2/CARD1 5%
DRI R B B2 281, PRBE Hp 3-SR O PRI S5 41 £ 4
PERIRERA G, SR A 3-1STKP I BRI 5 N B
I 32 B A BRI B 3K B 0O AE B AR OC . %R AE
RGN E % GVHDIK B h oY
A R T AR e R AT ek 2 £ IR R T R
R BT e Ah i R 1 B K B PCRRIL,
DA b B3 bR A o DLBR i K B SR A AR BRI R
F P BRI R AR N T B0, SXAEW T A M R
A= TR W] R E 24 5 280 T e P R 8 OR AP 7 THI A6 T E
IKIER

3 GMT#5GVHD

WA HEFER M, Y R IR 9T allo-
HSCT & GVHDIEE bR . H AT, ¥ miE e
VI TT RS AT B IR s AR B SE. Bt
AR, DRSS A B B RS A (fecal micro-
biota transplantation, FMT).
3.1 EF%H

Allo-HSCT & & FE e 2 U YT 5 22 7= AR &0
IR B R 28 R A ERIER, b2 iE iz 1
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fs IRBUE FR I8/ . 1 4ME F% (parenteral nutrition,
PN)FJ RE 2 5 80U 8 7 B 00 B YL F1 8 72 A R,
LYAMAZECORHE 5L B, 5§65 11 S 77 (enteral
nutrition, EN)AJ @I FEIRAE T % A1 aGVHD I K A=K
PFEBHEAUR . AL, ENMH IR % K E I iE A
WHEBENT, AMICO%: PR 7T T 2044 HSCT L #
H R, CEAE T2 PN AL IS 1532123697 T =R
(1 7L I SCFA/K A . A, TERSHE JE 3252
EN B35 B A ik S B s iR, 7 AR A U8
B BRI A0 4 MR 4 SCFA I Bt B £ . IR
J& 4% (blood stream infection, BSI)H 252 3 E 77 3 ¥F
(P52, ZAMASE P58 I, 252 ENffallo-HSCT
B BSIRA R EERFAL. HAT, K& PNAE allo-
HSCTHE3 Fh N BE) 32, {H B RIER 22 13F 418 F B
IENSKAN 788 TR T b
32 #HEE

ai AR B T DL R B RR, T DL 2 R E R R
A, FT Ll i O R 5 2R 78 A A Y e
B, N SCGE NS . DI R, 28RN
YT M E AR D2 N T A B4 8 R P, RIWES
VR, 1E45 allo-HSCT/ FRKN 78 B ZEHE FLER AT 14
Jo, T H A A RN T S MR T
i allo-HSCT/)N i aGVHD ) & 2E F 33 i AT 2K,
1 2 2 B8 AR A0 LA B U /E ) L3 RN R allo-HSCT iR
H R B mE gttt Bar, £t
1A AR 4 LA B T B A VG T GT GVHD ) LTI R
RIE EAEREA T (NCT03057054),
33 MEE

20%~60% (1) HSCT i3 K F% 1 Bl U 9 AORE 2=
R N4 B RS, [RETE allo-HSCT /5 v 2 Tl
PEZE T PUAE FOR TS AR YT A b B e . ALK,
e A FH S i 455 T — 76 ) by T Bl R Az 76 Ak — 7 B 4H 25
JTREPUAE RSN T E AL IE GVHD IR A2 | allo-
HSCT/NRAE#ESZ UL E23Wi6 07 Ja B W o 2
BRI PRI 14 FOBOR 28 BT B B B el D B 5%, 1 A5 A
FH 2 i R Bk flanmtt s 25 2 B B AR 2R T 1 AR R U
R ILE , 2% BH DA S AR 2O RS R A P AE
FRTER S 3L AR 41 B PT 1E G VHD ) T R 754

W, Wi 2 A9 S allo-HSCTHI IR IR
TG 5%, 0 5 o8 1 AN o = P e TR o B
(AR AR A7 3 T T8 AT 11 9 2 D 368 A B T 7 3
I B )P4 16321, NORONAZEBUR B, /N GVHDHY

RAEE R 385 O, HIRZ RS 2= Bl %
R KA KT I 003 GVHD . Slt i 75 R B,
IR VE AR B S5 A R TS A OG, Hio B3 PR R4
AR A2 PEGVHDIR KA K RN,

JyAh, A8 R AN PR A B A T I e A
T AL AT 0151 fiz 18 20 B B A B IR AL, Yk A R
AT T e AR JIE RN R GE RIS, TR
B4 fKallo-HSCTH M J5aGVHDIK & AP, W9t 9, fa
FA A B 1) B8 TEAS A P K B B 1 R AR, R 3-
WS AT I R VR P 5 i, —4F NS RELAE SGAE T 2RI, A
N ERREE S =T AN 7k N A e N AR E el (A E
FEIR AR I BR B — D3, T i i & s R g R
BRI 5IIERIE. R, 0 mER S e
Y B 325 98 38 BT A 2T g 2 R B Bl A R
allo-HSCT/& I SAAAIE ., i — Bt iR, St2.
TnFRIFMREG3a5 L3 8 A br SV AE 2 W
A aGVHD I TE G T 2B, X S A= W br 64 1)
FikEE, RAMEYZFEEBRK. Fik, GVHD
HEIRR S5 I E AV B R TR B8 RN ARR
WA T T e e ALt 70 i ait .
3.4 FMT

FMT 2 45 4 i e 4 2 2 (1L 11 38 B V7 M B A
NEEE i, HAallo-HSCT & & wh it b 2 %
BdE: (1) BRPERMER AR IIRTT; (2) KR
25 UMK 2 aGVHD IR T ; (3) allo-HSCTHE #H #21H
IEFE AT AR 2 BICE UG I T 5 (4) £ 2T 24
(multi-drug-resistant bacteria, MDRB) /i i& 7€ 1 1] 76
JT, WERRI, KZ115%~30%[allo-HSCTAZ 4 7E
FE R I A 2 R AR AR MEAR T I Y (clostridium dificile
infection, CDI)®, & & ECDURMEIGTT, KNP R
BITAEAETR, T IR AR R R E K
[FJCDUREIR ¥ [F] B, FMTIE M 78 17 4018 2 FEE, 3900
T R AR A M B ARV XTI Val B &, b T
AL AT B (AR 21

KAKIHANA %5 PO} Hz Jo7 i 245 540 6t 1 i 1
GVHD] allo-HSCT &3 #E4T T FMT, K ILFT A I
BilxF FMTA 1697 =8, A AR T FMTIA B 5
. VANZE 3%} 154438 3 FMTYR YT allo-HSCT /G &
AXEVRTETE GVHD, KA 104 54 B Mg ieik
M5 324 ik, GMARS IS 2K E . MDRB
()38 o™ H kAR H AT I R IG T SR, JCHEN N T
allo-HSCT & & 1167 WK . WFFE RN, FMTXf 4%
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& MDRB & # FVGIT A 8 e ek, br— 4 8%
RAELERS, P B BB gis4h, Hfh B ks
HIU™HE A R BB, 15252 allo-HSCTHY 1044 f 3%
B TAAET BT 1340 H (4~400 F) I fig B
T B A T e R B, T 44 allo-
HSCT & & B2 FMTIA) T MDRBIH 45 B 8ok, Hod—
2SI T GMUERE T G I KAE, J3 4 — B AR I 26
TR,

ERIA K& BT R B FMTX allo-HSCTH
RUFHIBT VR R, (HFMT)E TAE AR 52 354K P ) i
187 AL AN RE 013103038 JL Tl ZHANGEE )
T AR P AR X 4252 2 IR FMTIR YT GVHD & 4%
BB . FE AR B )50 i, g5 R %
BH, T8 P9 40T B R B TR X FMT I s B 4%
ANHHIE, GVHD 855 11738 40 0 28R A 2 I FMT )G 1%
WA, Z FEIE AT BT RN LB B VA R I N 2 A
Jehn, J5 N FERES R R AL 2 X FMT G 40
AR, B2 R E BT R . X et Bt s
%2 FMTYRY7 allo-HSCT/5 GVHDFIHL I 7 A1 42 =
FMT e WA A HE BN S HME.

DL RT3 8, @it FMT I 5 i A 4 5
A WA 78 GVHD I RE . SR1M, FMTIRTT
T X Em A IREE KA B A8 ImHiE ).
IFE] . AR DL AHEAAORTE (AR 56w B e )
VL2 T A P Ak, 6 FMT A A AT T
2508 (HL 2 5] R FMT SRR ) Lt sk e ) 55 R HE 2 ]
KRR L7 1 TR fE R R A

4 HEWSRE

FE M PTE 9 i B HSCT & B0 T ) 2
JRER, B A= v B B FLAR U = 0 B T 4 FE % &R
SN LR 8 PN PRSP AT, AN IT S5O A 326 GVHD
1) 2 BERs, KET AR, allo-HSCTE A A E
L, 3 R AR TR 0 22 R AR, AT 51 R i T B
AR, BT R W, allo-HSCTJE [ M. %
TYPUE F0 . f8 F B ALEAAE R 5 i 1 T
R VIFROC B84 B E BRI AW R, TFFE A
G T A D T AR GVHDYR B A T 2 vp i) Bk
TEFA T BRI

FEOR H HIR AR P R R RN R B 2 aGVHD
S R 2R (4 A8 43 MG AS B R, (LR B . AROIRZF
MOFFBE S o A0 TR AN AT B QB JE . AT R DA SRR

2F M TR A% TV A XTVa 5 A0 35 1) B8 35 GVHD R AE R
fiX, /£ GVHD & # 478 DL E I #& A % GVHD#E |
TR AR U740, M, A8 3 B 0 B 3K B R AR TR AT
B DA OB T B8 T BE 2 I EE GVHDR7, BiFFi R,
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P, A5 R GVHD Y, SR, LA b 25 54T 7 5 iR
NI 5T 0 AR SE AN 58 35 o

W2 W], GVHD 38 A Wi 1) A8 A J=
TN IGVHD AT B8 55 Ji7 R 15 52 45, J0 2 i IR 4m i
FIMIR A M (453405 5 5 kA R, Rk, o3 b
S 6 A7 0 BUAE R RT A BT S T AR P o R AR
KLz MAMPs. PAMPs 14545 A ¢ 73145 3 (danger
associated molecular pattern, DAMP) 9 #1514
VAR = an T R . B S AR I B AN s W A2 i 2k
VIR TR R A Y BUTE 0 I FR s, e AT RE S
5 6 5 BE B T g LA S AR 98 FH T 28 L IR R SR A,
SR, A8 X Se AR AR R IT 7 VR Bt 5T
AR 32 TF R, HEMTC B N VA I 7™ ECDIF) —
Flof 28O 1R

I8 56 oF i T A A ) TR B LE R R A P TE e
FAE F B H 23 0, A B T 4 B 12 T
TR, FF vt B 00 07 ok T ALIG IT A% 4 e
GVHD#E L T HE Al B4R 2 GVHD ] 40 1 il AE
VIBA R AR AL Ab, B 255 A5 5T B R RS 253 44 ) 41
B BH T 18 A0 AR W VR BB A TR 1 v 4 A, TRk
W 9T e v 2 (B AR AR AR s BB OQ7ETE &
A (R T R 5 R 4 2 R I 9 T B8 4 b i i 53 2 £
25 T 4 R AH ELAE L, DA SRR BB 1) 8 TR S ek T 7 A
BIT 5%
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