AL, 2023, 43(2): 196-206

www life.ac.cn

FER R E AR R R S I BERS

XX, F R
(REZEAKFEEE RGN, RZ 300052)

T : MR AN E R b kR I £ SAZ M B M AS R %, 1A S A IF R B BURALE . I3k
MAEMT A ERM, KEf b B AaSE S EMFTAL, W LR 0K G BRI R A F1k 454
4 7 & % #3(chronic lung allograft dysfunction, CLAD)#) X & & J. MiASHLAE H 4 KAk 0% 09 £ 808
TFHE, BERBHRE—ARBLSMEGFEAL, AL EENET IR E A& mRES T AE 40
WAk, TEFITTHAMAENE RSB RIS G ER, AR ES TG IE R AR
1 AR

KRR MM AEY; PR RGARR; RARA L WA

Lung microbes regulate immunity and homeostasis in

lung transplantation

LIU Tianhua, DONG Ming*
(Department of Pulmonary Oncology, General Hospital of Tianjin Medical University, Tianjin 300052, China)

Abstract: As a complex micro-ecological system that affects the pathophysiological process of the body,
lung microorganisms regulate the pathogenic mechanisms of various lung diseases. Studies have found that
lung microbes not only participate in various biological processes such as metabolism, inflammation, and
immune homeostasis, but also affect the occurrence and development of chronic lung allograft dysfunction
(CLAD) after lung transplantation. Lung transplantation is the main treatment for end-stage lung disease, and
its postoperative complications have always been an urgent problem to be solved. This article mainly
introduces the composition of the lung microbiome in healthy and diseased states and focuses on the
relationship between the lung microbiome, immunity, and lung transplant homeostasis, to provide a theoretical

basis for the clinical regulation of the lung microecological environment.
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M fri A 2 (SR ST, A SR R RN I P i S ek
AL il B 2 S AL AT AR LA
LA R M 22 8L 1) fir B B 2240

1 FhEB

1.1 BB M RISk IR S 4E AL

it B A ZE DR S — P A S E ) B AR R
AR = ER o IR B B 2Lt 2B )5
TR, SRR, 250 H B8 W 7
PR E] IRRES . A= I3, s ok A 0 ) e A
WARRE, BAZIENIIEIADETR: 7
WSS R B, EEWNEZMAT, IiAA R
B BERREE . HAEERE . AR FLERE A
FwsEdE: £, WATESAME . Az E
PR R E LY. BILER, e RS
3 1) 2 5 AR A

it 0 A 2 00 0 R L b B IR TE AR LA B
G, (HIRT oH R, ZhAHASR, EREA
i b R B A L R N K

HEUEHIRE. BRIKEKE . PHTIRE . #ERE
AT bR B 1 25 AR UL A A P 0L X R B I
WS S ) A P AR T e e e 86 T kR AR N N
fifis . 3 4h, DicksonZEUIE Ik B /N B & &
PEREIR 2 38 25 A AE B I R T R E
PR, XPE7N T AT #& B iz 18 BT S A 2
i Bl A 0 s A SRR AR
1.2 RERES TRIFER R

ET RGN (polymerase chain
reaction, PCR)AIZZIE A WAL B, fHERR il
0 1) 4 B B VR 2 RSO N AR e, FET TR B
JERETR ] BT BT AT 1A 2R B T T2
e BRI AN R B R R B
BREE WKW E R EE . RURE AT
JE ZEERE . AT ER T JE R I e 2
(GR1). MhAh, MRS S EW AR EE, HH
aiEMmERE. 5EE. SRWE. HEE M
R (3K 1) 3 7 U LLER B9 7 (anelloviridae)
AR AR F, FS WA MERREBRSE. B

BT SCE IV #EBE M (bronchoalveolar lavage & B . B & . P WOE A MW # R IR R
fluid, BALF)H IR, RIUGA O e e,
Rl AEAERBHERRE AR
LR IPN 2 FEAR Ttk TEEIL 225 ik
' s 16S rRNAZEE  BALFS OMHFEAG AU R S, EAERERRE . HHEIR
A HIPRARRIBALE s prgusse Wi, BREHES, BALFAE FEamEnngn 10
= P 16S rRNA Ft &3] BALFH A ERE TR, EEUMRSERAME . BBk
fnFEAE 23 1A e R FIBALF R TSk PRy [10]
. y . o RILTHERRTE . SRR . ZEATE. RE. HER
TR RS RN BT I BT S [14]
u, IR e e v RN S R N RIVRFT R« JURAT B WEIMAT R 23 35 58 A0 s bl B it B
W iy T8 T 16S rRNAREH 7 S B [18]
S EMRBR, SUEYLLSEIRE BEERE . FRIC
fitiJeg EE RSB 16S rRNAFERNF  EREMEBENE, FRICEREND HIKEGB T [24]
RIEFEROIRAS : BEEREE A Bh T 00000 i Fi e S5 R R 2
[ TR = 11 . . e N o " e
N 16S rRNAZE I PR E R . BRIRAT R IR R KK
=2 4 i £ . XRE . o N
b e g%;;g*ﬁ g geer B CER N, %K R [30]
— B, EHTF L, . FEORE T R A R E SRR R A U E R . R
Brd B + B S A R B B [36]
T LT 168 rRNAZE I HOE BT e R TR IR e R M A A PR 38]

BERREE . MR R AT & B E

16S rRNA(16S ribosomal ribo nucleic acid) 2 A% AW HIRZ A HR30S 0 3 AL 435 PN B %% 3¢ [X (internal transcribed spacer, ITS)%
T SEABRIITS 5 51 EAT I S AZ A8 A% 8 (deoxyribo nucleic acid, DNA)MF, @44 P43 2 TS 5415 CUANE WITSFHI LLE, A sRAFE

B AR A B — Rk
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1.2.1 % £ 47 42 (cystic pulmonary fibrosis,
CPF)

CPF & — Pl iy G pR B tE st A% . AW F0IA
N, CPFIR A —Fhigs I 7 K+ 8 80N B
BRI K, CPF AR IR i A 4 5 2 i 4
TR FHRAE. BEE. IR RE. 3
TR BERRTE . =55 FRBk B A0 il 25 8 A Y (3=
1)o For, 40 2 {5 i v AR 22 28 45 £ PR B )t
O B 1 R 8 5 A il L B A e AR SORE IR A
4/~ % -33(interleukin-33, IL-33), #Fifji&ph A &
EL, BAN, CarmodyZEU R K I, PR K %
4 FECPF 1 AL
122 %75

W Wiy A2 — Pl A TE R 1 RAE SR, F AR AIE
A 45 T ROBLPE AT IE R 2 R  RTE
BT e i R T S A A ) AL R LR B
CERFIR . SR BT T AT bR e P R 4
(FR1). BbAk, il TR AN IR TE A B B 5 2R
12 5 NG () R HLAI2 , — Tk ERE R R
IR o T R B, R AT B . RE R
FEER B B3NS A PRI . TL-87K P 1 3 vy A
it Dy e A A OG, AT RAAE D e Wi e 1R T b
P,
1.2.3 ff &

it o B A S RE AR T N BB DY 42—, idiE
Tl AR 5 il e R R AR YR TT FITIUG AFAE A B AR
TIERIR R . RARY B RIBIR %, R
I s B i o EE IR R . W EREE . BERRE .
FoRICERE . EERE . w8 A R 20 o A R
W I AT T 2 B AN 1) o ZRME R BI A MR SE,
gt s A E L FE M2, e S50 EHE
W B4R, ERIKE. CO Mg e
TR A M B LA A O s IR W S AR IR
FRER 2 BR T LA AR DGR i A 98 A0 R
P e R EREAS T, 2 R I T F5 R IRER B
7 R A BEER 1 1) B Y R D). BAh, X
Pl REAH 2R, 7 W 30 M e A6 255 1 b A 2 b ik Uk
LT 3 BRI AR AN ZE A Y
1.2.4 1% M 8 5 P A % (chronic obstructive pulmonary
disease, COPD)

COPDJZ LI HF 32 R . 18 15U 2 AR

FE Vil A O HEAE AT 2 B ICOPD 2R
MRS AE ) B R SRR . WHERE .. PR
B ALK IR R . A B R B O (R
Do DAY 2 b, 2 iR
W I AT R i 2% BEER B AR Al S b ALY,
B, R IR R 3G B R TR A 1 %
AP 5 — TRURE T TR 7 R B, R R R R
JiE 44 f) B 5] B A 2> I B COP D H & < Ji BH %8
FERER,

1.2.5 #7 A & Ik J% 2 If X (corona virus disease 20-
19, COVID-19)

COVID-192 — Fli - U 38 5 B S Yo 0, T 55
JER L T R J I 50 it A A ) A A AT D 2
FEEFRRE . Gl 2 R 2RI PR AR AR AT TG
S3HT, ZhongZ5POME HAECOVID- 198 e i % 58
HH A T R B BR L 3R R T T BR R R ST AR A
WA (1), DicksonZEU7 Ml H 3 A & 8 %t
COVID-19H i 38 T IFIIE AT RAT, KI5
A Y v 28 R R — i 0 e A R ——— P S i AR 1)
HE, BETREASRMIGKRS R . Gaibani%
¥ COVID- 195 i FI A M 8 3 M BALFHEAT XT L
SERL RN, EURE B E AR I . B
FOME . BEBKE . AT B SIAT B R
Z (1),

P ORI DL, i A A A P 2 R 5 A D 1 il e
WAHIC, N T R KRy, e S 5 A
PRI ) R AR ) A8 G HL L
1.3 BB Y A AL
1.3.1 i 5 4 By a5 4% A

NI A= ) R ) b R T A e ) B AR P R
e, FEEMEDITESHRET
o G R WS N B A A IR L —
JRE 00 R R T WA AN T RS LA
FREAT B NS I DL R W B A S T BR AL, A
T LA RS 0 Bl R A W B R o A R AT
PERNRD BRI 3, SRR R 452 1) 4 3
B, A I 2 R A R AR, BT
A SRR ML KL
1.3.2 REHHEHF

WP IE & — N B 2 R RN AES RS,
B ZI A T A AWM R, AREE. B, B
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BRE S0 e S8 R T IR A5 TR ER A 2 0 AS [ i
H AL AR Y E e AR b, AR
DX I RE D A 2% M IR TR 4R OO E I AR S A
B R LT B 2 b BN TR BN B AR R AR R
P REDR 0 R 6 T R 1 43 WA RE AR A IR
VB RAR G JAh, WRIRIE I 5y %
FPUE AL, WREETEEAA. FLBREAMBIER
SRS AR PO R P SR A I A
133 & R %tk

G T RE PR fiG 2 R M Bl AR i A= M e . B
UNAE GO e SOmRIR T, il A FE A IR TR B A
ERREY PUSE SRR IS,
W2 FEIE R B, (ERERKE . 5 R A5 R K
WSS 2 IR TR R AEA g
TRV G B S ML F A ) 74 S8 A W] RER AR AE

2 FEMREMSRE

IS B8 G0 A P R A B 2 2 8 2 T8 ) R ) 5 4G
FEORFR S RERR S J7 T R ¥ 8 EEAE ] . Bl s i ke
VB 2RV W] e S il B SR g R AR A )
Fenlio A BRI AT 5697 AT DU KR
b9k /> 2 R B A7 THT 5
2.1 fEREATRER S
2.1.1 A 3R AR A A 09 R A I

JIts 05 4 A ) e 8 AR 3 S R SRR B R K
#. Gollwitzer5 W5, TSI AL W A7 (8
AL DL 3358 A /N B P R 5T 1 T4 P (regulatory T
cell, Treg)MI kK& M7 1 4i g 26 T- B 44 1
(programmed cell death-ligand 1, PD-L1)JRE#,
Bt B TN 52 P . JangZE AR T 84 42 it
BHEWBALFIAT 04, @R BN, HrdRekE
Mz BRI & R e S IKPD-L1RIAH B 45
PR, FHEUE SRR S o SR Bk p A T 0 1 S A
AE /1. X ECH 5 45 R B8 9 S e 6 9T TR AL B (1)
.

Jita 08 4l A D A R T A T B AR B AR R
PERBAER . BEFR RN, JE VA R % 3R 1A RE 8
Wh—Fh e BB MR PR T2 ik corisin, 22 KR5S
PERLAN IR, 5 B E B 20 M E T AR s B B
DURR, I

bR 7R AR S, AR Y B AR

BREMER . BAEYAT AR 44 ZBREM T
B, Ed FEHSAMENE G T M RERE
FI -TH BT 32 A 805 R BAH S 1E € TAIML, B
WURIEEB. ZFfLE . yTHiHE (interferon-y, IFN-y).
iR SR FE A F--a(tumor necrosis factor-a, TNF-a).
LL-17 0K 40 B - B W40 M 48 9% ) B A+
(granulocyte-macrophage colony stimulating factor,
GM-CSF)% A P4 ™" . FERESB B0 T,
A A R R B R AR M) 2 B A EDNA,
JBILE S (reactive oxygen species, ROS). 4l
W Jon B AR AT e Sz AR T i, IR Rk gE
Ji 38 BRI B AR R, T BORE E A G e M K
/E[SI,SZ]O
2.1.2 F3f 4% & 4798 37 Th1/Th24=Treg/Th17-F 7

AR E R PUE A (cluster of differentiation
4", COANTHEA S =FEE LA HEHET
4 f1(helper Tcell 1, Thl), Th2. Thl17. ThlfgF
AETL-4FITFN -y 3 5 AL A G J5 4 2 G 1) 5 2% 7
0, MTh2HPN R “HBEERFE" , Thl/Th24E 1k
WKW AT PERED . R SR RBL, Thi/
Th2 40 B AR 7K1 (R AR A 2 7 AR HE e B B A 2 i
ZHEBEFEY . Th1784 /0 WIL-17. IL-6A!
TNF-o2% 2 0E K1, AT DU B AR B 180 5% 1705 A4k
R 55 5% 0 SN SR A Y. e AN, Tregi
ok 240 6 R] %) L A ft B 0 s A0 o) 41 4 i R S IR
GuZ NI FITh17HI ELHIZ), SEFrLIRRRSS .
i 8 i A= 0 T LA A5 Th1/Th2 BA K Treg/Th17 2 18] £
P

22 A P (mitogen activated protein
kinase, MAPK)/4H i #M A 5 25 (¥ (extracellular
regulated protein kinase, ERK)FIi A B LEE-3-3%
Fff(phosphatidylinositide-3-kinase, PI3K)/x H i
B(protein kinase B, PKB)HIE T & I%IEA S T
K. KRB MHLUZZEPS, TsayZP R,
Jits g £ 5 T IR T T S R DROBR R R BE BR A 1) AR
HA R0 ERKRIPI3KOE % (9 4F F - 12 141 BA7E I 30
it /s RS RS AR e S, 5 2R IRER TR 51 B AR R
P 2 #IEMAPK/ERK RIPI3K/PKBIE # JF [ 14
Thl. Th17, BEHCRAE T, 5200 e i e A
JE. FRE, FEAR/NAT MO b, R EEER AT
TR B TR T W E S RE N 4 S Th 1 A1 Th17 f 85,



- 200 - CERTIEY 20234433520 (537

TR 25 21 2 — b B AT B b e 0 12 1 P O
Fhik R, HEAMEHZ — 254k,
Yang 25 AR, RIAMIRMAEYS S TH
CPAEAC L RE A 3 O HOUFT TR AT TR R A A B A
AL IR B Toll i 32 4 (Toll-like  receptor, TLR)-
BEFE 7316 K 1-88(myeloid differentiation factor 88,
MyD88) 1% 5 15 T A1 41 4k Ak 3[R TNF - o8 %2 A1 i 60
BRI IL-17BIRIE , TB AR AE P 2% I i
Th17, Z 544t . teoh, 3550 IRER B A EEBR
T ) 57 8 1 22 B 2 SR AT A My D88 £ Th17 4
S 2 8 0,

AL KR F-B(transforming  growth factor-
B, TGF-B)n i sl A I T4 fu %1k N Treg, B H
SRBEERRAE . MEREIL-6EMT,
TGF-BIEit s T M M Th1 71 704k, F30H & %
P AREY . Ren5 N COPD i A i B A BE 1
SR A= D o 3 AN A, R B DA BR TR AN 2 T I
R H S5 Th1 70 2V 5, RAEIL-
6+ IL-17. TGF-B. STAT3FIRORCH]F kKT &
FIEIN, VLR YR B #EIL-6 I TGF-B52
WA Th17 AT A

) 2 AP P MO TR A2 C PR 8 5 il e o DL I 4 7
CollinZ R IE T %40 B 8 1L Th17 J0E B 4% 7]
FARHECPFEF RN I R HARIL LI, H3)
R AIE B EHLE] . YadavaZs VR I, 245 % H
(lipopolysaccharide, LPS)Fl3 4 25 (1 B Ak B /N
B, AR E S, FHEAIL-17A. TL-6A0

“?5% BEZ 7N m,
& 54 LA OWIC

-

ESe)

CD4* T4

IL-1B 55 J0E (R 7- B 36, 5 041 6 1 1R T e
FELPSH|E RAE R B 2 —

it 55 PURT B A2 — B 22 QP R AL, LR
T (1 37 i 22 W5 A2 v DU B 2855 S s 2 R 2 1
TP 2R E/ANRBA G, ZHEABIETLR2
BECD1 1 # 24k 41 Bt (dendritic cell, DC), DCH
Y2 ARG FEALHAEMNE S - T (major
histocompatibility complex-1l, MHC-1I), F&4&
BT T CD86, LILEIECD4™ T4, ZHEA
5 FDCHIM T WATL-12, 454CD4" TH A 2 T 1)
IL-125248, WOETh1Rs e sk R 7 STAT4, 3Kz
ThIZHfEEML, 72 EIFN-y /- S (& 1),

& v 007 %) BRI 2 N SRR AL IR 3 A 4
B2 — o 4 B (0 ) K B AN 2 B 4 BRI 1Y T
{55 AT LIS IL-17A 5 2IGM-CSFigtE, Eim Rk
ERK ) 38 il 6 510 41 i 38 5 RO'S 275 TR0 Ji A (Jids 8
i B T NI 28 7 T A FE B, S ARIT IR R S
B o G v (0 ) K B O AE 1 9 e % A R R T
TLR2EKIE, {RREIL-13BA, &iEMiis S,
SR G IE I CCH 1L Al FEL A4 2(C-C motif chemokine
ligand 2, CCL2)/rFHIEAAEH LS MCCH
AL A 152 4K2(C-C motif chemokine receptor 2,
CCR2)HPE I g4 f M 4E N Jilivd, 7R 53858
Holg A AL M2 B B AN, E T HETh2 4 1k
HRERIL-10 M TGF-BIg 2 Ml dia 14" CCL24 2 i
M2a 5 WG 4t jfa 43 b () — P Rl 7, 456 CCR3%Z
PRBEAE NG TR R0 . B I s 20 25, 7 R

«— CD86

Th2
o ®%

BT )G CD4* T4Hi

E1  HEssATE ZHEATREITh1 1L
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e KRR . s NIRRT 3 AR
Y P BE W i 1 4EFF(IR/KFIICCL24, (i3 i %
YHHIL-17A VS TIRE,, & 5 His swi

gr b, A B BT R AR R AL 8 7T T
TS BT . WMAEYS R 2 1A
SR EAE H CROBRIR BT 1 — N8 77 1)
2.2 R RFEI AN A RIR

5 72 030 5 G 9% 2 TR 3 T ) A 2R ) 32 A
(pattern recognition receptor, PRR)&E & fAEYIZR I
B 975 Ji AR FH 5% 43 7 45 U (pathogen-associated
molecular pattern, PAMP))5 3] [l % N 2 o
PRRsELFETLR . #% B R 45 & 55 J Ak 45 My st =2
A BB T A C AL EEER RS2 AR (C-type lectin
receptor, CLR)'*, TLR2H 5 BC /A (045 3 2% FGBH
PEAHBT . BB M RER R pl 2y, Wil iR
FI REBERERR . BORPESETY, TLRARE IR
R4 FLPSTY, TLR7. TLRSIRHIHEERNA
FiEE">7, CLRsAERL IR AR Y. Xz ik
Wi Se R AR N, ik RIER T B A
IFN =4, [ I B A G JE A 1R /N 73 1 P R
K, fEBIMHCHEALLE TN, J5 BaR1SVE f s S 2
(E2).

BLAA =T 26 15 R 4% 1R ) s 38 S50 s A=, sk
TR TR TR JOR T A RE R 7, 58 TR e 72 4 (a7 M
UM, MR, BRI, ER4ERSE) S S
S Forp, EWRGHE AT DAZE & BUR UAE Y R
FILPS, i 4% K T kappa-BEkc-JunZa 3 A vt 8 i/

e Gl

WA ) G

EER

0O

M EOE AL B S S R S B A (B T
T, i Z Pl W TNF-o. IL-8FIIL-1B,
51D SN R R AT

3 FEp M S MsiE

it F% AELAE A 2 AR BRI 3 8 W ke vy, H
ARG A6 T SN G HE 7 R AT T H AR T SE
BE B . TR A X B R A A R
W, T BT T RS AR T R IR i A AR LE RS AR R
BT B BRE A F
3.1 R EZ TR

M ARG, MEMAEMLZLET XL, Das
U753t 644 il B 1 32 3 1923440 Y\ M BALFFEA 2
FFOr T, R B R AR i AR R S £ 3k A 4 4 R A AR
KES, TEHREHERE. BEERE . FHRICER
B B R AR A Ok A
o ZBIPEKIEBALFFEAR AN B VR 257, M
PN B2 21 5 o 0y AR A, Horp DL (0
] 57 R A R o M B M T T 2 Y, R
MEHERE, RaREBRENILRREKT .
SRR IE M X RS A A2 14E 5 (MBALF AR AR it
17 7 V-E, RIECHE WL AE Y B S ER R
P B T A [ e B e A BR 7Y Beaume 2!
UESE, (ECPREFHIMTIIEM G, MR 2wk
S R A R, IR R AE B R AL EHE
BRI LA . ERRES dE, AT R B
5 B M T o HR A S AT . X R A i R I e AR R

E2 SRt ME s iR 5]
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AT RE T B 1 52 A4 I 508 4l A A B O R 22 R A )
TR

— DRGSR AT SR B, RS 2 # BALFH
B RE . MR ERESEFE, TS
IRTE . T CERE M ER 3 10 & B k. ]
B B AT 73 Dhy ] 2 A N T AR R D AR B L T
] 2% A1 5 B T 5 I R R S i 5 A ) 22 R B
i, HMEDNAE L. PRI s 2 DL I G
B K,

VanZ5:P IS AR T 64F P 28644 il FS 1 52 3 A I IR
Bdm, o dr ORI, AT B R 2R A R B 2 1
TN Jo et 8 LA R FRANEE SN, A 30%(H)
TRGL R TR B, d o WL A R
W T 5 B (32 R AN BB IR B R F A
WP TE & R 25 ) AR 2 2 (B AR 7 .
Al Y62 B A K IE -1 IR Z W B ) o anelloviridae &
TR ARET NI AR RE . AR, fEN
1 2 3 v AR B A il i) anelloviridae i
R, AR B OB W 2 52 44 L7 HH (P anelloviridae
W R, KRR SR OR R AR 2 TR A A R )
R, R H i T RE S SO A 4 3 L 1 A R
FAFE: (D)AREHUEE ST E R R i R R
WAL ()32 KRR B JFUR s B AR A7 3
B A E I G)BHEZFHE ARG RIS BIE
BRIOJRERERG . MW 25T . IR EL RS (4)
oS5 F 1) 70 B BT T 24 DR Tl A P R R
3.2 fiEBEY 5SCLAD

ISt 52 & AR AR RAK, F 22 H T CLAD R
il o JEIL BT 13444 A2 K 52 B IBALFAE AR,
CombsZ: ™R I, iy &l £ &5 iLtg
PEHE e SO AR T A R A, s T s i AE
Y5 K CLADII fG I R 2 . Mouraux 2™ jiF 5
TR 2 2 B AR IR B R R A S A
TR BT R, AT AR I, DA & BREE .
PR B AR AT B O 2 A A A B AN e 8 2tk
I3 A AU R B Jo e i A 3 B 9B, 30 B4R RS e AT
Y0 HIE A AT AR B AR R SRR, AT BCLAD )
AE L.

P 2 1 41 SR % 45 5 fE (bronchiolitis
obliterans syndrome, BOS)/& 5| 2CLAD H 2 [#
F, BA75% MM BHEZELIOFTASER

BOS™. WFFLFRM, LUBEZEAT B 5 8 2 (R
W 5 L HIBOSIT RS AR 52 3 1) MERLAH Rk 2 11
e, FERRARIL R A S HE b AT E AIBOSH L
180T ) £ A PP R 1) 2 A BOS R R 1) F i A
R EBHEZ A, SR E YA S
AR 24 it 3 3o 3 i 4 F-CD80/CD86, {2 i#ECD4”
TG AL LA K IL-17 CD4 FIIFN-y 'CD8" T4
A, FFFHESCD154/CD40AICD28/4L Hi 7> 7 B7
HAELAE S R e i 5207 Borthwick %
WFFCR B, A 2R i R SRR T B 3 A
MR RIZET, FF B BUL-1AE 5 LT 440 i i
HERIE R o

B B8 Y 0 ) 40 B (myeloid-derived
suppressor cell, MDSC) & 5= &8 G 12 4 ffd (1) Hi 4%
AT 43 A 98 & B AN G e ot 28 o 7 vy <A R A
RXMMDSCELGI &, T < 1E S H0 | B MDSC
B W, P LR 2 3 EBOSIE 5] i AE
SR RS A R K AR BB R i A R R 4 BR
B 1] T 15 5 R MR EMDSCs, #1051 K
BOSP"!,

TE T BT o A 52 38 14647 % AL R0 R R T A
WAL MR, SharmaZs P2V B, B AE i AE )
R K B L PN B2 AR K IRl F (vascular - endothelial
growth factor, VEGF)FI Z Bk il = R - H 2 BR- i
Z MR (acetyl Proline-Glycine-Proline, AC-PGP)5A
BN BRI B B 1) S ARG . AC-PGP
e — P A B AR P AR AR, BEEE AR
T e R 2 T Y CX G AL R 7 32 44 1/2 5k #atk
Hh PR 41 i I A 5 4 B S CLAD? . ifiy
VEGF e 18 1§ 4015 3 8 1-1o/ VEGFi B 2 5
BOS 180 i 2
4 RE

BRI RT R 70 C A VAN A T IS R E
B AARRRIE, $EH T A S R R NS
F) A7 76 B A O M, (BT B = 70 2 IE A« Bl
MR A A e 2 H 2 7 A, 3RATTAT LU
ik B A 1 20 RS R R v O R R T SR 1R i A
(1) 9 RE br B AL AE P HE 5, PRI BB AL
FHETT -

it 38 50 2 P T 7 T A SR ) 7 B S AR
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VD REAMBE I BAE R . B, A
A R BRI AR e, AT it
BRI R e RE . BE M 5B A2
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