42 B 3 1
2024 4F- 6 H

IR N PN
JOURNAL OF GUANGDONG MEDICAL UNIVERSITY

Vol. 42 No. 3
Jun. 2024 313

REAREE R ER TR s

:g‘_ "y‘,iﬂi%/\ ")"—J\—ﬂ}]ﬁl %Lﬁ}ij‘,%‘ﬁ}j\:ﬂi ?ﬁﬂ',}? }Z
I3kl 528000)

(Wh LR F RO EBE PR = BRI R BT

W OE: HENSIEN I GB AR BN A H s ER, ENE IR A2 T s, EaasIRAE D, B
3L 32 A LR 80 14) 5 o 0 L PR 7 A b 8 2 5 B UL (5 U 2% S et [P ot Ry A/ 2 X6 B R LA AE (5T
A g2 A LR 7 T A3 5 2 B M B LA B S I LRIV E— £, BT i B LR TR A R s AR
fitlh, AT R I AR 7 BB LR (B 250t 2 iR (it 22 0 i

KR B ERNR ; S E s TR AN T A

hES%ES: R322.71 XERERETE: A XEHS: 2096-3610 (2024) 03-0313-10

Advances in the Regulation by Immune Cells of Skeletal Myositis Outcome

HUANG Shu-xian, ZHAO Yong-ling, XIN Yuan-peng,YAO Zi-qi, CAI Qi-hui, LUO Zi-dan, LIAO Zhao-
hong*(Department of Laboratory Medicine, School of Medicine, Foshan University, Foshan 528000,China)

Abstract: The phenomenon of skeletal myositis is increasing with each passing year, ranging from affecting on people’ s
daily exercise routine to causing acute organ failure. In this paper, by summarizing the research of domestic and foreign scholars
on skeletal myositis, the inflammatory outcome mechanism of acute and chronic skeletal myositis was elaborated from the
aspect of immune cell regulation, aiming to provide a theoretical basis for scholars’ in-depth research on skeletal myositis, so
as to provide precise reference value for the clinical treatment and drug development of skeletal myositis.
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1 S B LA AR AL

TR 2 20 B A s AMA R 8, ARl C3a. Cda 7E I
R TR, SRR MR AN IS FovE g R 1Y TR
IS 7 B L v B %) v R 0 i R T A 4 i L ek
PTG I B TNF-a, IL-1 1 IFN-y S50 2 7, Kol
224N I B At G g 20 R SR AR B 0L, 12 T
T2 2 h R P PR A A PR s S A R
IEAE 6~24 h NI FNEAE ™, kg i = TL-1 A
IL-8 175 ML HH () BRAZ AR L1, TRl B C-C s fk A+
Z4k 2 #I (C-C chemokine receptor type 2, CCR2) 5
C-CH b FHctk 2 (C-C motif chemokine ligand
2, CCL2) Z[alAyAHE A e ZE T Ly6C+ Btz 4n i )
fle 2 M1 34k, M1 3 B8 R 4 L A5~ (2 TNF-a,
IL-6 FIIL-1B) X H AL AE (14 A i T A T )
I M1 g B2 R IA T T — 4 A & 5 i (Inducible nitric
oxide synthase, iNOS) AJ Az 1% 1Y I o 2 — LA
(Inducible nitric oxide, NO), =) NO A] DA% T3
ANy JE T

M1 AR AT DLSEAE T 4R . 78 Fu 2 U A
FEh RN T T 4005 WLA T 240 i 0 BRI R, Hoo ik
[ IL-1o, IL-13, IFN-y 55200 i PR Bl e LA T4

LA, T 40 B 55 Pk A0 S JUIL PR 1 4 e 4 7 2 it
T OCHERORSE . YL T AR B, 1 LA M1
[ M2 #5758 | M2 3 TL-4, TL-10 FIIL-13 Z540 58 71
0t JRy B A AE S L, A2 HEHILPA T AR e LA A, 2 itk
JLFEAE U1 RIS, Tregs 23 WA IL-10 FHHAB AN PR 7~ LA
fEHEMI [ M2 (AL, HoM2 BRI S HIILA 2k
MU, RO, B W20 i e 2 ) e 7 2 S P g PR L
P00 )5 A P9 LA ) B 22 7

1.2 EFhHEHIE

W WUAETE o i BB 3 &, 3 Y Sk

HEWLIAE SR X T B B UL N E 52 B fi ik 72
T GAE SR, ZORLATE B LAAE A 59 vh & 4%
TR, P A0 i A i g 1 o AR 2
TR SRR PR 453 403 A OC 73 1B =X (Mitochondrial
endogenous damage-associated molecular patterns,
MTDs ), 56K %y R G0 Ry ZEL T 4H 1 1) B 43
(Pathogen related molecular patterns, PAMPs ), i 12 H
POk JIK A2 44 -1 1 TLRO % A rh ko 240 i ", MTDs
i ¥F £ I #% 11 41 ifd ( Polymorphonuclear leukocyte,
PMN ) Ca’" i &t Fl 22 %4 J51 7% {4 25 11 3% 8 ( Mitogen-
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activated protein kinase, MAPK) B§fizft , T E( PMN iF
FE AR R 2 AR AN IR, IR AE UL 4
HBR. B MTDs 55 B 5 BU b IR D) BE Rt
AFIT WA IREIRE o A2 408 . BT840 T R eIk
A5 ik DAMPs G A 3% 1 2 32 202K T NOD #F
AR IR 1 45 SR 5G4 1 3 (NOD-like receptor
thermal protein domain associated protein 3, NLRP3) %
FE /MR L R R A2, 8R4 -1 (Caspase-1)
M 43 IR 42 20 i 7 TL-18 AN IL-1B A 5 RAE A
% [21-22]O

Bifi J5 HE BR 9 2 A 46 M1 A (B IL-1B. IFN-y.
ROS), SCHEAFBEAE . A 4 A 55 42 A UL E: 4t H 1
P RS BT IL-10 A IL-1R KSF TR e b
M2 H 7= B B R AR 5 A0 i DR A SR R T s
WLA AR, (B RIFETERE RS o A EURTE. £
B Rhy MR ST SN RS RE IR B B LR A2 )
£ TR LN IVA' S Wiaara o o8 L o S |- i oo 8 O O 22
MR T 515 5 (B IL-6 FIL-1B) Al fEE— b e
SR AN AN REREAT:, DT BELAG401 43 15 % WL A i A
BRI DIREMK A o HEAh, R EE S e & M2 1255
K WL 245 - BRI Z 2 B 2 PO, iF 98 & B
i AL 0 R P2 A T Sk R AR A R (9] TL-6,
IL-1B, CXCL1, MCP-1 2§) K oAk A ) 240 ffd A 59 5
W25 HLA Z230rE ™ R ABIFSE X S 4l it R AR AL
SRR A E AT REA B T & HR 1 25 .
1.3 Seddwkd bR REIL K

BB UL S 10 P98 7 45 47 ( Ischemia-reperfusion
injury, IRD) J&$5 ZH Sk L S5 AT 00 3 288 Y 4 ol 40
WAL E DR tERErs, 5 S RIER N, £
R RTFAR I ARAE BT, B LI A A2 K B R
T HUARSE RS 3 “Bi i b R il S e R
PR L, S WL T IR BRI RAE A i,
un 5- 32k AR AAEAE DURRTR A2 (Arachidonic acid
A2, TXA2) LK C5 #MASTTo RIBIIREZAIE =410
FERCAEIE Bt/ N R R 12 i, IV v ) f e
YT bR AL SUZ A0 X8, AR R SO0E , B R K
A PRI IR 24~48 h IR ENEAE, 43
ML PR (U IL-1 FIL-8 ), LAFA SE06 PR Wi 2 e 3] i
R AN

4 M PR 2 5 K s [ it i ™ b 1Y) P
Bifs, VER T A N B AR AR . IL-6 1 TNF
RHBOTE N B2 20 B R TET , PN B A R A K e AR AR )
[ 25 13 14 4 F 1 & ( Reactive oxygen species,

ROS) P Horf ROS M7= A AT M K A DI REE S
BT rFe A A0 A AT P R 4 AR AR A A
Y FH R R BE R4 200 MR8 50 A TR 53 43R G 70 —F A
(Damage associated molecular patterns, DAMPS ), J# i
#5551 37 4K ( Pattern recognition receptors, PRRs)
J&, S IL-1B. IL-6, TNF-a, IL-8, MCP-1 ;=4 , JE i,
o SR AR O, PR N A S TR AL TX A2,
PR = B4 L MREEE T, S 20T
P E A AZ RIS, B I, iR ILA
P05 DI, DT 38 B v 2 30y o S THAR i R v
fE7HE 4 5t (Specialized pro-resolving lipid mediators,
SPMs) REXT PR A LA TIE R, Pk 2
JEL . A T P B 4 i S = A BY L SPMEs 75 kAl
HOgR T, A A A M1 Ak M2, 95 SR s L
MG AL B N E RN AS o PR, ZEdkaln 4 2t i
B, SHEI LN SPMSs 1755 40 Jf 0 1 A HIL il
it — L, DR 2tk B s LR S AE R 5 AL
HFYErAEBE .

S TR | rhePR A A L 2H 2T R
gHH . M1 ELWEARAR . M2 ELEAAAR . THM T
SR . PN R A0 B A e e AR Y e S A EAE I DL T2
PR LR 5 Cans Motk LR s stk ar s L
e i P B R ILAR) B AN BB Y, St B LR
I BERT HE M, 2R 1 PR

2 REHAREEEEERIK

2.1 AKRIBRRRIE

iR LE 2 A B JE ( Duchenne Muscular
Dystrophy, DMD) & X- # 8 a4 ™. Tl
#4545 11 (Dystrophin) 1> DMD fy #8400 i 7 A2 T 1L
PN, H 5 NS 26, BARE N4l
MBS A7 B, 7 DMD #& v, i F Dystrophin 2
F Y k= DA Kt L2 4 2 1 AH S BE 2 11 (Dystrophin
related glycoprotein, DAGs) B9E%, SEULLNM1FR
ARA, [, Bl i ROS G PEE) #Y™ 4,
ROS ] #03 AF 2 14 [i% 2 W2 4 il (Non-receptor tyrosine
kinase, SRC) J& 33 i 1% i 1 ( Stretch-activated
channels, SAC) FJFFHL, 23 Ca® AR Y, Ca®' I
) S5 T g A2 (o JUL AT Y 235 A A0 RN Dy R R I

ZI A LET B DAMPs , S8 A0 0 38 34 I Fn 45
A FEEE , A8 SE R G A0 MR L 43 IR 2R 20 it P
TR R -, 1ol AR R 20 i R PR A i SR AR
WG M1 BTG T 1556, 433 TNF-a., IL-6, IFN-y 5%
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R ARG AR

A sy WL 35 13 i B PRAE B B FAE B
il 1] S TNF-a, TL-1, IL-6, 2%, W5 | AE — —
pasit)) RS RE G vl i) R B b i s
HER T
rpr 4 i 43I0 TNF-a, TFN=y, IL-1B, IL-8, {2 ik — S ROS, 5 Bl Sl i P AL £F

A1 LA Fh L2 - A A g A
el
FEHLROS, s Al PR AN -5 P B 40

AR EAER, 5 140 H 5
ZHARIT BB A B TNF. IL-1. CXCL1. CXCL2 %

PR FESN ] i A PR A A% AN i
i
M1 B2 —

YRS AR

T 5 A 477 77 A2 A9 AL PR I3 R 2 3 3 LAY~ 00 6 38 it 475 3 7 -

iNOS £ R AN F (1] 40 TNF-ae, WLIA T 40 M A8 58, [R) IS4 ) HL 43
IL-1B. IL-6. IL-12) 1t
SEAE T YN

M2 5 2 —

T4 —

— FEHCIL-4, TL-10 FNIL-13, $0 5556
RAESUNL 5 FEBEWLIA T 4 AL 531 h
WU s 7= AR Z AR TR A Bk
WLAHAN RIS AT F B E LR 5

FE i TNF-a. IFN-y. IL-1B. IL-4 —

SEAMMLIN T, S FEALA T4 A

PRATVET 41 —

P B 4 A FERFHB AT A MRS R T,
AP 0 ] R | R T P B

J, SRR, i A5

— S35 IL-10 0 H: Al 41 i PR 7 DAARE F
M1 [ M2 $efk, Mg LEE 4T
A4k W80T A0 B

— FELE SPMTIAR, S 80 N ZE P 1
Ak W BE KT PMIN B Py Jiz 3F 5% F1 15
T, PR UE SORETHIR

4K 1. [FIIF CD4" . CD8' T4 HIIs , R &R T
B CTLs, B B H A E T o SERE 4P 2 IL-10,
IL-4 FTXLJE 2 11 ( Amphiregulin, Areg) B9 I, MM
T M2l Tregs S 40 M (384 78 B9, IR VA T LA
INFE . TAER B SR W (o V8 380 P A B B ) i) A2
tr, IL-4 FHIL-10 (RIS LSHGIN, AL M1 [ M2 5477
M WLAAE S B {H7E DMD H, 345 LN 11 TL-4
FNL-10 RE S AF S EEIUE R ? FEE—
BT
22 BELBRFERILSY

HOE JLJE 7 (Myasthenia Gravis, MG ) J&—#fi i
2R - LR S AL L D R R A T 5 R A 1 B gz i
Y. MGIER TG, h B4 S0 H B
PP , FofR TG R R I 1 B B L E T
BB A TP 55 LG B BT A BB AR

B £ BB A SZ 14 ( Acetylcholine receptor, AChR) LA
RS PR P (Muscle specific kinase, MuSK) Pl & ] fig
BEPTERN LR 3 AL 1 AR T BT, ks
WL S48 S0, MG 5 LA TG 1 FUILIA % 57 7
B,

AR MG B HA AR s R B, (R
TEAPERR P22 R[] . AChR-MG F Ho 28 5 B R A 2
IgG1. IgG2 il 1gG3 Pk, i MuSK-MG Hi IgG4
1) B8 HPRS P, F AChR-MG B9 I, T SC
F AR AChR-MG A KHLH

F 3 1% SR B R 4 B R B 4 PR 5 O LA B % o
Bl W IR X P5 K T AR M%) B 6 436, A6 B 1 H B
PECD4", CD8'" TR ™ A BPFR 244
fft CD4'T 411 Jifd J5, Th1/Th2 {4 F 5 #% 47 B% AChR 4F
SV CD4'T 41 it 75 AChR JIk il 3 R 7 £E TFN-y 1 IL-
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17, {@ff Th1 F1Th17 40IZE MG IR AL ik 4R
FH U, BRI Treg I AE 17T BE &2 TL-6. TL-17 Al
IFN-y 254 46 NP5 2 A W [l AR Ae D i R4l B T
20 (Follicular helper T cells, Tfh) A9 _FiEAIE P B
40 il (Regulatory B cells, Bregs) M ¥, 1Mid: & /0
(Germinal Center, GC) b & 20t T A1 B AEFH Ao
Fa ™ A, T I AR A 2 A RN A0 A R O S 3k
GC " B 413Gt 501k R 1B RO B 40 i A0 4
R GC AR Y THh 72 A2 TL-21 I35 S0 BRaE 11 28054
™ Lee 55 ™ & BB 41 A 0o i 52 4G 45 55 7F AChR
FIMuSK-MG (& hAEAE DI Re 28], FLHLTR W] g2
FIL-17 7+ S 2 GC N B 4T AL k2, 38
Tth 5 B 4ilff 2 [a] i34 i, 45 F GC PN 4 Th 419K
BIA 7 A SRR S A B AR B B e, LA SN
e R SR 22 OB L BUR B ARG R . B, 7E MG
AT RLE— 2B T (97 A 5 LRI 4 i P 7
55 (IL-21, TL-17), F- L ik BE AR O 7= A sl
AN P R, DABHLIT = A 5 2 A ) 32 K1 B
2 A BH P

23 FEALK

LR (Dermatomyositis, DM ) fZ&—F LAY H &

B EMESEN | J& TR R M RN — 2K, G R
PR SRLIC T LA S ARz 95 1 e Lg b, 46
E IR A I IS | LR L LD R, AL P
I 22 i CD8'T. CD4" T 41 . 5 M4 i AR 4
JgE S, B LS, CD4'T 40l B 77 A K
IFN-o. 55 IFN-B, SFEEHRF I H A0H AL A7 10 6 T B
T2E BB (1 LR 3L -1 (Myeloid cell leukemia-1,
Mel-1) FIHSEITE ™, T340, dIBAE, ff Mcl-1 2 5%
Ik, R AR 0 RAE AN | 055 P B 2 B R AR
B, RAEREIFEAAAE™, FERIER I A —FhEr i
CD28T A HE, B AT A3 W Ko 4 M DX T At
BT Ui Th17 ZHMREELAY IL-17 fil & AR R P
Th1 4ifE B F (G0 IL-2, IL-1, IL-6 FIIL-15) AYREHL, AT
75 S LEF 2 MHC 28 38 38 - SR5E s L 41 i 3
i TLR3 4% DM BUULAHARL A= IL-6. IL-17 &5, tA]
TLR3 S50 Hh ) 58 sl JULA0 M 7 A= TL-6., IL-6 7 DM
Wi 1o F A AE A, T AR B AN I S AR O nT B (42
PERAEAR ALY, BEAh, RAEH A Thl /MR IL-18 &5
IL-12 AHEAE 7 A TFN-y I3 T 375 S 4 HE T 240 Y3
FEAAME DY, TS DM, R, 76 DM H, AT RETE 55
PRIT A BT IL-18 5 TL-12 f77 Ak sl SHIBr Wi 2
[ AR B AR, LASESE DM Y 2 SRS .

2.4 ELIEARALE

£ /& LR (inclusion body myositis, IBM ) J&
50 % LUm i W RAS PRI, kAT 7E e A
MR R Y X oo 1) S 20 e, HURRAE S AT 2
JL Bl SE 5t R 4= AAESRSELEF 4E BV, B 52 % W IBM
LR A3 55 19 T 4 B 40 . SR A0 . eI 1k
AN AN 2 R AE 4> F (AN TFN-y . AL 7 | BUkr ),
XSG R G TS S T IBM B0 S R
IBM = % i 73 WA LET 4 J il 119 CD8CTL = i 5|
. CTL= A IBM LA THEAEIRFENLEF 48, i LI
LR YERT LUH A AT S 40 i, TEfE R R EE
A LA FIE MHC 128451, ST 335 20 H ()RS B 435

(Intercellular adhesion molecule-1, ICAM-1) #1ICOS

it /& ( Inducible costimulator ligand, ICOS-L ) B2
CD3 %45 i CDS CD28 T 41 g Ak vk b 8 i 5 vk 4
3% 43> T (Inducible costimulator, ICOS ). CD134 #0
CDI137, EATRT LA T 40Af-5 VAT 2k (A EL AR B
TEWLRIE Rt & BT CD8' T 4 (4 va R e Atk , W]
IBM I GBS 1 4572 I BT S B Bl Y T 40 Sy R 4E4F
), CD8" LRS54 1042 ( Terminally differentiated
effector memory, TEMRA ) T 4 i8¢ & 41704 [R] I LA
PO , S ECIFN-y F40 il Can SR mg | 28 L
2) WP B L 4Edi . TFN-y i) 3 4obiik )
R B BT PR T I 7 15 5 MHC-T ok BE 23k B2 3
— DI EEACNIL, FH A ERARTIRE . P 5T R R I
FNEE FBHA DI RE AT AT K AR S AR DA & A 1Y)
R SN G A WP BURARPERRAE ™ KL, 75 IBM
L, I CD8” T A i =/, s il 54t
OB A0 B K F TFN-y, A Bl TR ORI D) G f
TR PA Joie D 37 35, DTG SE 2% B2 1) K R A
2.5 BZAMMK

Z RMHL (polymyositis, PM ) JE45 & PR
g HH R — R 7 HY | I PREFAE LA R TP X R, 22
ULTE S BY, PM Y S B SR SR 2T 2 K/ VA 5
PE CHCTE RS FE A A 274 |1 /8] LA LN RS20 s
i B 2 SR MR AR £k ) CD8CTLs, 1)
JRTT LAE $I(R 28335 MHC-T M AEIRSENLETF 4. #E PM
H, PLIE S 19 CD8 CTLs FilZeJf M %63k MHC-1 (1)
FILEF4E . JLHl#43F (BB1 RTICOSL) &t fA& (CD28,
CTLA-4 F11COS) VIS ICAM-1 5% LFA-1 431 L
FasE T CDS" TN A MHC-1 22 [l it 2 fil A 4 L
ERLE Y WEALE , R LR ORL R A St CD8” T 4
MR, I F LT AEIRFE T PM AR E WA T
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IR FEE = CD28 AU 3= 5. X2 T 4i i
SER AN AR AFLR ) T L, E A5 X e
AR R R R PibE A & B,

PM 8 (LA 20 2L h A7 A B 40 ML B 5 S M
N7, 11T L B 20 RN B B G S A A A T AR S R
AR PEBT IR S A AR S S B AL T SRR,
FEPMTE R, sw BEATT AR 1Y S e 3K A e s A LU X B
A0 B 34075 IR T (B-cell activating factor, BAFF) 19 i 3
R B 24 A ) SR A P AR AR LA SRR L
RGO R AL T — A AR EE B B, 76 PM
o S L CDS” T 4 . B 40 i sl 40 e iy 7=
A e A U RO A R A B TR T
ST
2.6 FIEAFIRILIENLIR

B 3% A 5 R SE P LA (Immune-mediated
necrotizing myopathy, IMNM ) & — 2 55 52 PR A 56
PEWU , WLET4E45 1 5 #MAHR BT S 45 1 A1
5, R b B LA I A W SR SO LA 4y 32
A 5 1R 91 ki F ( Anti-signal recognition particles,
anti-SRP, RI4T SRP FHt 12 1 HE % — Ikl il A 38 5
fif} ( Anti-hydroxymethyl glutaryl CoA reductase, anti-
HMGCR), B4 HMGCR 5 dEbifk, wliESAL
LFUEES, FHERIN R LGS . PT-SRP A
Pt -HMGCR Ho 1A 7E ILET 2 22 40 9 B A2 HE A 5% o+
(IL-6, TNF FIROS). il A>T 4 2 i A 5~ (IL-4 1
IL-13) DS AR, S 80Er 4 AR
K IMNM & BTG R ARAS s, e LA AL
A 7R 2 CD68" ELRE A i . CD4™ Fl CD8'T 41 g #=
T 0, MHC 2843 -1 i 3 R 3k RS S LB A 45 1
AR Y o 2 DR R R EUCRAE B B R . IMNM H i
G R WA LA Th1-M1 4y i M 4EE, Thl 3%
2L PRl IFN-y 9 5 322 3, 17 IFN-y Al TNF-o 32 325
ML EMER AR FZFHE TR, FEMHC 2507
(5 FILASE 138 . Al DL, 6 PM PTG
Th1 A AR 7 A, B 8 4540 Th 2R
SRR ZE L PR 5~ IFN-y , A7 B TS v 1) & JRedh e

g5 b, FE SRR R R S M UATCIL B A
BRI YEE B LR (W DMD, MG, DM, IBM, PM,
IMNM ) (9% V525 FR LA P98 22 0 4 328 200 JfL 2R 4 7 A
P PO Nk 2 iR

3 HESREE
TEAVEEENR T, Fh R AR AR M1,

M2 T 4 i 25 G2 AN A B 28 S0 16 0A 1Y 2434
TR AT HUARAAERS WS4k Rt LR, =3
PARLANI | 0 20 S R i i T ks LT 4, SOt
— A EIRA . FR AT UL, GaE AN A B LA AE
A VAR h 2 G T2

Hor ) A e AR A s A S M A8 M UL 95
A5 I VA A L PR P ) o 2 A A o LA I 4
RURLAR DL K W 0 b U S i A0 it 22 ) B A ) 5%
m, dé TR e T LB E 5 A, TRESE
IRVETERIG TR A HETHTIE O T R AE IR
JT L5 LR, Wl B2 R AL e e Il 1) | A
PEBREE A28 | AR FBT 2L 259 . B IAFE N+
2yt o, IR R R R RIE AR 85
F14) 2 00 o) 350 R S e BR R L R A I 2 il — Rk
ZRAT T B R IR AE R A HE A il TR
L4 3 . #£ DMD H AT LR FH 35 (R 2 i 3R A5 A APk
Dystrophin 2 [ 261k , S 20 1TF KL H 4 B bd , B0k 1A
Al [ Fl ST 20 i R A 3] DMD SR LRI, i H 4k
VLA A 5 7 4 Dystrophin 25 H (9 3835, TR & H
g,

MG P AN SR I 45 6, BOR 0 R IR R 36
Sy B, flln, TL-4, IL-10, TL-13 540 A 1 HA Bt
RIVER, HLANRLP T2 [R1£7 72 N 45 B 1 25 K4 1R FH L
il U0 A3 AT A e, T I RIA YT R 4
LR TR, DARRAR 25 B XA LR B 52 o 40 M
IL-6 7ER RIS 43 5046 25 02 9 A iR e oY, |
Jei TR 2 28 240 it PR3 0 e 7 e 1) e Ll PR
hWIE

AR AR A, WAEAMI T 2 LA
CCR2 il CCL2 Z [ (AR ELAE A2k T M1 AR AR 7
H DG FRATTHEDN , T35 AR i R MAS R 5 mT LA 2o 98 L A
IR T B B LA A 4 ML, DA SR A B
NI AE S HEHT IR L RS SR Rk
SN TC I E AP A2 S LR (W DMD
MG. DM. IBM. PM. IMNM) (/%% 545 f HLAA 5
Z 0 BE AN (AN SR AN . 2 400 . Breg. Tfh,
CD28 T4 A, Thl 5%) FEATIH¥E, SN F
SEMLIR 17 B 1) G0 928 200 B 3 1 e LA 36 3 LT 4 58 42 18
R B (EAF 42102, 7EMG, PMAFE AL 1,
B4t S 58 LR A T (8 H ATRE A
T,

TERF AN, 22 W7 A AR e 1o L~ ol
TR, HerP LA TG ARG T RE S U, i LA e 40
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R2 BRGNS BRI
I i S e JaAFEHL
DMD YA 2 i IL-6, TNF-a. S ML
AE K40 ZH M . TNF-o it 9%
IFN-y. NF-«B. IL-6 fe 4
MI B A TNF-o, TGF-B W4T FAPS
, I M1 % M2
M2 LI IL-4, IL-10 1 Treg A 1
e N i) TGF-B, IFN-y PG CDA'T 41 . CDS' T 41l
CD4'T 418 4 CTLs W/ A51EH
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