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Abstract

In recent years, as the clinical incidence rate of Mycoplasma pneumoniae pneumonia continues to
rise, and it has the characteristics of many changes, rapid progress, and serious cases can lead to
multiple system damage, which is a difficult problem in clinical diagnosis and treatment, so it is
particularly important to identify and evaluate the severity of MPP in the early stage. More and
more studies have proved that inflammatory factors such as chemokines and costimulatory mo-
lecules play an important role in Mycoplasma pneumoniae pneumonia. Chemokines are involved
in many acute and chronic pulmonary inflammatory diseases. Costimulatory molecules partici-
pate in the body’s immune response, and then cause autoimmune injury. This paper reviews the
research progress of chemokines and costimulatory molecules in the pathogenesis of Mycoplasma
pneumoniae pneumonia in children as follows.
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1. 5|8

iti % S JR AR % (Mycoplasma  pneumoniae pneumonia, MPP)2 —Ff B YLl ¢ St JR A [ fi 358 48 i M8
W, A DORIGFYET K ) 10%~40% [1]. Hﬂiﬁéi@ﬁi%ﬁ\ﬂ:fﬁﬁéﬂiiﬂﬂE"J*ﬂ’ﬂuﬁjﬁ?ﬁ, H7E
I i B 2 A P AR, T B R TE AL AR, SRR DL R SR T NI, R T )L, L
PIRRIR . MR MO, SKOR . RRAGERFAE, PIRERR TS AR R, FAR N EAE MPP, Wi 2488,
FEE T FHBUT . AR FIERM, MP () 23SrRNA FE K7 i 5878 L3 e 6 Ml 6 (0 = B R N,
AT BB R R N ERERT R B R IA[2]. Rk, FAHARG MPP B LR R ™ R, KA T AR, B
PR R IC N G . H AT E A AN & SOFAABURILE S4EMEE N . B RIRZE. BTG, HATR
Kt 2 BT 90 5B T P 2 0 I S I B AR o AR SCEF R R 7 S Lo T 76 MPP AR AL 2518
R

2. BEHETFEILE R A SR A2 & LB R EeT

FE A DR 7 — 2 EH 4 2 0 PR /N L R - B T BRE S R T, E i S A 3 S 28 PR 1 5 )k
AiEtk, 252, B IROE RN AN GRZEP T AR N b S B HE T 7 4 A%, Bl CC.
CXC. C K& CX3C (X REHATATEEER) (3], BLH T EZKEMBE L G &R R ER

[4], b7l 5 =81k G A S PLC #EE, 2 IP3/Ca” M DAG/PKC X5 5 38 & i3k 1M A% i i N 15 5
SO TS S BT e NARIFIRTE 1) 58 — T8 S e Pt 2 BRI, BB E LA EER R,
ARG b B 53 A ) 2% T S 907 L B AR AR NI o 205 [ A SRR B — 3 S e B o, WPITE b R ad e 22 Rl
TR B2 A TR 1R 1 %5 FRAE O o TR, (R IR MG M 7 bR, T S A A G 4 A
o, WAEEZKE CC FKIE[S]FI CXC SRR R 18 JO5E 7= A2 J 98 R I BN HROR 3 B RVE R
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2.1, BT S X B

it 58 S JF AR I BURALEI 53 B4k, 5 MP B EESFHVE AT MP {23 3 Le 20 ffa X1 5 285 A o1 1R B
AR . AR 7K ZEAL, SEWUAGZRTTIIRe R, B ARz ® . MP G DL HoAth
PERE IR I A I WL AR AE G2 R S 20 M DR 145 RORR TR E5UA8 B B ORI S v, syl R 2
Ji = A R AR DR 4% T OCBRAE (6] (7] MR M A 3 i T I, SR A AT S AN [R] ) SR B T
SR, ROV MIhEEE R, XA AR BRI [8]. RGN M AL & — % B TR AN A (11 4
RAS, P2 SR B VEZH I (M1 B R0 B AR MRS AL I B4 o (M2 242 J=) 3 e 358 5 [l W A e 4
SRS . M1 EVE4EAEE Thl 23340 AL K7 W iR SR 38K T o (tumor necrosis factor-a,
TNF-a)fIT3L 2 y (interferon-y, IFN-y) B4 B %2 WiliE 2 B (LPS) 15 S¥iG, b 2R AN &, TR IFN DL
FiaAeA ¥, fn CCL2. CCL3. CCL4. CCL5. CCL8. CCL15. CCLI1. CCL19 fil CCL20; CXCLI.
CXCL3. CXCL5. CXCL8. CXCL9. CXCL10. CXCL11. CXCLI3 1 CXCL16 [9]. M1 EW4i i B4
%R REFFRRIIAE, ALK M1 ERRAH ARG TR AR M a4 7 Tl HEAEM . B M1 B
WA i SRR AR 2 BRI . 5 M1 ANE, M2 ZiREAH B E bt sod fE R AEE M B4 i, X
BERRONPLAR EVRAN . M2 EREAHAYE SR A A A R e B A AN M Rl IL-4. IL-13. IL-10.
TGF-B ¥, {13 M2 HA L M1 B2 e i 2 AL, A M2 E R4 #2175 S A R B,
CCL1. CCL13. CCLI14. CCL17. CCL18. CCL22. CCL23. CCL24 Il CCL26 [9]. ¥HfLHI M1 42
5 RAEWIUAM B, M2 4002 5180 R ERHEIR[10]. XF M1/M2 BRAKIRZS 22 18] i~ % 1 40 145140
MBS I I FE 2 1)

2.1.1. CCL2

BZA B -1 (MCP-1, X4 CCL2)EZF—ANaifn). FRiFm i B AJ cC bR 1, B
AR T RIA 11, FE R/ BN, AR e dni . BB R L, 1
BN RGN . NN IR AN R R A R AR A o . S AR R 4
JECATESRARIRAS N AR 20 o 95 B3 BN 1R S50 SR AR N R PR IE ,,  DABICC AU b 4l 73 A i) CCL2 B 2
Bhn. CCL2 A LLS Z Mz kg G, (03 Bhlid &7 CCR2 A MR AM X BOR R IE A #3080 12], 42
E5F PLC &M, KRS 515 B A MK 1 -«xB (NF-xB), FEHINZEE KR 1 I EE . AHOCHE 7
RIL CCL2 FE R JE B FAEAE NF-xB K45 & 07 5, NF-xB A7 45 S8k CCL2 FE R %0k, Rt NF-«B
L RAFHETR T CCL2 HIFRIE . NF-«B [ FE FF i Jo 38 i 25 R R0 - b A% W A i 381 980 Je
RLERAL, A%/ B o E 5 3G R 1 P 4> 7RIS, R WREM IL-1. IL-6, #EMiZ 5 RAERM. [F
i CCL2 #& ThO 4t [a] Th2 SRAIARACII VRN, DL RIS ma b 4 it Jd AR B TR AN B =0 2 540
FRMERN . AEZE L1315 % CCL2 5 )L MPP 156 20T 7T, EHUAHRAL 35 5. MPP 3254 54 4.
MPP FEELL 18 1], A6 1375 1 CCL2 /K, =2H 45 J A X + S KR40 51 8(10.02 £ 0.58) pg/ml. (20.47 + 5.14)
pg/ml. (43.72+6.51) pg/ml. =HBEERIGREEIEIN, CCL2 RHIRXWIE NS, HEEHSHA, &
REL 55 B DL A S R E AL L E R S AR U CCL2 25 1 MPP (R AE R BT,
1Ml B CCL2 [} 335 595 15 ™ B AL IEAH 3 7R CCL2 T AEAE 9Tl MPP i 3k i DA K s 155 7™ B A FEE 1) 45
B o
2.1.2. CCL4, CCLS

BRI R R A 18 (MIP-18, X4 CCL4), F iz FERIE, v RERBCTHE IL-5 B
WERRPERI A . CCLA R AT — P 2 (32 4k CCRS [14], /N CCL4 3@ 5 H AR 45 & 2 L H g
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TR PRI B AL PE[15], BRIk CCL4 HE:S 5 ERRAMIMIASE . SRISRUE, T8 SR S AL 0 1 W R 1
KN LB [ W) CCLA (55 H S Z M RR MR AN . JE4R0E, TL-17 J& 55— FhiB e i 8 R 1 40 A
BOEAI16], HAEES CCL4 B 17].

HZ ML T 2 (monocyte chemoattractant protein-2, MCP-2, X 44 CCL8) X #% HC14. SCYAS
5. SCYA10. AZK CCL8 F RN EMELNM, W& nRIET e 4Egni . bR anfe . (e i R 4n i fi-r
4. BHATEFFRKIL, CCL8 w5 AL 124k 45 & K 4EEH, 4378 CCR1. CCR2. CCR3.
CCRS 1 CCRS, il 5 G- RS2 AL & N SR AN KRG S 28, Hodh CCRS R EERIA T 5
/EEAH. DC 4. T 40/, BI46 B 40 5% B AR R A BRI R M . ARV R G5 5 BG40
W CCL8 #1135 CCR5+CD4+T & 5 %)% [ N[ 18], CCL8 FHZEFIEAL 2 Fh AR 2B T (S s i i, AR5 4
iE G I N AT 2 [ B A% BV AR . AR RGN, JE AT HHSE »OT 4P, LAR AR I N A 2% AR K4 A
WERRPERIANM . WEBRIE RGN . poT UMOIEL =2 IL-17A. IL-17F 4k b A 20 o 7 A0 i L 75 0 1
H, JEREOK Th17 RV Z 5 R0E SN[ 19].

CCL4 F1 CCL8 A AH[A 5244 CCRS, 7E— i )> il il = Ji A4 ik e it 7% mb 40 B 8 - A A PR 72 oK P AR
B g, 9T B RT-PCR (Real-time PCR)FSE 1 3¢ JEAA L 1)/ BRI &S CCL4 F1 CCLS 1)
mRNA KRN0 E5Z G IR)/IN BRI It 6L E v b K I 461k CCLA4/CCL8 324k CCRS ] CD4+ Th 4 il 14
Bn[20]. B, B 9 S EAR i CCRS fEit R K& 1) Th it Bk, R FIH CCRS 1R A5
SRR E T EE AR . X RIEWE AT REA BT Th 408 3245 8 T 52 B YL (1 il
i, NS 5 uRitE .

2.1.3. CXCL8

FARAR-8 (IL-8, N4 CXCLY)F:E Ml EWEdn =4, dirhEhignie. Wi, iy s gn
M. A8 LRI RE . £ 44(5 5 IEEE S5 CXCLS #1¢, W NF-kB. ERK. MAPK. #5514k ih k4
/& CXCL8 =TS R08E, A8 Hh P 20 B B R R B Ik A A VG . VA R BRPE SRR B &5, [RAR
2 Ml JORE K e 30405 5 CXCLS M6 . 4B 2 % 45134 8 MPP &) LIfLiE CXCL8 /KT 1) % E $2THR AT fig
SECSPER A T C RN EE A al -FRYEREEE 00 g, BEm N E R . R HE CXCLS 7]
PEAL MPP [R5 1 AT S

2.1.4. CXCL10

TFHEFEFED 10 IP-10, X4 CXCLI10)F ZRIE T Hk%/ EVE A T 4 MR e Py 2 4, & —
i IFN-y S 7. CXCL-10 FEAEEAL . FIRIFAME RS 21]. s, H5ES
P57 R ¥EA/ER] . Chien S5[22) K8, it 2 B EIRFEAEZAABUE cAMP 1 INK G 0] 70 E
J CXCL10 fJ#iE. CXCL10 531k T Thl 40 ERE L E T (C-X-C 3)7) %2 k-3 (CXCR3)4i &, A,
CXCL10 % 5 Thl SR MELIRA I, CXCL10 Xk . Aok 40 i AT NK 40 [ 23] HE 3£/
BoE A EEAER, B RE RS PUR SRR B DG [24], S5 JCREHTNT . W8 R4 i SRR 2L
PAFMEGRIENZ . CXCL10 fEN—FE S MR T, B RIS 2l SORE VR T o 2% D RERRAG . IR
G A R K JE B DA DR 25, AW TR L EAE MPP &L CXCL10 /K-F-F & AL 7T 58 5 %0
KA XA 5226, BEAERTFTHEN], CXCL10 XA B2 )LRIE A LR k0T B T GE 11[27)
[28][29]. M4k, HETHIFEF AL CXCL1I0 5 COVID-19 f™ 5 A2 AHE A 92301 [31] [32]. 4K,
AT R R i 18] 28 RE M 1 PR - RBR G 2 B] PR B I &R, IfL3F CXCL10/1P-10 1R AT A2 TR ) L 3 =
SiE TS 98 S SR M 28 FRITE AR AR bR 5D
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3. RIS FE) LB RH 2 3 R B 58 & IR LI B SR
3.0, HRIHSF SRR IRERMR

Jili 48 32 AR RO N E 4, KEMFER LD T A SO % 5 EEER. T HREMBRK
SEATETREE T 4HM 52 AR (TCRX Bt S KON T RIS 5 At S5 58 2 40 B (APCs) 415 5 4 T I XUE I
i, EFHRAMMBE T IIER « b, S BRRIETE ) 3AE 540172 BT KIRINIAE 5401 2001 4, Chapoval
H[3317ENZE de fTAEN) cDNA SCPE ARSI i ok Sl i e 56 - JEGmgsE S ON, RIJFar 4 T B7 SRl
DT FGER G . BT KGR AAETUR R (R sdmh] T 4S50 % kB h RIEEZOER-. BT
FE A EEALRS B7-1 (CD80). B7-2 (CD86). PD-LI (B7-H1). PD-L2 (B7-DC). B7-H2 (ICOSL). B7-H3
F1 B7-H4 %§[34].

3.1.1. B7-H1

B7-H1 XHRAEFIEFET R A 1 (PD-L1)E, CD274. 1999 4 Dong [35]1%5 AAE NG HE cDNA S
FRBL. N B7-H1 ZEAF AN 9 SYefk p24 X, i%F# KA #RIA B7-HImRNA fl B7-H1 A, f£HF£
HMApELZH S, B7-HImRNA RIAH B7-H1 S EFRAE R W, U mRNA $ 5% s A i 72 o i A 1
TRN[36], %K B E 30T F AR AL S TFN-y BB o, A8 TEN-y 35 3 PRaE KA [37]. B7-HI1
WA PR A B7-HI (mB7-H)AI A1 B7-H1 (sB7-H1), fE&@EAMBBIVIER T, 258
A, B - BRI T 40 mB7-H1 BIE T AME Lt sB7-H1. ©A#FFTIUESE sB7-H1 7]
VENSERS/ AL IHE S S5 T W EAIR ARSI SR AN T, R ] o) 38 2 5% i R - P s LA B2 1 il
5 s 4 A W5 AR TR 8 7738 [39]. B7-HI J 2 RIETZ MM, SREELREMRE. B2/ B
Mo BESOIRANME . BRI AR N 2 A5 [38]. B7-H1 R4 T 4R AR 124 & K IE
ANFEEA, Rtk B7-H1 BAXHET/ER, 24 B7-H1 524k PD-1 (CD279)45 &3 i i Py B i a8 52 14
Pt 2 T 10 1) 25 13 (IT IV AR 928 2 A T B0 IR e 40 5 7 (ITSMOAR B A RIS 5, AT 4l B 28 B 5 (401, 53 40
PD-1 ik AJ g il i IR Ak PD-1 20 Hu ot J22 40 1)z o B 2 B A1 SHP-2 W IR IR AL 2815 5, v LA T 40k
K[41], WGPV, ARG AL B H EAE[42]: B7-H1 I6w] 5 FERIA T 2 i iE £ 400
(Antigen Presenting Cell, APC)&[f B7-1 ZA&%&, (LB MENES, WIlEmEemm i, thih, B7-HI
WAl REVE NZAR, A5 T WRE AN 50 46[43]. B7-HI Al @it T 40 i 2% 17 & 152 /& B7-HIR 4% i b 7] 4
PSS M T A . VAL

£ MPP 1, sB7-H1 iX— LIl /3L 40 2+ AMUAE R T 458 23R E 25 5 0+, [FR sB7-H1
AT I IL-10, IL-17. TGF-A+ IFN-y. GM-CSF 540 fa K] 7 1) 73 v RO 20 o P57 I 1l 1R % sB7-H1 1)
Fik, AR HA %% B BR B0 Thl. Th2. Treg. Th17 MIZrAIThEE, 1# Th1/Th2. Th17/Treg LL4
KA, IR R RAT . 5 ME MPP IR AR IR S ThRE AL, IgA. IgG. IgM ZK-F34 EEiiC,
VER T H A 2% B B2 225 51 AR L R T 20 3 ARE » sB7-H1 7] BEIE T HE 4645 5 55 S @ K A0 B bk T 40 B (i 184
BA - iEA[44], T BUARR S 9% DI RE ZXEL T TE MPP A OGRS S NP R A8 T — e /E o DRk HE
M sB7-H1 AT EeE MPP [t M B A Ml N AR . THE S5 % UIAE 5.

3.1.2. B7-DC

B7-DC X% PD-L2. B7-DC 7£ T 48 FJoRiIE, (AfEHFAE - BV ilse . s
4, FIE y G EVEAIN . Mo . AR bR 40 i DL R Atk 2 45 3R 08, 1Bk 414U B7-DC
IAERGRE AL T 1 3RIK[34] [45]. 1L-4 1 IL-13 A[5% B7-DC K15, B7-DC 5 B7-H1 fE4514 FH 34%
EENE, EAMAEILE R 4E PD-1. PD-DC 5 PD-1 454 /5, @it PD-1 4 52 A4 Bs S W 100 1) i sl 59
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PI3K/Akt WRGETE, BRUIFESE T QUMM GEEE R, HE0EeE T 40MIE T2[46]; [RIRIEHE 55 B 1 I SRR B
-1, 1 5 HAEA G50 T RLBRL, AMiHis] T 408 i3G5 A, 20 foREEH . 78 08 PD-L2
Al fgiE I PD-1 DL A2 4448 T 40035 A0 F 301 CDAOL A3 N2t CD4+ T 20 Ao 484 5 A0 4 it ] 1 533k o
Deng 554713 B7-DC 1 M8 A AL HH i) e () G928 106 1 72 il i ERK1/2 B INK IS A HE BT ibk 4t i 1)
AN - Su-Yi Tseng [481%5 ANAE/N SR 5256 & B B7-DC X 3 T 4008 7% 46 IFN-y [ fg 1 & = T B7-1,
it B7-DC AJ§€Z 5 Thl NERI BN . HETARKI B7-DC 5 MPP K5, (H27% 8 B7-DC 7]
f2 5 Thl SIEM BN, FIELHEN B7-DC A fE7E MPP &Ik ML o &R E7EH .

3.1.3. B7-H3

B7-H3 X4 CD276, 4 B7 FK I — 51 . Qing-ling Li £ 78 K B3 #1384 T B7-H3 ] LL@ {3k Th17
IR A, TERAAR IR G il 98 S JEAAR il 98 03 Ik i v 2 5 R W LA S 088 90 [ Bi[49] Bl % B7-H3 BB L,
KILATE RS B7-H3 (sB7-H3)/2 A SORGHM . BRAZ AR 501K T 40 FT B7-H3-+ 1) I8 44 it 2 1 (14 i 24
B7-H3 (mB7-H3)4:4: @ K A BT U)K [50]. sB7-H3 BEAEN T 40 SL B 1, A 3L 1.
sB7-H3 X T 4 i PR 5 4 F = B ik T 4uM p 3G 5 4k, 380 T 4B T 40 i 4n e 246
BOEAMA IR O R 7, FROEREr I TFN-y S8R R T HIRE, s Sl R BL. SRR R 28
08 Thl AT Th2 4 M B854 704k, RIS J2b TEN-y. 1L-4 SRR 1 2036, AT S S B o 24 B4R
Wil 98 S ARG fE  sB7-H3 SEZERFE T X T AU AE A, I8 & Fha pa R 7 i s 4k, LA R S
SBERRAE s BT e A I b R 2R AR, AT S SO b R 4 i AR TR B B ez (5],
HBET IR MPP IR G, 3 Al 98 S S A s 2 Jak e 5 R0 B AR Ak, o 5 AE A= BRATL ) 7 T PR IE 2 35
sB7-H3 REE L3k 6L A8 PN B A0 R0 T, 3 T s e 380 i yfad <M dmt BB . sB7-H3 5 35 e 75 9] 12
Gty e 5 R B AR OC[52], BRI 0] G825 Hh L 4t A PR TiE A, 1 s 288 S Ji A il ¢ 1) R o AL me e P 4
fifid5 1 %2 G #E . Gang Li 58 AR IN[53] TNF-a 7EMETR PRI 98 3R A il 28 5538 1 S AU v E el b s 3R
k. AWK sBT-H3 H/K 5 TNF-a FIRIEKFREMIG, iEH TNF-o fim&ik, AMEe] S HU
TSRS, S NIRAEH, Rl sb S35 . sB7-H3 S5 il 98 SR AT 28 1) R A2 R e ik 7
WA HEHEN sB7-H3 7] fe5 B LR ITE TR ARG, 2 MeSE (5410 748 H H0E MPP 2 A sB7-H3 /K P T
BRRE MPP 2L, FTLAFREA sB7-H3 5 MPP Ji1E AR B A 0, %48 bm v] B9 15 VFAl S 5 H Tl 7 175 12
BT AR o

3.1.4. B7-H4

B7-H4 3UFR B7sl M1 B7x, /& 2003 2 AR 25O BLI BT KM — AU, 78 T 40000 S N2
et T EER SIS S N B7T-H4 R T AR 1 S E4E pll.l XERFB(1pll.]) [55]. A
B7-H4mRNA il £IA T AR FE. F8IL. BRE2 AP . 5 B7-HAmRNA B2 R R K
FRIBAM R, B7-H4 8 A EITEX L E 3 H PRSI 2], 308 B7-H4 7640 A 423 R e 52 2™ ke 12 1
B7-H4 &2 5 . B S s . AR W K R . shPsss 7R [56] [57], B7-H4 A i#75 %)% I
L, ] TH1 5 TH2 40Maff =4, 26 S 8be gz a0, FEUbEN B7-H4 T 683 50 9 S A4 i 98 18
WL FE . H AT TN YLl 4 AR R 5 B7-H4 RIkIMI ST, AUH FRA[SSIWIAAIE ] T i 4 32
JEAR RS Tl 4H 23 B7-H4 BHYEAN AR IN, 5 8200 7 MO IR AR B FU it — DR 2R

4. ING

ZR L PId R Al 28 SIS A 5 A WL Hh A7 AR B e B FELIIBE T, BATTAT BLA it B A )
oy TAE MPP AR BRI VP2 A8 W TR BT @A 7 SR 75 5 198 SR AT 28 (1
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SR, XTI MPP 5 2t e A ™ ELAE PSR4 10 A%, O R & iRy, BB AN GE &
JLTUS S B0 BRI FE b o
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