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[ Abstract] S100A8 and S100A9 proteins are important inflammatory response proteins, which stimulate the recruitment of
leukocytes and induce the secretion of cytokines during inflammation, and play a key role in regulating inflammatory responses. They
can be used as candidate biomarkers for various diseases, and can also be used as predictive markers and therapeutic targets for the

response of inflammation-related diseases.
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S100A8 5 S100A9 (tHFR Ny MRPS A1 MRP14) F& J¢ 4
) JAE R BB 11, M S100 M AR Ca™ S5 1,
PLS ZRARAAAE, A R H & ik = R4 5 E PSR AE
B Y. HoRAER, RS REA. M EEAE
R Ca” M RASAE P YERIZEM (neutrophil, NEU) Fl84%
4if (monocyte, M) H AT 40 i B 42 E HE 5 A6 A2 DU M IR
(arachidonic acid, AA) . #RAE M E SRR, 3l
A 41 (white blood cell, WBC) 324, 175 5 CK 41 fitd 43 4% »
YA JORETESD o MoK TR RS W A AR
IO 98 RE AH IS H I o B 9T R L@ I /N 23 F o 7R B B A
o4 TR U 1 it DA BEL T, R85 /) R B 1 B R T
RN, B CAnl S T SO E R . AR SOt AS T
T EAE ROREAH IS Hh BRI R A —2RiA .

1. S100A8 FA S100A9 iR

PIE A N U ) — FhILREBHEHLH] . &R G % 40
FRAN 37 AE 2RI AR RO R — AN BRI 2%, TERR
WIRPEFISME SR T, ORI LR SR, I BER
i SRS AR SEIRAS, AT Rt — D45 S 2.

S100A8 #11 SI00A9 J& T~ S100 &5 A Kk, 1F RIEKE
ok SE 4 1 . S100A8 1 S100A9 T 1965 £E ¥ Y A/E
208 A RN R SR EH SR S100 B A SR AR ST 4
410000 Da, 7E 100% 7 ANGT IR 4 b B M. A
S100A8 A1 ST00A9 43 51l iy 93 Al 113 /> % Jk ik 7% Jit 2H Bl
S100A9 HAG 110 MR BAE A AL, — 2 NEU Al
MBI, TR A=A 5 R AR (BUR = 8E) ,
W5 7 LA S R R R 5 M IR R e — BF — MR BE T,

46 &b

FERA Ca” K In” M T, S5SNI
T, ORI, SR RREs. AREEIAR, S
Toll #5414k 4 (toll-like Receptor 4, TLR4) LA J% i J i Jik
TR P13 4k (advanced glycation end product receptor,
RAGE) R K5 7850 (damage-associated
molecular patterns, DAMPs) 1 [, 1 NEU 1R 51| 28 T 5214,
T B35 S A o o Bt 8 S N (I, AR 1S b
5097 RAETTI, PR S A s S 5 7E FEE A
AT IR B 7

2. RiEKM T

5 L AR 2 HORIE T WU A S Be 4, 40 NEU A1
EREAf (me) , WAIEPHZ TN AL, £ %
T, HALT I, fEAFAENEU SEEUER R4S, M
WA RETE Y, 2005 NEU RN EE AR 45% ", 7GR
Geo RIS RIBRNTE 2 HAt JORE K AL I 5 2 _E I

3. (5 NEBAAERTEN

3.1 YA JORE

JRGL B R ) AR RS DR AP . RS,
NEU. M K me i 3Ri8 HA RS PEH, £15% CK. W&tk
ALK — AR, R ROE. S EEAS Zn” 4
HRe I BB DR

B TEAEEE AR S Y e T
e EUER R B E T, HmiEKE B, 5506
KB AR CDA'T 4R RO C P il 28 70 A1 R B B
R EE F A S100A9 RIA R B oIl e R ve



EHATE 20224110 %125 %324

S100A9 FILFFaLn, HBBHEIT: . 45 P& AR5
A O ) ) 1 A T L, 2 AR AT I G 0 B R B
Bo (EAET R B Y00/N BRUBLAY M B AR T AT
LT 100%, $7% Tl 9 KL o ocsgedi o
seah, HIHUAEBIEER. maES LEAL AL
PUMAIEE R A R, MH) B ARk AEK Y. R
B = 45 TR (0t < v i A R V. L A 2K 4 i
HREAE YR P24 S100. ALRRMETFRR 4, AR T 4 i
(keratinocyte, KC) 9 S100 25 1 EkyE . 45 D&
FI2 Ml TLR4 (B RAGE) 18 % SO AR ORI B4 5 32 9
Jg e 1

JEYR IR A TR 1 R0k fe sz O R Y, e
TR RAE RS, INiE NEUL mo A2 CK, 0 5600
2 BT (gram-negative bacteria, GNB) JEZL 5
I #EE (endotoxin, EU) fRFLH, S100A8 {4 TLR4 Fic
i B E S HidRILBE RAGE (55 5 BURIE KUK
gtk MY, A PERE 2V (chronic obstructive
pulmonary disease, COPD) 3% & WL S100A9 25 4 41.
S100A9 T ¥ A g $2 7 %0 9% J7 W fIC, 17 2 B2 COPD & &
S100A9 R iE, R AR sh Rz, Fitk, &i& S100
EEASEEADI S R RS

3.2, ARUPEE

AR WP 32 95 G e X B DR R PR RE A U )
S100A8/ A9 7K-F-Ft e AEJER—FAREITE 28 5, AEMEEH
R AR 2, 5 E R S100A8/ A9 X} TLR4-My D88 2%
B 2 B LA, Y8 me 9 IL-1B mRNA 3 3% 19,
S100A8/A9 ~J-Jr AU 5 11 LT « I KA B e b3 9 XU
NEU /% 28RS, [RIN =4 S100A8/A9, AT hnidk
RO JEE M7 o PR A PR P R oA
M P 4R (vascular endothelial cells, VEC) « WBC. J¥,
LFYEAN (fibroblasts, FIB) K BEHS 1A Py th W 52 2 H 2 (1
LT, S100A8/ A9 AT RELERT /K K HF 2R (AD)
EREWTER-. B e EEN (B Amyloid, B-AP) 4
BB/ BERR IR R AD RRE . S100A9 ZEHPZE IR R
Y R RIE, (REVE R REAS AT B AP 4. S100A8 Al
B —AP fFIEIE 5, 8 FHLIEMFERTAEE T (amyloid
precursor protein, APP) ARUIRALIHE B -AP Kk, 1 B -AP
fieidE S100A8 AE e [RIEF, VERFEBEHLE [l CD11c+ 4Hff
1 S100A8/A9 Kik i, FUHAEANFIMMEKIEZKTLZTE
MREPEHIE RO . BRI RAE IR, Rl
T, S100A8/A9 &R MEIEF . HE RS B 1 D AT
S100 & FIHHTAH B BG4, S100A9 520 55 M 6 A/ i A K 1)
a - Rft%EMA (a-Synuclein, a-syn) fIERENTERFE R LT

#egtky M o —syn BREWHER BRIEG K.

3.3, MR

RIE S S RIE R ARG, N8 E S
G 28 58 R I RS N OTE 2 A 2 5 S 9 07 R AT L
S100A9/ A9 Ft &, i it 2 P 48 5 25 1 AH 58 i
S100A8/A9 & & KMEMHEITT % (rtheumatoid arthritis,
RA) WA E/r & -6 (interleukin-6, IL-6) . 1L-7
K, s RAME (ST) RN CDE8'me B, RikE
MIZE KRR 7. ZL40 (red blood cell, RBC) JTf&% .,
C- RN (C-reactive protein, CRP) 3%, #J1Ffl RA
FE " S100A8/A9 TEIH BN RGNELL BRI (systemic
lupus erythematosus, SLE) Ft&, LL dsDNA i B A0
JE M 75 (lupus nephritis, LN) B JuE, w FH
RiEsl P Bid s, 3F S100A8/A9 LKA
JFMEP BT & TL-6. TLR4. IL-1B 5 NF-x BiZ, HE
S100A8/ A9 X} -F Th1l/Th2 P H 45 E M, FHEONE B
TRERIRIL ™o AN NWERE CHEA T, S100A8/A9 7E A NEU
5 AN GG, FRTERERG I Rk, R R R R BN R
HLARI P £E 1 R

3.4 BATMEEIR

IR AT 1A 2 18 P AT 1 RORE, 5 2 P B AR 3
FHX, BFEFR. 5REMACBITHEES, NEU no
S5 48 4 i 2 ST00A8/ A9 E R IE, & A KT &
S100A8/ A9 7K~ A4k 2 Wil AL AN WY LA 38 2 FfAE, ¥ ] —
RYNNMRAL, EREPRME RS, KUH5EBHC
RAEA KR Y. BRTTR (osteoarthritis, OA) HF e
05 J5 R W19 ST o S100A8/A9 Thss, 5445 i st ) 5
Rk P, EIBA N ABZAL R EET . R
ITPEAR ) BE AR, S100A8/ A9 34 h0 MMP-3/13. fihi@
WFEIR T (tumor necrosis factor, TNF-a) . 1L-6 £iX,
SRR B IR UL R T R R ik . ik,
S100A8/ A9 1k J A7 P e A2 4 hE AH IR A8 1) fi L HEATL ]
Z—

4. S100A8/A9 1E 4 MIFRE

S100A8/ A9 W AE N VF 2 LB I AE Wb B4,
RS 7 % (ulcerative colitis, UC) 7, ghiz 8,
RA™ L LN BRI R P RNER R A L e
WIER L RS ALE BT 2, R R BRI
S100A8/A9 /K15 UC Wt ™ EAEEEAH G, =& UC KA &K
EMIRE T FERNEETE ST R R R KT
5 C R A R MR ARG, A0S B E Y As &
Y L WEEE A A A s S T e, AT
TR O RO ZE MrbRic P, #A R )2 Tt S100A8/ A9

E#&niis 47
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HESEEAE NS RESIN R R RN bR
LW UL S100A8/ A9 Ak K P BRI H AL T 5. BA Uk
VE 9 HE AR B0 00 B I 55 e B A & S A AR . 58
CRP 7E PN (13518 2 REFRAR UL,  S100A8/A9 Xt 4 P B 5
BIT RS RUR, U EXT I KIBPE T R SRR
PEXRAT R RGENELLPEIRIE A At — e SRk Y
TEIG IR 2 W 75 THT , STO0AS /A9 [ . FH BE W% T B HH i #6450
S100A8/ A9 7E Il PR 4545k 44 Lt 1 2 P 36 P A BB 2 4
JE i FE R

5. 518

S100A8/ A9 11 Jy 78 11 Js B Pl A7 5 1E % 28 R0E Wi
R, BN RIEER A AR Y, HAENEU
Ja4MZEHE N (neutrophil extracellular traps, NETs) J& it
BB, NET s 4057 AT B 51 & I 408 . RS K RATE
PE 2B S100A8/ A9 7E J&E P AR & AL I (1 L 221, (ELB)
WAL ARTERE . H Rt SR EAE, (57T
2 SISy BT I T RS AN A

(&% 32#K]
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