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[ Abstract] Monocyte chemotactic protein-1 (MCP-1) is a chemokine in vivo, which is mainly
produced by lymphocytes, monocyte macrophages and other cells in human body. It induces immune cells
to participate in inflammatory response by acting on its related receptors. MCP-1 has a variety of biological
functions. Early domestic and foreign studies have found that MCP-1 is associated with a variety of common
clinical diseases, such as pneumonia, encephalitis, urinary tract infection, systemic lupus erythematosus,
various cancers, etc. Recent studies have shown that MCP-1 is involved in the occurrence and development
of a variety of infectious diseases. It has played important roles to the diagnosis, evaluation and prognosis
of clinical diseases. This paper will briefly introduce the research progress of MCP-1 and multi-system
infectious diseases. In particular, MCP-1 and infectious diseases in children will be described in detail, and
the association between MCP-1 and common infectious diseases in children will be expounded. It provides
new help and insight for the application of MCP-1 in the diagnosis and treatment of infectious diseases.
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PEBE T SRR TR
—. MCP-1/14:# 5524k
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RAE R BLAR 40 Y. MCP-145 CCafb IR 732 4k1 (CC-
chemokine receptor 1, CCR1) . CC#afLIH T3 1£&2 (CC-
chemokine receptor 2, CCR2) . CCH{kHF5Z4k4 (CC-
chemokine receptor 4, CCR4) FICCj&atk K1 % 4k5 (CC-
chemokine receptor 5, CCRS5) %5524k, {HCCR2:EAIMERK
m, CCR2ZGHAMBZE, NP NARIMBEY, H DB
B ER. MCP-15CCR245 4 G 5l Z 11, =R S
1 (guanosine triphosphate, GTP) & [ 18 I (1 i flg Bk AL
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MCP-115 %2 45 & & A 0T S 0% 40 BT % 2 980E
RO, Bl R AR HEJORE N . MCP-1G% A A 15 5 5
B, BBCREEE R E N, MR eER
KB T R AN (interleukin, TL) -1, IL-6F1MIR
RFEIH F--a (tumor necrosis factor-a, TNF-a) 2%, 1E[H{EH
TRETR A AL K4t iE, SRAKMRERK, AW E
Wi Thfe, (eikdnuiE ™. MCP- 1k R E0m B A%/ B gl
/Y HAIL-12, 5 SHIAGCDA” T ML 53 44 A i B v T4 Al 1 2
(type 1 helper T lymphocytes, Th1) , Th14Hffuger=E1L-2.
y-FHZE (interferon-y, IFN-y) FITNF-a, [Fith, AEsi65E
UGy, InaREREAER; HBIETANE2E (type 2 helper T
lymphocytes, Th2) F=AEIL-4HI1IL-10, #HITYHMHE5H A1 Thl
AU, Pk 5s BRI RGO B2, 1 — A MR R SO I
TRAEEAY. MCP-118.2 5 PR g /61 kst
[X-Tkappa B (nuclear factor-kappa B, NF-xB) &% —Fill
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=\ MCP-15 e
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B M PR VTA i 75 5 99 175 4 EE 1 4R bn 2 — 1. MCP-17E i
BERE P B 4 KRR 28 RN 28 At AR DR T 2 T ST A [ R
PEW T DR, HEEAE BB 0 1% 0 AT AE R I A
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T2 b 3 P 2H 234045 6 2 B R AR A, R ERE AR
L JRE N RIS A 9 RE A1 o3 ik 1f. Fo o 453 4 fii 46 2R T
B ASAE"Y . MiEMCP-1/KV 5 SAE i 3 fisi 45 143 /™ 5 A%
FERIEMISE, A 1ENSAE B Wit 15 LR AR AE" s IR
b WP MR RE TR AR A AT A B R R DL

WC- I MR A4, MMCP-1%f T M RE UG FFE A
HEAE". WA JLEMTE T, MCP-UMEN LR EY
TEIX 43 )L 28 £ Bk B 00 4 B JO0E N ZR G 1 (systemic
inflammatory response syndrome, SIRS) J5 T E A
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TEMCP- 17K T R 0 1) fi 358 98 5 5 82, AT 9k e P 38 453 3 %
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PERAE — g . MCP-1 1] i Wk 20 fifa R 4 R gk 46 1 IR 7
= SR, RIER M- FEUGES S, X205 ML
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KA (inflammatory bowel disease, IBD) fl3Ei
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(Japanese encephalitis virus, JEV) #E A SZ 5 ERGe /MR 5
051 A M ARG, 51 AR A R R MCP- KT Y. e
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6. MCP-15 £ 144 (hand foot and mouth disease,
HFMD) : HFMD#2 %8 1 JL#E 5 W — MR E KA
FRAEGR, Ll i, T BRI KR PR E &
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AOHRJURE R AT RE AR 2. vEE, MARSEIRE
PR IR S0 2 R G552 RER, FEE UMM o i1 i
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