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Abstract

Interferon-inducible protein 10 (IP-10), a member of the Cys-X-Cys (CXC) chemokine family, inter-
acts with its specific receptor CXCR3 to direct the migration of immune cells such as Th1 lympho-
cytes, natural Killer cells, and monocyte-macrophages. It plays a critical role in immune regulation
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and inflammatory responses in various respiratory diseases. Under normal physiological condi-
tions, IP-10 contributes to the defense system of the respiratory mucosa by modulating inflamma-
tory reactions and immune balance. However, in pathological states such as pulmonary infectious
diseases, chronic obstructive pulmonary disease, bronchial asthma, pulmonary fibrosis, and acute
respiratory distress syndrome, its expression levels become significantly dysregulated, making it a
key mediator in disrupting immune homeostasis. This article systematically elaborates on the bio-
logical characteristics of IP-10 and explores its functions in the pathogenesis and progression of
respiratory diseases, as well as its potential clinical implications, thereby providing a scientific ref-
erence for the diagnosis and treatment of related diseases.
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1. 518

FIMEFSEA 10 (interferon inducible protein 10, IP-10)/& CXC #iLH FH T — 7, &H&AIH
Luster 5 Ravetch [1]i# 1 y-FH0 2 M3 U937 i, HFIH cDNA SCEETRIE AR I . %8 H AR5 )i
BZN 10 kDa, HYifd LKA T A Jetalk 4921 XI5, 1P-10 @it 5H A2k CXCR3 454, fELMAEYE
HFE R RSB . BRI RALISALR T 402 Thl Z0AR AN CD8+ T 41f). FARAH(INK)ZIAE. #4
SOIR A S EWE AT [ 2 i SR ST RS, S5 AR T AT K S, R 7R
A R R R A 4 R AR F 2] AR R GEH, IP-10 FRIX A% 0o T e A LA G e B 2 i T — A
BRI TG fate, — T, eIl BB RE St R A IR G B B A, AR U0, B
TN RIEX THBERR R AR AL R R X EE, EHEERSHLERT . 4 IP-10 REKRE
B EEAL T RUKCFI, B2 PRGBSO SN R ARG . Bt T B R e s S RIS N, K
B IP-10 it 5 CXCR3 52 k4 &, FHEEIFMUE H IR RIAH M . EVRai i &2 CD8+ T 4 g 55 S e 4l g
[F iR o 3K A G 92 A R PR et B SR SR AN B IR I A A G5 4 S B, I8 BRI IFN-p IL-6 S5 78 [l
T P IOK R A RS [FIES IP-10 3B W] LLEL#E B IR 8 0 FHISRIE, TERUAE IE R, 91K
AR TR, BIAIIE - BB, SEUMIRGRFEEINEI] [4]. TAREFUKIL, 1P-10 ZERFIK
RGP R IECHAER, A SSBOR I RIZ W 5 1697 SRBSERE T8 IR R ER 1

2. IP-10 5 ER R M &R
2.1. CAP

X R A5 il 6 (Community-acquired pneumonia, CAP) & H51E B2 B 1 kA= B e i 2 57 8 i [5] - 31X
— PRI ARG B 2T, AR IR R A T BRI 5 77 1P-10 1E R SCsE LR T,
7E CAP [ it & vh B B0 . BF 7T 7[6], IP-10 7F CAP i 4ME b B3 7w, HBE% CURB-
65 fifi ¢ ™ H 5 H(PSI) S SMART-COP P43 (3 Ntk — bt s $oR L 5tE ™ EAR % V)M OC, 7E
JE VAT, FETS . AERER lEEE 14 REEFEHE N ICU W T I, Hmi IP-10 /KFB2 & T 1E B i
A, M TIZIRARE TS R PR 45 R U7 TH RS TR B
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IAER, IP-10 75 ) LE SR RNl 28 rh PRS2 20T 12 7R . Xu S8 [715R BB fo 92 W B 58 (Elisa) £
DRI, il 58 S JEAA T 28 (MPP) £ ) LI 7 ff IP-10 1 R] 35 14 Sl A 1 fi % 32 4-1 (STREMI-1) /KT 8. 3
FAERE)LE, HPiE S 50 E R 2 IEAHDC . 75 502 W 80 il 28 S JE A4l 98 (SMPP)I, 1P-10 )
22 T HIA(AUC) A 0.8086, Hefd:ifi Fiiti v 995.5 pg/mL, EomH BIFHIZ W /1. 24 IP-10 5 sTREM-1 B
SR, LWRRERE— Bt m, AUC {H7]HA 0.911. PLERFFRZHEM, 1P-10 £2HK MPP LI
b FL 1% ™ AR B TR A YRR B, AR T — BRI W S TS Pl Ak RE . Zou SE[8]FETE
It 98 SCIR ARG 51 K JAE S5 L R PRI 5 gt — 2P 4o, il 98 SR A G J5 I Th g s Ak, ik
T WA ) 1FN-y AT S 3 JAK-STATL 55l s, IXsh EREA (LA M1 B8 32) 28 s LA 7 1P-10. 1
AKFH IP-10 5 IR R 32k CXCR3 454 f&, nl it — 5] 38 2 Th 40w i k5 AL € i % 5
T, BT —ANAN BT B BOR I 2 0E SR B, BIAFRES, MEMHR RS . X — g
B, MR T IFN-p/IP-10 $H7E MPP Il PR12 Wi bR G40 R 38 B R0y S PR R 7 T ) AN E . BEAh,
IP-10 7E 5 T {FUFT B T 4% P93 BILIE 2 v [T 47V 35 A T 20 F €. Zeng S5 [917F F 38 ) g /)N BRUT 48 7
AT BB AR Y, X IP-10 7E M40 i S M D RE AT T RGRIT o BFFUARIN, i 98 5 75 AP AT B Jek
Peretp 5 S /N RUAHLIF 1P-10 FIX W2 BFrs 2B /N BRI 2 23 P fili 98 o B AE A A1 A 9 1 E 2000 o b
RO, N IP-10 Bufkfa, /NS S ECE W n, AGRPE TR, 52 &, 8RR EER
AT IP-10 1 R /N B, P Z3rb il 58 v BB AR AT B I R BB RIS, AR AR R A N R T IR S
S5 RAL[RI R, 1P-10 7E i 28 v i AE AT B8 P SO G R PRSP It S Z Th Rk, $Eizi@ b R T BeAE N
T EE IV T J % RS A B2 T T £ o

2.2. COVID-19

COVID-19 KiATHAE], 1P-10 ) V2 Bff e H-UIF S5 2 T 32 s 7™ 6 A B AN T PR G B 4 IR - . 200
W R, COVID-19 #F MK IP-10 /K53 m Tl AH#E, H 5950 EAR R % UIAH5C. Haroun 4
[10]M A Elisa FrllAS [F]953 T F2 52 1) COVID-19 B A BB ML H 1P-10 FHIMIEVEM AL T A (SAA)
FIEK . 45 EoR, IP-10 1 SAA 7£ COVID-19 BF MG BT m, HEEBEZ WL ETRPE
B, fEX 45> COVID-19 /&4 /7, SAA ] AUC fHIAZE] 1, IP-10 [ AUC {4 0.997, Eoixthilmie
W R AE o TTTAE X 73 SR AL, S48 A5 1K AUC 1 M & ZMICHK A 1P-10 (0.90). SAA (0.89). £k 14(0.85)-
D-—2R1£(0.78) 1 CRP(0.54), W] IP-10 A1 SAA 7E1F{i COVID-19 Ji 5™ B A2 5 J7 T8I ) Tl 1 e W] S A0
T H M IAER EW . Samaras 21113804 COVID-19 8 ARt fiLiE 1P-10 /K°F, &I IP-10 T
COVID-19 Jiiti #¢ i3 g Jy ™ B WP e v (SRF) BRAE T PE Re e £, 4R AL > 2000 pg/ml B X 14 % A 1 2%
PR T R AR IA 85.0%, BHETIMIEIA 96.6%. J:T IP-10 7 COVID-19 Hff EEAEA, H B ArE
o3 175 71 B B R TS R B AR bR 5 . AR, IP-10 ZE VTl COVID-19 [VAYT RCR MR I T R (R
A . — DU B E COVID-19 W %2 v M3 (R 7 R IR[12], H2Z MR AL T-o (TNF-o) 515776
IT)E, B M 1P-10 /K7 M IR ZR A 0 4 5118 (9183 pa/mi) SURI R B& 255 3 K (1) 483 pg/ml, FH{EHS 14
Kik— B¢ % 146 pg/ml. ZKIPER, TNFo 5540500 0T G ik g BH BT e TNFa AT IFEN-y 3 [FISKE0 1 1P-
10 5 R RA X — G A s, T A Ak AR B IR R T . Z5 BRI TR R B, IP-10 WIAEAVEAL
COVID-19 Ji 1« TiJia M iaTr AR EHEAYbREY), H+ HEE SAA SEHAR JOREFabn i U ol $2 =12 W 5
TR RE -

2.3. Fh&Et%

i 4% /2 A5 1% 20 B AT IR (MTB) S SRS O 18 PERPIRGE 1% 44, 2l B 2Kk H i & . B+
BB N p-TIRERBOA K (IGRA)SE, (HIX LT LA AR BUR MR B e A R I e, JCHAELE. §IFA
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e PR T (HIV) R G SRR N BE T2 W TR . TR AR W, 1P-10 78 MTB JEHY 5 1) S 2 N 2%
HORFESERVE T, AT N Il S5 A% 2 b K 1 Ml i R AR bR 54 . Ruhwiald S5 [ 13138 45 4% 7 BOAT B RE
SPEPUR R A I, T R T IS SR B . Quantiferon BH I BN i S5 A% B KA BE NI R
IP-10. 1L-2 FT IFN-y BRI 7KF, K INEEAZ 7 BT 3R e 0 B RS 1 IP-10 Bl W3 & T IFN-y i
IL-2, H7EHS Quantiferon Ao BH 14 BANH 5& 45 4% 8 2 75 m] Aol 21 & K IP-10, #2875 1P-10 AT {E
REERZ G W — P UK B LA AR EY . 5 — T A RRE R IR [14], 35 B Ml g % B R N
IP-10 /KPR T . [RIRZBE L R I, EHSZ N 6 DN H diziayr e, BEENE IP-10 /KT8
PR, PLERFFEER, IP-10 B2 MTB & Gy K i M 25 % 060 T7 RO BT B AR bR SR E 8 77

IP-10 7EHR5R NI 25 4% (2 Wi A — 2 I 78 - 75 )L MTB G2 Wb, — T 72 [15]3@ 3 Elisa
RSz G ) L SRS G LE QFT Biswh Y IP-10 /K-F, AW IP-10 fEG 2R G LE T B 2&
TR, HX a5 AR ) L3E 1 S AR W E v K T 1084.5 pg/mL;  7EVPAl vE 7 28R 77 THI (1)
WEFCR I, WEEIVEREE 8 LR B ditzinyT 2 A H ekl 3] 1P-10 /K- R A B2 TR, DL ERFFRE R
PR IP-10 IR A LB S50 G B Wiks &4, JEEA WG T7 R /7. 1P-10 /£43F HIV
TGRSR AT 25 4% BB FIRE R I T RAFRI2 W (e . DT 70 RBI[16], 7E HIV IERGIE st a5i% B,
IP-10 # Il I URAE S 66.7%, 7 T 1QuantiFERON-TB Gold In-Tube (QFT-IT)f) 52.4%. Tang Z5[17]if 5T
X 216 BISEALSE IR ) HIV G2 E3E1T 7 IP-10 mRNA Bl € 5 QFT-GIT &, A FL5 QFT-GIT 4
Et, IP-10 mRNA B 5E AN € 45 5 2 B K(6.5% vs 21.0%), H.i2 WrUs: 5 51(65.3% vs 43.2%); it
Ah, fE CDA+ T M iHEURA HIV Y, IP-10 mRNA BBl E i RE R 52 B 5, F£u] IP-10
MRNA BT E % CDA+ T 40 MIAE 1M AR, 78 HIV & I 852003 — S s T i 4 Bhiz v
HABEARMIGRSN FHANE . 25 1, 1P-10 YE N —Flopi B AE bR 0, 15T 45 1% (RE A & A% G e Wi 7 1L 52 BR 1)
REER ) 12 W1 5 9697 ORIl b B I R4 i S A

3.1P-10 5 COPD

P [ ZE 4 il 795 (COPD) 14 25 97 -5 il a0 K1 2 s A 25 A AP S AR 1Tl 2 P S5 5 90 S S5 85 O IR, L
G PRI O R R DN R AR AE . A58 A ] I BT MR i SR 2 PR [18] . ALk S B, IP-10 7E
COPD Ik R RAEE EEH . AW 5I5 H[19], COPD 3 4N MLt IP-10 7K i 2 = T BEAEE,
HAE COPD SENNE R, 1P-10 /K- Faxidt— T, 7R IP-10 B4R NIX 5) COPD faE #1-5 2t in =3
TAEAAR SN . B DFFCE R B IP-10 7£ COPD w1 I F ML 5 B 54 kA 48 RE AN /< b 7
B % . Grumelli ZE[2013@ i i 4R . Elisa. Western blot & SZit PCR 2579223 M1 T AR VIR 9 A i 21
LR, R IL COPD i 1 i vk B 4 Mo =5 F55 i 1)) Thl €74, F£HIN CCR5 Fl CXCR3 fImkik, JF K&
G3ih \FN-y &HAESIEAE T IP-10 MR Z4 B EaHREOMIG). #H— L7k, IP-10
MIG fEifi i CXCR3 24k B #2175 5 il E W 20 i 70 v 2 i & )8 R 1B 12 (MMP-12), X & —Fi s Ak /)
O PARRG, AT B E T IiZH 200 8 K AR IR, 3 i SO MR R (i COPD FFEERJE . 5iH — I
Wt R W[21], COPD & fifidH 2t IP-10 Fik W& T, HATE T UI(hASM) & H FZoRIE L —. it
FORI, TNF-a 5 IFN-y 72 50 E IRl i 5 BRACRE 72 1 hASM 4118 1P-10, 17 9 =& G & 0 52 T 4 2%
PRI, RESETE IP-10 F 15 mRNA K. B 7RI, TNF-a 32 ZE 0 #0E NF-«B 8% {2k
IP-10 K&, 1M IFN-y AT REMKH STAT-1 55 845, WE P REIEARN, NF-xB FBES G F Rre B A,
ORI 1P-10 RILM KRB K. #2275 hASM 7E COPD il 4 i il i 43 1P-10 2 5 s 4 iialt,
NELfE COPD A ML K I LR TT SRS SR T8 . 4% AT, IP-10 7E COPD M 48 hE M.\ il
HIILA KB TEIRTT TS B EEAEH . RRIIH TG — PR R ILAE COPD AR AL H i ELAARAE HIAL
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Hl, FHFFFRIET IP-10 FIEALIA YT 5% .
4. 1P-10 5rxng

Wity A2 5 22 b 6928 0 FH S RIS 1k S E PR I 85973, IP-10 75 L JORE HE AR ip I T OCHEE A €0 AHOCHIF 5T
R, ML 1P-10 7 B R 93 1% P4l b B4 R 0 E bR T ). — TR X ) L2 R FEOBIE 7 R B [22], &
PERAEWIE LIS IP-10 AK-FROmIERE & BT m, HZdenbigom ™ B EnEdE— St e, 5—
T FERIREUE S [23],  IP-10 7E e N AN ) L3 B2 i Stk A A R S A A IURE AR R 38 B 2 B, DL B
SER— IR, 1P-10 J&— AN EAG I RN F AN 1) I yE A 540, mT 46 Bh ) B s R e o IR S 5 2 E AR
. Arikoglu 55[241°KFH Elisa farill s 8 75 A B S R 8 LIYE H IP-10 MUERIE KT, KI5 e ity 428 il
AL, SRR B L O EE A I BH ) M 7S 1P-10 ZKF & T, H 24 1P-10 > 38.9 pg/ml B Tl #4575 &
SOt RN UK 85%. K 47%. $E IP-10 TR R R e SE R AR I AE AR E4 . Bradding
6 [ 25 1k o 2 Wity S AL RO 7 e B, B My B () ST P L(ASM) 4B BB AE 0 f5 43 i IP-10, IP-10 5
HZ Ak CXCR3 (TE AL K 4 AR TH 3R 08) 45 6 R R T BX 2 B K200 A ) AT T3 UL AR AR S PR 1) O
AL a1k 3 (IP-10/CXCR3 %), IP-10 M-S HIAE KA ASM 24, i3 KA RE % 7E ASM J& iR
BRI ARG IL-4 IL-13 A0, 55 ASM HIGE . B9 ICar OB Rk S0 8 ) B 1 (BHR) 1T
B, FEA IP-10 JE I AL KA E AL, A1¥E2 5 T BN OB DhRe = R ELE AR . 25 BATR, 1P-10 7F
WG K] A0 S N R B TS F I A RIEUL A RIE E R R IEEZER, HEAENEYREMRGRTT
BT

5. IP-10 54k

IS £ 24 A, e — Foft DA [0 5 21 440 Oy 3 BERRAE e ek R e, FLRRMLAI S 2% o 3T 4F R £ T 7L
FAHET IP-10 EMLF4Eb b /E . A HEFRoR[26], 45 & MEIG LT 4E4b (IPF) &3 4P JE I IP-10 /K T4 {k B
NBERE RIS, POoRILATEN IPF RBIEAE A br ). Tager Z6[27) @it 2 IP-10 R K ik
HRBFEIERNR, GRS R SO 4EEA, KRGEMI T IP-10 fEMLFALFIIER . K
W, 1P-10 FELFYEAL M H I h s B2 B, kR SBURL a1 N A ST 4E 4 il R 2, mid £k
IP-10 MIAR T Ak 42 B /N RAFTE R . S —DHLHITE RV, 1P-10 f6 5535 3l il 3 YR M b IR 7155 5
MR AT 4ENAE RS, FLZAE AR T L4 8152 /K CXCR3, #1271~ 1P-10 ST BLE M £ 440 ot fb i
RIEPUG A 4EALAER . Coward 25 [28]i@ i % Lb IPF 5 2 il e 4T 28 41 ff (F-1PF) 55 1E 5 i i 41 4E 41 o (F-NIL)
RIL, F-IPF 1 1P-10 ) mRNA R R IATE IFN-y. IL-15 H#F 82K F-NL, HiZdm#Zh T 1p-
10 J3 87 XAAEHE B 2 AWk 5 H3KO m AL W RIVE R BT 28, it — Pt s BN R I, —J7
[, F-IPF P28 A LW R (HATS) A IP-10 JH 2 7RISR, &5 2 LBHGEF(HDAC) il
25 1)(CoREST, NCoR, mSin3a)fH 51 in, FEAEE H3. HA 2B AN, et B4s: 51— J7im, 4
HAPREBEFHMTS) L R ER 1 (HPL) [ IP-10 B3l FRIMHE SN, (2 H3K9 = HH{k
(H3K9mMe3) &5 £E, H HP1 5 HDAC #lifil| & &P - Bkt — b o b i v e iR A, A& BRI T 5
IP-10 B3 F 454 1 HDAC #1177 LBH589 A1 GOa #lIil71] BIX-01294 ml ik I id F 5 KW EAL1E 1,
P F-IPF 91 1P-10 Rk, MIMESE4H 8 1 & S5 A A LA T2 IPF 1 1IP-10 SRIA 240
KEENLE], 2 IPF SRR TTH4E T3 51

6. 1IP-10 5 ARDS

SRR 5 3 255 T (ARDS) A2 — il DL S IR W 58 v R AT ) 7™ FE AR5, TR PRI2 YT h & %255
Eo IP-10 fEN—HMatb IR 7, AU SRRtk RE, Mimdt—2 ik ARDS #I280E M, i
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— A E AL . AHOCHIF FL3E R T IP-10 75 ARDS AIm AL A BT R FEIAEFH o« 75 LUIR 2 BE(LPS) 5 S i
(1) ARDS KA H[4], BRI IP-10 MIRIEKT S H 24k CXCR3 /K P RE T . #t— bt
HHORT IP-10 B, K BRI A BRE IR B 0, — RO SRE S ORI/ D 9 ik 4 g a8 ) 921 5 B Dk
Do BRIRBHIT IP-10 A A AERCNTEIT ARDS FIHE £, Wang Z5[29] I 2517 S 10/ FE FRERAIE T 1P-10
HEME . E I E R EE (W HINL) 5 T 1) ARDS BB i ATk, &3 IP-10 F/K-FRIAE R E A & . 4
P IP-10 BT REHUARAT FHUE, BRI I K S EG I R B2 7 8 BidR . X —iF Ak
FAUESE T IP-10 1ENR 515 T 1 ARDS H R #E RBAER, IF Hov ARDS (R¥R97 JFRE 18 LER 5 07 1]
Zie BRI TR R, 1P-10 HA&1E N ARDS AWs B4 LR TTHE U B W 77, AT IR NELfE ARDS 1
RAFA T AR F RA BT FREAEEZ L.

7. BRERE

S IP-10 TERFIR R GeBedi T I T R F G PR SL AT 57t A AR IF 5 ) I PR I 3 A Ao A7 T s
ZEP. Bk, ENTZS 5 RIENENBLE T, 1P-10 B — R FabrRe 5 A PR, HAE % 8 s g i
G ARG RSS2 MR EDIRES TN T R . IR RIS R, MR 2 R AR IS W B i
SRITTE . Biltn, FERR R SRR d, IP-10 5 sTREM-1 BES Al W - THA Wi xi e £ COVID-19 i,
IP-10 5 SAA (L AX EE N A G EENE. ik, Z&5HMEREREMHEBEELHEL, £
F+1P-10 G PR B FHAME IR R AT . FEVRYT 7 TR, JAEHEN IP-10 S 2 FhIFIR 2 Guie i fe it 1 I E T TR
W, ARG R G0 A T B8 51 A M B8R B G S AR AR o AR SR B SREE TR RORSHE R A5 SR M, UnE SO0E =
U 3R AT R HIBELIT, B Ik N 45 25 SR B R ) ik, DAPRAR A B PR R ER MM G R . BEAk, IP-10 H
DA IR HEA AT 2 ARSI, ELISA. B R0G. A 5 mRNA BSOS 5 T EE RS
DG E AR RE LA 2R, SEGE R R, S T8 In AR, HEsh £ P& 1ER
N AREGIRETR P SRR RIBTE AT . [FIRF, TSI TLAE 3R 5004l B 1P-10 Kl J2 48 5
MYVRIT 7 e i A AR S, o B HG AR 5N . 28 BRTIR, 1P-10 TERFIR 2 Gu5 i 40t
BB ) R, G 2 4 SR v IR R, A R T SO A P R SR

SE
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