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Abstract

Asthma is a heterogeneous disease characterized by chronic airway inflammation. Its clinical
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manifestations include wheezing, shortness of breath, chest tightness, and cough, with symptoms var-
ying in intensity and duration over time. Notably, asthma-associated airflow limitation is reversible.
The escalating global prevalence of asthma underscores the urgency to prioritize precise and effective
disease management and treatment strategies. Eosinophils, as a central component, are involved
throughout the pathogenesis of various asthma subtypes. Monitoring eosinophil levels provides criti-
cal insights into dynamic changes in airway inflammation, offering substantial clinical value for disease
assessment and therapeutic decision-making. This article synthesizes current domestic and interna-
tional research advancements on eosinophils and their related factors in bronchial asthma, aiming to
establish a theoretical foundation for optimizing asthma treatment protocols.
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1. EERMRIMARREL SEE
1.1, FEERERIZRARRYTE{L

W B P R 41t (Eosinophil, EOS) & A A Hh i 5 -8 il ifiL 40 it o () — b & A g BR PR AU (I 4 M, B
Y —F, AR T RIREOIR . b2 KT GATA 5 1 (GATA-1). PU.1 fil CCAAT
W25 A R I (C/EBP) KM TATE . EOS DARGAZR BLIRAS M H HE R BRI AP A i rp, 7E3&E A R s (= 22
IL-5 Fll EOS 1L H 1) TG 10 I mE R MR 40 I & KR A 5l e & sk A I A iR, 1 EOS
(0280 2% T B RIURE T8 5 A7 7E AR R P A R AR DG . RS R A R G R IR T, B
T BG5E, FRRENS IS K AORE AN W . Mot b & DU Ah e M s e B 1 B, A 3 R 2 1 (major basic
protein, MBP). &M ki 40 il FH & ¥ 2K [ (eosinophil cationic protein, ECP). FERRIE R 40 AT A I 4B R
(eosinophil-derived neurotoxin, EDN)FHE IR 14 ki 4 i ik 204k P (eosinophil peroxidase, EPX) [1]. Uk it
A EI I B R 1) MM CRE TSR R R R M R AR MR ) 2) AR RETOIT
AN 3) 7 BUVUBURL(F R BRL) s e s s ROURE P S 6 18 240 I P 4 L e o, IR I g R
PRI AL 3, B IA B AR ANAEE[2]. 2 Bk Qi3 i W22 2 ) EOS Mk i A= # % 53]
IEEAEOLT, #EAMIRE S BiE 2 07, EOS 754N i H (145 B8 I (AR 2 87 (G 32 #1400 18 /i) [4]. {HI
AE I IS 8] W] 7E 28 RE I SE K o

1.2, FERRMERIRRRRYSRER

EOS Z AfE THUAR MW . ALUHF, W25 Th2 4K RN %, HAGMEER T HER T~
AR R N7 5 R iR F . EOS WA F i@ i BURIRE L MBP. ECP. EDN. EPX. DLAZ HoAt 58 14
NS5 EEH . AEEE S22 FREERE, 5 RN R A IR MR T 1 5 WS
[5] [6]. Hf HE#afk K7 A4k 5 (chemokine ligand 5, CCL5). CCL7. CCL11 %[ -7tk /EM T,
EOS i Jifi 5 1) 9 S ¥ AL R HE AW A L, 8 R 7= A= EPO 51 S84k B, 34 TR JIURURL B
U ECP A B A0 175 43l WA T 7= A= 4B B 23 v, AT 5 3502 2400407 0 48 el 42 £« 6 40 I 5208
[ 5 K i 55 [ 7]
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2. WEERMERI 0 BAE X 4R AR T AERERR o YR IR A TR (R A
2.1.1L-5

/1 #-5 (Interleukin 5, IL-5) 4k FR A EOS -4k IA 181 B 4B KA 1-2, FEEHBEEE I TH2 ik
YA 2 R RAMREAN = AE, 3 T AR KGR EOS F=4E[8]. IL-5 HISZike i Tk, hfse T
IL-5 (IL5Ra) [ o F1 f2 ANAS R M0 2 40 1 11 22 K% 5 1L-5 1] DURE S PR 45 A IL-5 524K 1) o WP 3, il i JAK/STAT .
Btk 1 Ras/Raf-ERK {5 Sl g5 T, X EOS fE MR A R T 74 i i DA Tty v R 1 A
SHRE T R R EEAEI[9]o IL-5 75 B s S AL R E AR, F7E 20 t4d 80 FFAAmt D& UE L
IL-5 7EIB K AHEENG ML) EOS Wil g EHEEM, EZAEHE EOS 7518 W M REFNRIE . 1 )5 XA
FAUESE IL-5 fEN—Ff EOS LK 7, AILLES EOS RIMRMIZEKAIMb, AEMIE AN Bk b i A
EOS, &8 MM AAE 5]k EOS # H 1Y 22 vk 1 38 9 (1) = BE40 i K7 [10] . #E/N R AL, IL-5 &
T2 EOS MRS, S3E MR 7 iAANE M EOS T 43 Eb AT BB LA R A1 i i FEKC Bt 2EL e 1) /<3 v
SR, AT IL-5 55 B i 1) EOS 12 A AE & S RPE A K [11]. EOS i fE %Kik IL-5Ra, — H.
EOS ME B FHIIL FE L AL 2SIl At R A S0 SOE R0 4 -

IL-5 R385 P J7 41 - B o0 T IIERIE, AT fe¥F EOS MM E . — B, EOS B 1 F Al
Pl T DA I B e o S e A LA A R 1 9 s R A TR TR A R B AR A . BE S, 1B R ISR
W, SRS AR[12]. @ MHZEE, U IL-5 AEVHIRE D> EOS SRIE #E. Fk IL-5 J&rg
P L 24 2 P 110 BER AR R

2.2.1L-4 F01L-13

F A -4 (IL-4) A 3/ Z-13 (1L-13) 32 1 Th2 40 T &4 B (Teh) ik L 40 i £ 1LC2 7= 4 [13] .
IL-4. 1L-13 J& 5 5 2N VB E Gl 98 RE FH 25 KA AR Ak (93 B2 R DGR A I IR 7o IL-4 RE(RRE Th2 4l / 1k
G ERE H E (IgE)HI A R EOS #ENFEIE . 1IL-13 EE A 5T IE s M. B4 IgE &I E
BRI R A R [14] [15]. L-13 5 IL-4 3L [E5F IgE =4, HAhDhRe s dt — A A (NO) &
B EOS b SCAE IS BE N FRG I s, DASOE T SE A R A ST . BT ORI, IL-4 A IL-13 AR
YRS AR T 5 IL-4 SZAR(IL-4Ra) [ o WIS AR 152k — RABIE R =G SHLHEN T A
19G4 HEFEPUIAR-AE B S IL-4Ra 454, MIMBEIE IL-4 F1IL-13 FIFHEAER, B — 35 10915 58 i
[16]o IL-4 FIX —FEASHE B A M)A Th e X AL T 1L-4 BE 10 Treg bk E 40 M A5 10 S R 5 1 AL 11 B
[17] 1L-4 BEEIE ) b8~ M2 40 BRS B 20 1--1 (VCAM-1) ) N Bz A KA 3E EOS 34k, 1 1L-13 N
I SR bR 41 AR BB eotaxin-3 (CCL26) K I TE BRVERL A it itk JLIA {23 EOS MR ZUT#
[18] [19]. IR, IL-13 iERefR it < IE ¥y 40 B i e A 42 [20] . itb4b, IL-4 A IL-13 390 1 488
HI it ZBERE 1 719 (HDAC 1 A1 )ik, HAMNE S 38 E R e B il be[21]. PRk, BERG K
TAALHI I FEELE T IL-4 A1 IL-13 55 7 AUE b R85 . 7E RGBSR IS, 15
SN S I Y HE VR (BALF) AT UK I 2 K& IL-4 A1 IL-13 [22]. M S 2, IL-4 5 1L-13 7EEZNG
AOEE R R E AR
2.3. GM-CSF

L2 2 B T ] 5 (GM-CSF) 2 — R FEA TR IR 220 . 3 i AR IRBE IR T o S5 R
PRIFRUBCR ey B A 22 M 4 o 8 AR AR 705 iR 24~33 kDa IR ER F1[23] A& —FP A 2 A Al
ZRNEFR M T, 25 TR L. BRI BAE A R a1 LR AR R T I R [24]
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BT KIL, GM-CSF 7EH . B B iy JB 08 B B T v, L 528 7™ S AR 14 2% D) AH DG [25] . Ui GM-
CSF 71 7 5 J8 B it 14 /2 8 A 40 vl e 2 0 4 1 FH o F SCAIE S GM-CSF A LUl EOS g3 58 Al 4E K EOS
754, AR5 T EOS W83, M3% EOS MMARIMEE % [26] [27]. GM-CSF 454 fitd K -1~ 1) J5 3l mT BAfE
Bk EOS HIiER, FEInsRAEL 4iE T EOS AIFR 2[28]. IR AW GM-CSF 538 AR W 11 48 i i 26 Fobs %t
Ve P 2 i 9 1) 28 27 BT ATL AR R PR VR 97 6 B B4R e e

2.4, Hib4HBEEF: 30 TNF-a. IL-18. IL-6 2

2.4.1. TNF-a (BBIRTEE F-a)

TNF-o B i EREANM . AR KA~ 2, REOS IS N B AR, (2 2% Ak 0 i (g R 1 R 200 ) 17 <,
EITF . (HECHTIE 7RI TNF-a W] LB B0E A 240 Notch (5 5@ B i & 15 9% CCL17/CCL22 4/ F 1
WE TR AL 2 M5 P BT R R, X R B IAR FH ML O Ak ge e 2 Thee . A A HRiETE tH TNF-0-TNFR2
HEIL S mTORCL 15 5 fg (e Bk mg B MER AN B 2R AR i B AE, IR KGR ), XoAE S
T8 SORESRAE TR M AR RN [29] 0 I FLAT I — & I A BLSURE ikl 770 2 b N TT I PR RS0, Sy %
FEM SRR TT SO T —Fhik .

2.4.2. IL-15 (B4R F&-1P)

IL-18 F= B2 —Fh BT M . 08 S 40 A Hp P b 4 A5 7 A ) S B R 4B DR 7, 3@ s 4%
AR 530 RIS AU D e, 7EME R A 40 i A 5 1 JORE (ARG o P2 5 52 98 R 5 B ) rh R 3
SRR KA, RS (e b mEER PRI AN B BV AL RIS AR . IL-1p HOTRIS ML BT S0 L SR UG SR i o PR
3 NLRP3 R GE/MEBUE @RI, BRI =8 b R AR A i A miR-223 nlid@ ik #2 [/ NLRP3 mRNA
BUTR I 1L-18 ek, X NAMMATT RS AL T BRI HE[30]. IL-14 REid It #0E Gasdermin D /1S £
TIAE, (R AL IR 4 AU RE CZR Rk DNA T LM BF(EETS), BRI b R B Ih g . Tt
X HLH, RS PERLET IL-18 75 S 19 Gasdermin D 2 BALHI /N T304 75 GBD-9 C7Esh WAl b B on
BEIT
2.4.3. IL-6 (B4HMEST 3-6)

IL-6 (I 2-6)2& —Fh 2 AN 7, FEHEVEANI. Th2 40 8 F 57 40 i K sk £F 4k 4 i 25
A, S EAT R RAE RS, (g B MR E M AR TE AT R . IL-6 (15 S H SALHIFE AL C W&
BAEY RBEM AR BOIRIL IL-6 BT JAKL/STAT3/MIR-155 i, 11 w8 Bt bor 41 A A 2 7
ToHE Bim Rik, HiZRN AT sIL-6R /-2 a5 53558 [31]. AR EdRR M, IL-6 HrpEduiknT
DL 0 2B TDI (H R = S SRR 51 RS 10 e A B 9, 3k ] DA Dy % o R iy RR 8 () e RV 7E T 1%
[32].

3. SXFEER TR A AR K FAR X 4R AR B F ROSEENETT

3.1 i IL-5 Kt IL-5R BRBEREMERAF S5, WmAKER. NWBA%RERE, TNk
(R 5.5 5N M AR R F SRR M AL AR T B, D ERERR I

3.1.1. EAFIZkEIn

FIAHER E BT (Mepolizumab) & —Fidt IL-5 B refEduiAk, ZPifmd#id) IL-5 5 EOS E3RiAH) IL-5
AR o BEMI G RAE LIS, WM FEWT EOS A7 Wit HIME[33]. Kelly S0 FLIE A T &0 F| Bk 5
PrEA KM EOS fEMH, v RER/AEHRASIE S EOS MHE, RERPAERLIARREIEH F 1)
EOS 584K kR, AH AT LS g B Mk 40 B P o 22 55 38 mRNA FRIA (180 [34]. Korn SR FLR B, &
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Ar-EERVERI ARG ZAEN 2 58T, R Bk PR DR S B AR PR, IR () 2 R A
K [EKZ) 50% [35].

3.1.2. ERFIEkEg N

Hii K Bk FL T (Reslizumab) & —FR &5 IL-5 (1) 19G WK 4K FRygfEdiik, @i d Al 1IL-5, SRIHIEHE
EOS Z [Alf4E 6o — B Szt it 7001 Fi il A1) R X 60 S5 B R B B e T A ik 2> 22 ity 21, 2 AR 11 RO Bz
R E (OCS) M A, H el Bami iR il Th e Al B AR RAR 24 (148 28 [36] . 7547 22 BN & K R gk AT 1)
— TR 44 VR AT UE S T S R Bk BRI 2 BUAEDHIF BN E AR . I HIX AT 58 SR AR
A5 FH B R B HTAVE 9 B i BN AE i 7 (P iR R R I B, TR AT 5 —Fh 2 BRI R MU e A8
Hi A BR B B T BRI . G — M A R e B R BRSBTS RIS B A E] 240 A R
Ty BRI ER BT S = A RS I R S AR [37]

3.1.3. DURFIZk S

DUIBF 2k i (Benralizumab) & — Rl fit it FH T-7697 SEA B 0 FEPUIAR[38] . B2 —Fh NVRALI SR £
SRR 1 (1g) GLK ik, 5 AN 5 524k a (IL-5Ra) 1 Foy %244 1la (Fey RINla)Z5 &, 4%l EOS
FE SRR K R IE, 0 i 2 B0 (361 40 A 3 1) 41 i 5 1% (antibody dependent cell mediated
cytotoxicity, ADCC)#/FEf) EOS HT-[39]. 1M EOS JLT-58 & HE/RIX —KE T, W72 USRI Ek bt 5 3 IH F)
TR BRI S R B SRR X A3 i [40], e T DURRIBR SBPTAE SEA B T R [41] . B B A — T [E]
Ja P A ST 7 5 SR 7R, LR Bk AP A TR BRI A6, 8 4y R 2 S 3 4 b 2 PR N () SR B AER
BEAIGIE I AN 112 4N H 1) 95%%1) 36 /> H 1) 89%, 454 7E BN R YT WAL SR 20 1)) V2 808, Tk AT 4, It
HRF R s n] LLRD B A R B SN, AR B A R e

3.2. FLIL-4, IL-13 B RpE{k- tnE LS Sy, ATBAET IL-4 F1 IL-13 BUE S5 S, k] Th2 &Y
RE RN

3.2.1. BEFLER

FEX R JE 47T (Dupilumab) f& —FhET X 4 A R (IL)-4 224K o I 19G FITREHLIAR42], 1Rt
IL-4 A1 IL-13 (54050, T4l 1L-4 A0 1L-13 {5 516 T B RDE A htisid 7 1L-13 2RI i A K
b5 -4 SRR A, BEWTIX R 40 A DR 7 4 2 SRR Th2 SE IR A2 1 HE J [43] . TG i 4k EOS
KSFAnAeT, 5 I Wy 73 TS P R ) G B 25 R BERAER o f Ae, DATTD c5 it T RN A V8 I B [43] o 55— T
WEFCAR I, SR 0 S )5 P 8 Y 25 BRI o iy S PR I B R R AR 36, B vk R PR R, s
T I RE[44].

3.2.2. FEmA BT

Sk Fii 2H BBt (Lebrikizumab) 2 — R (45 IL-13 F 19G4 FTC LA, BE s Al 45 & 5 IL-13,
It IL-13Ral/IL-4Ra SZAKE AW BEImH] IL-13 15 5455, R CHWT R 5 1E8[45]. 78 2 #t
b, SkEFRPUE RGBT T2 AV EYnEEE S [l EOS. FeNO)M G &, HEi
/A v LB A B i (1 208 A 2R R 503 At TH RE[46] o S FRIE A, S5 SRSt 2 BBt (R0 AT 90 8 ANty 6 38
LR R 9 RIS M B R MEFRRE
3.2.3. T AR

{5 P BT (Tralokinumab) 2 —F#E ) 1L-13 A4 NJR 19G4 BTgfEHLiR, wl LAt B sse il g
A 1L-13, BHIES IL-13 SZARRIAHELAE A, AT AR ORD 98 A 5 1055 e B NS 5 1 18 B Bk o i 44 o 1) 3 [A]
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[47]. LEBHZ 5 RGTIRTT RN 19 2 kiR b, SOUENE IR AR RRAEGI A AR . ASM T AR A5 A T
b, HIRERIAM EOS TR FHUCE[48], SR, #2775 P50 i L A R e i 2 ] LA
J2 OCS ZCAt. Rk, AR 1L-13 B il 27 BT bl P AN A& I T ™ B RA% ) i (X ORI, BETECL
I i 2 [ V6 7 e IV B 98 458 B SR

3.3. R¥BEETT: WH CCR3 BRERE. i GM-CSF BRighilcE, EMRHPERE
—EKITT

CCR3 (C-C #afbH ¥4k 3)2—Fh G HEARBZ K, FEFRIA TRERRMALIM . FE IR A Al
Th2 Zffi %5 S 4 b, CCR3 HryifEfiffdidfr itk 45& CCR3, BHIIH S5k X1 Wi(eotaxin) (¥ AH L
YERD, 08 TR WL A P 1) AT () SR NG A, AT B 2E SR S AN AT 154 [49] . F- B PRIRIE R B,
CCRS3 HL AT W T 11 A 200 i I ity o i 521 R 4 P ol S P R A A %6 53 il Th s (A FEVL); 71 GM-CSF
L BEHUAIE I R R A GM-CSF, BRI RS 588, SO ERGF BAE BN 157 Y88 ) VA 7 R0
Pt GM-CSF H41(I1 Mavrilimumab)7E 555E B 35 A 7R tH i 520 RAF, 0T BRI R 4 i 40 M 11 30 &
PEINE AR [50]. (2 H AT ML LT CCR3 & GM-CSF #E[a124%), % Huik 7 4b T 11 PR Al sl 5 331 PR
BBt

4. BESRE

WG T 1 240 . e HL A O 240 ML AT S Wi PR A L P2 A AR, o B OB A v T e
Mg BB SR 1B IR T IEFE . AROR T ZEdt — 2D T R L 0 B S LA O 2 g DR 1 e i 1 B AR A
BUL, JFAREA R 2L RETT 251, W R 2R .
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