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Abstract

Bronchial asthma (asthma) is a heterogeneous disease characterized by airway remodeling, air-
way hyperresponsiveness and chronic airway inflammation caused by a combination of factors,
which seriously affects the physical and mental health as well as the quality of life of patients. In
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recent years, significant progress has been made in the research on the pathogenesis of bronchial
asthma at home and abroad. In this paper, we focus on the new findings on the pathogenesis of
bronchial asthma from exogenous pathogenic factors (including biological factors, ecological and
environmental factors, nutritional factors, and socio-psychological factors) and endogenous pa-
thogenic factors (including immune factors and genetic factors), in order to provide help for fur-
ther research and potential problems of asthma.
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S N A H 22 Pl R B SR R LRE R AR VERPIRTE SO, PRI — RO T R B L SR R N A

AT 2 R TE B S %0 3.3%, 5 2010 4R 4x [E5 2 25 L AH LE =t 0.28%, $yR R e ) L& {5 kb T
B A1) JRAESR, DRSOV RN SOR LI A UG T L OREERE, AR SCEE s MR R R
RBFEMHER R, ESWERR. BREE. 2 - OEFEE) R NIEE RS = (AR e R, 8
B DR 2R e 225 S U W AR ML R I, DR £t — 2D R A ) R i B o

2. SNEMERER
2.1. £YIEE

2.1.1. FGEREYRE X SEERZ R HRER

i Lukkarinen 555§ 127 51BN )L 28 AR OC S b D 3 d-AT W AL IE 9, 45 SR s L B i B e iy 5 3
BEMRRAR G, AR B B iy 5 WP A s 3 IR A 0%, X 3R B S B -5 W T - B B 5 R 1B i 1)
HUHIAT AN FI[2] . Wisniewski X 52 44 e FE 1ok B5ORN s B g o v 1k B iy ) L 3 S <0 IV E el A T 9
g5 R PLEE R BB LR PRIRGE B H R B A B E T ZHP(T helper cells, TH) 1 485E R BFFAE, H 5wt
BOEK . IXFE/RIFIRGE TR AR AT R HES) Thl SO0 RN 5| AR M EZ R &K [3]. Rtz s, ARE KR
L IRP: PR S P A 4 B A T iy ) L PRI T B (FEV/ L) 2 B 5 o P py i A 2 P MR B 8L, IR R
W ity I 155 1140 R R T B 5 S S AR DR AR [R],  Sisd SKe A A e 1) A [ T A 2 15 5 B i i 155 (1 — 20
KR40 AT T A A 15 B i P A3 AL 1A SR 75 22 B 22 (RO P 9 o DA O

2.1.2. IpEREYBEX SEERLHIEFEER

AR OAT SCEAR BB S E WA (10 I A 7T RE 2 75 3 188 s B0 XU X489 1 - Zegarra-Ruiz S547F 78 &
FESER/ N, iE Y e T SUIE W R AR A LR M i e X B iR, Akl 1 T 40
(K198 [5] . F3A7 — TRt Feidad @ v 5 F & H (Ovalbumin, OVA) S/ BRI, 45 SR L5 11 5 i
TN BRI A IR 2 5 e/ B8 J i e A 0 e A LA oy 5 00 30 B 1 22 A 1 ] S T T Th/Th2
VA SR T R i B RAE[6] . BRILZ AN, AT AL B S A R O R A IR 99 S A e 3 2% A
TP TIEEH) Th2 G [ B 2 55 R I ) A A 7] AEL H I M T Dl A A T 52 e P2 s PO AT Lo i AR e 4 B
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{155 56 Z W FC AT B .
22. ¥ EEE

Wl S E I 1A AR B PM2.5 5 75 5 e R s B A W AR O, R, B 90 LR B
BRI HLdE 4T PM2.5 [ 13 3, L4 PM2.5 6P I8 48 i OB IFIREAL, &85 SR B PM2.5 1T LA ki 4
i - |5 Uk 4411 ik 4 9% 1) 984 5] - (granulocyte-macrophage  colony stimulating factor, GM-CSF). [ 40 i /> &
(interleukin, 1L)-33 & % hE Rl F-RAIG I, HEMI S5 20BN A A FE . [FIRS, 10 02 i A R LA
I 5 B e N IR R UG, (B Bh s it i 4 A R A AT E I 2 F %A 5 i B 108
RYESUE, W E S ATIESE[8]. BAh, A WFFIR RN AR S R R Bl R . K
BN B UMRSE) . R KA FW. DRSS 2 B A R SSHR[9] [10].

23. EFEAHR

B IR YERE AR A B B BRI UCE IR R 5B TR I e (R AR ) #4551 R AR
PIAHK . Chen S5 7 FIHE A RSN, S5 R RIS FRA R LT HWER 1 UL
BEBERE, Ji%5 CDA+ T 41 TH2 41 P73 KM vh i) ARG i R 57 DNA Fr1) 1 f¥] DNA Ik FH 564k, ik
TR 1) Ty ARG IN[11] . [FIRE, BEAE TR AL S e A 1 SR N R I s, AR kb 22 R 7
Xof RS B Wity 5 ik R o RO FEDLARIZEAT TR TE, HnTRER R WNLEIE . 1) JE D7 HERRAE A AT DL
It FFE PR P2 2 Ty e 2 BB ), AR B I I 52 e i Y R T MR A 5 4 FH T RCE B ) e 2) R
4R 98 & (Leptin) . MBI PR FE A 7 (Tumor Necrosis Factor, TNF)-a, IL-6 25 & PEYIR (A 5, AEHLRTE I,
— P SRR IR AR [12] 0 3) AR 2 B A 2 511 98 M S . 2 2 DL Thl, Th17 40 M AT H P bz S5 o 3
4) ERES 583U E A PR T, 5 RS EENG R AE[13]. R OV 1V 2 50T 0L R 284 B2 iy (1) BF LR
R OGT R PR B R (LTS R e 4 e B, s i — DR ZR

24, % - LEEE

IR R AL S — OB R R 0 I R0 H SR O 2 B R R EAL, A &R OIS (e ay . B
HL RIS, FARSE) . MEASRRAE . SO BRI I AR ke LA BN, (R BN 20 B R AR
YRR, BT 24020 05 I 2 0 2 P AL PR 2 A TH D BRAE 25 [14) . A 2 R SCERIE A 2 O HLE /7 5 B0
KRB BEVIRARNE, L EEAE SIS 1) RN B AL 20 B IO, 2o ) i i
DA% P 4o S5 48 IR 1) 43 WA ASE R K 4 AR PRy M3 m, 330 5 R LA =T 9RE S B2 [15] 0 2) #hex OB &
0] LU i g LA Y R i - 4 - B iR (hypothalamic-pituitary-adrenal, HPA)ZhAR 4 o Y5 P 9% iz
BRI s, M55 Th2 B LK Thi7 B 5 [ 3 2 5 e 1) R AR K R R . 3) Aha BB /] BAIE
i i) A 22 22 45 (autonomic nervous system, ANS)% -5 2 E Bl (B o, I i 2 BRI B S H 52
AR A SNk SRR SIE B R A 4) H40HEE J1 5] BN 5 PKA/PKC 5 5 18 B BRI IR
% (antidiuretic hormone, ADH) IR VA <. 5) ShWR T St oh % I0AE 52 B4 O B /BT,
BN KR AR S84 R pa IS Z HAGIRBRM CHE . 6) 414 0o FE R oy ] LI io s 5 i 1R B4 (b BTS2 ik
1 &4k 1 (adenylate-cyclase activating polypeptide 1 receptor type 1, ADCYAP1R1)F: Kl & 3 F 1 H FE 4k L
NI S5 2 5 B el 1) R AR R RIS R [16] . 7) BESE =T 52 2 B 4L 230 B 77 5 A 1R XGRS 38 0
FEYIMR[L7]. Britbz 4k, Fattore 25383 xf 4 T 2PN T oo O e S b TR, S5 RIS &5
APEEHE S R &) ANRREAKT (AR R F8 5 &) LR SR BE R 52 B 5 e (1) S 22 55 1)
FHK[18].
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3. MRt ZRER
31 REEFR

3.1.1. REEMFRLE S SERERG &R HLHIFR(ER

1) WRELGRAL: LA Z BIPT R B 2 B T 408E(Th 4ii) B 258l 5 Thl 55 Th2
A0 IR T O AT, 3 T s M ATLAA G 28 T RE . Thi 2 I8 4% (1) T3 & (Interferon, 1IFN)-y. 1L-12 il IL-2 25K 1,
2 5IVAEEU MR Th2 4000+ IL-13. IL-5 F1 1L-4 2587, IL-4 7] LUl % S IgE & k. )
BOERAM . 755 CD23mRNA [ 5% UL K A dk4m B [A] 2 B 73 1--1 (Intercellular cell adhesion molecule-1,
ICAM-1). I 4nHekLF 47 1 (Vascular cell adhesion molecule-1, VCAM-1)%5 4y 1321k 2 55 I 1) /95
[19].2) AEK4HAE(Mast Cell, MC): 7E i B R v, MC W] DA WA R 22 B A Joit LA S 4 i BRL - (W 41 L 1L-5.
KIEE M. GM-CSF )2 58| EHif5 5 BRI . Bikz s, MC nfLLS5S0E 40
DA VR DIV 8, T W i S5 PR IR 3 8 30 s 2 5 /=0T ey S B B B 2R AR A . 3) M B
W 2l (alveolar macrophage, AM): AM FEREFEMTSLH, 25 AM Z 2N, 2 BRGS0 E s
fiig . toll ¥ 44 (Toll-like receptors, TLR). p38 22 %4 J5UHuE B A . IL-1. I1L-8. I1L-17 F1 I1L-10 {55 &
AL 1 C-X-C B Pk 1 &R, T F -S40 RHAMA K . DNA B iME 5, S R 2 A RS
GG EE N 2 5 3B 1R R AR R R I AR [20]. 4) rh R4 : Andersson SEBIF 7R I H R4 i -
i S8 LA i D RE(FEVL% TN ) 2 EAHOC[21]. Sy A F 38 R I rb R4 AT DU DNA i A1 e B
(Neutrophil Extracellular Traps, NET), NET 5B % ™ B AT K [22]. thAh, A 050 0 iR 2
it P R iy SR B A PR IR FHEA TR 7T, A SRR BRI AT I SR SR IL-17 TR AR DS, Rk AN A
PG 5 Th2/Th17 R A4 5<[23]. 5) B 4iH: Oliveria Z5x} ik ik BE i £ 3 B9 AT 40 24 7, 485
SRR A 1gE 1 B 4. 1012 B MR R 3gn, AAE ikt e R 2 R[24]. SR E PR
B, AT B AU SN R R A 2, R RE TR, SRR R 1) 6 MO AT RE S R
Pt B S 5 1) 9% BB R B BEARAE OC[25] . 6) BOCIRARM: A — DU Feii i E B Ay, 451
RIL TNF-o % SEE 3 7] LU 2ORAnML I TH2/THL7 40 2346 7 5 [26]. 55— THAIF 95 6 25 40 At
P TR AH L (plasmacytoid dendritic cells, pDCs)7E 5 5 Ft Jit 51 A2 W i A3 (A 5 45 SR 3024 s it D o)
W pDCs 2215 K A B, T FESS pDCs U AT LA 21 Ty B iy (1) 7 I [27]. th4h, Mishra S5 F kL4
PERZ G BB 5 1EH AN AP 86 204 IR0 (myeloid dendritic cell, mDCs) A1 % & fig 2 14 32 /A HH 5%
#E A 1 (low density lipoprotein receptor-relatedprotein 1, LRP-1)f/KF % S HEATIR 7T, 4558 R ILHT & 1
LRP-1 BIRART 52, 4275 LRP-1 A RE2 B i A5 (11 B 2 XU X R [28]

3.1.2. [EIERIEMPEE X SEER LRI PAER

1) 2R b 4l (Bronchial epithelial cell, BEC): bt JF Ml , BEC & fF 1L-33. 1L-25 Flfi i3
o Ak B2 4 B0 A= B (thymic stromal lymphopoietin, TSLP) =4, X Se4R iR 1-2x15 S ok 20 i &k 42
I RAEAGERSERAIE R R R 1) “Wre” 1ER[29]. BRibz 4, AR5 E K BEC W] &Ki&n]
PE M R 1 32 4RRE 1 22 ST2 (Interleukin 1 receptor-like 1), 4 ST2 32| TNF-o )R/, ] RE
SIS (1) 1L-33, 3310 3 B8 AOE )R [30]. 2) A -~F 1 L4 (Airway smooth muscle cell, ASMC):
A RAEFE R B ASMC MY AT LLidE Rho JgE i 5|2 < e . B4, tmr DL gu i+ &
A BRI - DA B 240 L 5% B R -5 2 5 0 B ity 1) A< 98 R e 7 DA B A3 B B 2 [31] . Kaur &5 I ASMC 1] LA
5 MC REB AR, — i LA IL-33, 253 i)k A R et fe b, 51— it r ASRIA IL-33 %2
A ST2, 1L-33 AJ LA B A MC IS LI ASMC 1) “fi e 52" Jxvi, FRdid i MC fi72E 1 1L-13
(At ASMC US4, 3ET S BB #[32].
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3.1.3. FEEMEBEREE X SEMER LRI RER

T i TR /K (0 T e e s B TS R4 B, O 2 R FE R WL R L BLHE: 1) st R
T8 3t 4041 2H 2K 1A i 2. B (Histone deacetylase, HDAC), 3 7 i) 4 g PRl 7 % 3t R 452 5| ke i) A< Wi 4
2) e R T LSS G-2& AL 3244 (G Protein-Coupled Receptors, GPR) 41 il GPR43, HEfj i ~5<iE
RYERPL, 3) AT RKIUAT LU I 75 540 AME 5 5 5 S 12 (ERKL/2)i& 4, ik im 14 58 5 s i
P2 7K SF- 38 0T AR AR S 98 RE S B [33] 0 4) i I D7 IR T DAt 1 1 g R MR b 4 i DL B ILC2 55 07 ik
W Mty S5 47 (1) AT o [ R [34]

3.1.4. BE R D EXSEERLZFRIFIFER

I AERAE 2 D o N I (R RE e 52 31 1B SR B AT ORI o R R S50 5 A T 19 e 114 254 _E i
e D WIRYT JE RIS 0T R AL AR B Ry DB S S i )L 25 IR I R IR S e B LI TS [35]. 2
TRE FL R B4 3R D 225 Wi (1) R ML 2 B 46 1) 4E4: 38 D mT AR#MR IFN-y. IL-2. IL-5. IL-13 1)
FIR K UL S e e T 4] IL-17A DA SOE RAE RN 2) 4E24E 2 D nf LUl HMGBL/TLR4/NF-xB
15 5308 R 1 R M A R R I R DA SR A — € PO IR E - 3) 4EAE D n LB T IR A R e R E
HE(A disintegrin and metalloproteases, ADAM) 33 £ 5 BEN igt 45 27 2% iR /<18 5. 48[ 36]

3.2. IBEEAR

3.2.1. #RE

I LA A N 1) 5 SR AT AR SR KDL DR 3, R ] 5 e i A O )R 8 B DRI A, % 2R HL 52 0 B i 1)
TBLIE ¥ B T B G b B AR I s 003 AF DG (R AR i 4% . O Z2 T 70 R I 1 S e B My [ BE R i s 1) B2
Wity P 7 B 1R 5 AN DM TS SN O, JE& S8 [E NI 5pl5 A1 17p1l.1-gll.2; FHAP AT 11p15 A1 19q13;
FHHESF &1 2933 A1 210921, 2) WA 5 &1 5 ORMDL3/GSDMB. 1L33. IL1RL1. IL18R1. SMAD3. IL2RB
DA K& PYHINL J A 5. 3) B M R A a5 40 % 40 Mo 3G 58 7 AR 12 AH OC, 4. 1L33(rs2381416)
IL1IRL1(rs10173081). TSLP(rs1837253). I1L13(rs20541) [37]. 4) 507 @ik o) A J) i B A% 4 ffo 3ok 1]
FIKTE M, S5F I GNALS HA — 7 I Tl e 75 i/E FH[38]. 5) JE[A - MASEIAH EAEA, -
HIZ TR 2 51 (SNP)rs117902240 52 I 7 82 % UIAH OC[39]; 7 rs7216389 f=ife TT A M LEH, M
HH A R A A (B0) A 5 B g SR ZR IR AR DR [40]

3.2.2. RMiBIEE

RMIBAL IR TEA L DNA 751 FE LT 5600 5 R 3R IA (1 255} o 22 TR 72 5 BULRE R AF DG 11 2 Lg%
SN 1) WE R PRI ARAZ U 1Y) B bR DR 75 I A 1 A S R A R R, e 5RO A G
JE[F(COL15A1, RB1, FOXP1, CCDC19). 5% ik 7145 WAAH K LR (ACOT7, PPT2). L idEHh—4& Mk
B A AH SR IR (K (ACPS) 5 4 fif PR 7 AL IS 54 8 AH G (1 25 K (ILSRA, DICERL) BA K 5 ift i o # W A
FH AR DR 5 Rl (SERPINCL) 78 B i Js N &G FR BEALFEFE R BEIIRFAE[41] . bAh,  WEBRIE AL 40 B A0 AE K 48
i 1 2H U BR A PR 8 (Histidine decarboxylase, HDC)JE K] (MK F FE 40 -5 4R (A JF i3 s DA 2, 13k 1T 52 e
W i (1) G2 ARE SRS o 2) A A1) B AR R DR v FR R 28, 40 NRG1, SYNM, TBX5, FAM19A4
L A 2 5ARE E PSR . BhAh, Thi7 J0A Fmad Je o5 25 1 i 590 2 5 B () 2 005
51371, 3) RIEZHM DNA FBEAL AT F T~ F00I0 AR R PR ARE RLPE ARG [42] 0 4) ZHEE B MR A BN AL
FlrhEE EEEN, W AR H3 B 18(Histone H3 lysine 18, H3K18) Z AL 18 hin 1 i s H i b
MR EGFR A1 STAT6 3£iA. 5) UM EZwES RNA (microRNA, miIRNA)E NFE K R IA A 88, HonAl
DU A G A . AR 1 24k {5 T EEE LA IncRNA-mIRNA-mRNA 1 B AR F &5 J7 2O B2 i 1)
KRR EE AR A [43].
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