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Abstract

microRNA (miRNA) is a small non-coding RNA that regulates the expression of target genes by
binding to the 3’-untranslated region (3’-UTR) of the promoter, inhibiting translation or inducing
degradation Mirnas are involved in many biological and pathological processes, including inflam-
mation, and play a role in the pathogenesis of allergic inflammatory diseases, including asthma, in
this review, to explore the mechanism of miRNAs in airway inflammation and remodeling in asthma
patients.
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1 T4

I iy 2 FH 22 AR i DL A AN 20 7 2 5 A8 ST SOEPER T, IRIRRIIUN I R AE G B A2
PN 0 o) SR i SRR, (RIS P A ST R S B A ] AR [ S A2 R, Bl e A L K T S B 4
o, RIATEE . BERGE — R SRR, BEAAFMIGIRRAL[L]. BAN 2 5200 BT A s BN T R
A ER 1A B, 1995 4F “ 4xBRIEZNE 774 611X (Global Initiative for Asthma, GINA)” &5 4L R T (4 1R i
BRI FRES ) (GINA #75). 2022 AR R EERG H (5 H 3 H), GINA LKA 1 2022 i (43K
W i 7 FR AN TR0 SRS ) (GINA 2022), AR L8 A S BEN BT B FEdE [2] . 3 BN 00 26 2RI K
%, mHmRATRFHESRER, >20 & A NEENG SN 4.2%, ANECH 4570 Fi[3]. HATHRE
W SR KT AN BRAR, ARYE GINA 58 S BER 6 K170 2, FRE 30 X I S A 45 1) 220 28.5%
[4]. JEHK, mIRNA 7E2 530S 8 BN 08 JOE . OB E T RS EE/EH, T miRNA 25
FNTTHM— AN ERR
2. MiRNA 5SERE

I I8 40T A 2 P JORE (S R MR 4R R . PRI AR AL . YR AU AR . SEAN
)2 i B AR B (R 4B M 2H 53 2 5 T T GBS 1 A B 22 UE B A /)y RNA 5 (32 2245 let-7 K E)
FRUKE IS PR 00X 2% ] DL 45 5 88 e 8 8 ML MR S5 IR A2 [5]. TR R I CLRIESE DL TH2 N E M4 (3 B g
FRIERI A AY), RIS BE R TR Uk, B CAEAHE) 2 208 A (b R gE a1k, U 2RI
FHPTA[6] BRIT T miR-223 Gnfar i 5 A TE 48 5EAE L] i A G 2 . LA UESE mRNA NLRP3 &
MIRNA223 [F#E 5, T NLRP3 28 /MRS 1L-14 7T ek 55 H 1L 240 i B2 ity 411] miR-223-/-/N BRI 5 1) 48
FEREF MiR-223 Bl mT LAYs AR DA Ve b 40 it 14 B Aty 1 ST JORE[7] BIF 7038 T8 I X% ' R v 1kl s
miRNA451a 7E 12 B % CDAT #hE 4 miRNA-451a ) R AT ETSL (9B, A 1L5. 1L13 (R 0R/D>,
Al RS 5B SO 2ORE R . LA ER 5 PuiaT DL D AOE A0 A R T 7= AR [8] . i e AR I ANl T R
NEERIRTT SR — AN B 77 2. mIRNA-182 7 P 81 1 75 3 I e /N BB i R IR R, 2 5RTER
SENLHIRIME LT AT, 25— fE4RSh, 1L-13 Hl¥ BEAS-2B 4Hii 3 E NOX4 2% L, JEtEfA
NLRP3/IL-15 #i%, F£98/> miRNA-182-5p, Tiiill NOX4. NLRP3 H g~ miRNA-182-5p #s5 . /%,
mMiRNA-182-5p 3 B ik Ja /b b JZ 40 i JH T A1 NLRP3/IL-18 B0% . & —/EAR N, A& e Eveih g
PR KL A0 1Y) B 43 LA miIRNA-182-5p Hitf i, {5 URiE & 75 1 Th2 S5E K 1 (IL-4, 1L-5, IL-13) R
K [9]. MIRNAL81b 7E OVA i S 1 1 LA A P s 41 B iz ity /s SRR R 8, XU e R EN 2 45 5 DEK
#& miR-181b-5p M ELFEHE &, 2 5 BENGSIE 40E, #id#57 OVA iF S/ R 2L 244E5E, T miRNA181b
o2 n] LR /N B S R A AL 2L rp 98 RE AT B [10]. miR-206 fEMEMG S8 LRIk R, B
TH2 BYSTE SEA 5%, MHTELTHE miRNA206 [EEIE, 76 N KIEENG F, S48 R 50 I ZHAH LG, CD39
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estoKPRis B, Bl 2 RUmaikme g B CD39 FiA(KT 2 RURK AN £, Fill CD39 A
miR-206. . HEEL[H, CAESE miR-206 id KA 22 CD39 XA Fif[11]. HANRIE F MR,
B NSOE 4 ORMDLS3 41l miR-200a/200b % 518 % %iE . MiR-200a 1 MiR-200b 3 i ¥ [t
ORMDL3 7B ERK/IMMP-9 3d B i 28 i, 8 i s N0 - 40 ERK/MMP-9 i 2% 411 1
miR-200a/200b %S4, 558 AKAE[12]. miR-135b 7EMENG B LA/N L %A N, CXCL-12 7
Iz O LA/ B P ik iR I CXCL12 4 MiR-135b FU4E &5, 98 R BHEEIN 2 D4 IES: T CXCL12
N MiR-135b [{J#E &, miR-135b FiL AT LLIIAE OVA /NRITZHAL CXCL-12 [IRIE T, SEAIEIRE.
MORGE MG A AT i S S LR S RE A AR Rl 1 2 208 b . DK Th7 A AN 1L-17 ZK-F i L 2t
B&A%[13]. miR-20b 7£ OVA 5 SI{EERG AN Bl TXNIP AT NLRP3 £ A7, miR-20b i ¥ #iknf L)
TNURAGE JOE S R OB LR SRE AN DR R B 2 4R TG . miR-20b ) TXNIP, #OGRAEIE
PRI 5E LA UESE TXNIP 2 miR-20b 2K HE &1, FH40H] TXNIP 15814, miR-20b 5 NLRP3 254 3f i
NLRP3 #%ik. TXNIP = NLRP3 [1J_E i Al L% 3 miR-20b i HIA7E 1 OVA 7 5 Erid Stk 8w /N B b
RS E I [14] - 75 2 AR5 (HDM) 75 5 82 i /) BB Z M R A SR 41 M 5 miR-19a 7K 5 RUNX3 ik [
AR 0 o % Z R 25 5 G IAIE 52 RUNXS /& miR-19a FU#E £ . miR-19a 13 74 i 300 1) A LAk~
YU PR A, R DAY 2 B4 AR AN R o 2, i WG /N BRI SE RUNXS 7
BRI RUNXS 2232 SR i) b 2 IR 41 i (DC) i #4[15]. miR-146a-5p #ik T, EW] miR-146a-5p 2 518
RN HUN R E M) NLRP 3 A4S b4k miR-146a-5p i, - TMIZEE 2y TIRAP. %)
FIETEUESE TIRAP D miR-146a-5p U4 &5 . miR-146a-5p 4% TIRAP/NF-«B i@ E0E, M3 5514
RIEMIRAE[16]0 T 55— AN/ BT ) 28 UF S 7™ E A P s 4 i B iy 155 28 o 4 146 BLAAvR T fS AT LAYk
DSIE RIEIRA[17]. mIRNAG25 78 NS ER IR RIE, % A B2 S miRNAL46 [ #E
BRL, A FH ¢ ) K Bl i PR G AIE 25 SRAIE 92 28 1 B4 B2 9 miRNAL46 FRI#EIER, miR-625 i J& ik m] LD 4
SERFHIP=4, miR-625 Fi 57 vl LM H] RE K 1-[18]. 582-5P 7E/N R g i 44+ 22345 N . TargetScan
(release 7.2) K il miR-582-5p #ltx. SXHHRALMIAHLEL, Skp 1 i1 mMRNA ik # 45 P miR-582-5p #lif,
(BN HeAh 7 £ #ESE IR ) mRNA A, CLRIESE LPS 5 511 NF-xB 15 5 3B B 4% Skpd T 2k Al miR-582-5p
FALHNHI[19]. ER FRBERG AT CLRTESE . RT3 Pk B M K BRI 28 A ELAM I NLRP 3 & H:AAE 1,
HE/0 i LPS i S0/ BRUE RIS, SB-1 #% miR-135a-5p/TRPC 1 #1175 . SB(FLHE T &)%) NLRP3
RNME/IMEBOE B miR-135a-5p ¥ F RS 7 HMHIVEH, & SB @il miR135a-5p/TRPC 1 #hi#jiti] STAT
3INF-B B, T ek 2 i A A 5E[20]. MIR-140 7E MR /N B S8 S, 8 S 404k O & IF 5K,
B 55 B S-38 (GSK-3B) 2 miR-140 [IHE f o BN /N B fR)/ AO0E AN S0 R 4R B T4 MiR-140
WES. HE—PHISLKRE, miR-140 FilkiA{E GSK3B HIFRIA, FHEESEENG i GSK3B 45ar, /MR
SIE R AE[21]. miR-218-5p ERENG B R RIA T, ZOGEREFIIEUESE CTNND 2 (Bh i E AU
)b 2 40 miR-218-5p f#E 5 PR ELi R 42 ) CTNIND 2 (Bt Hh 38 R 24 2 1) Al #a 1k IR 7 CCL-26
FIKTEFE TR VERLAH A <08 25 P R SR PE I [22]

3. miRNA 55 8E%

A YR RS . A SRR R LA, S S R R AER IS, BN, S
P GSE A RIS, TEMRRIL, 25 miRNA 788 P L0 348
HER . ST D BE A 47 B 2 A 16 23] . microRNA-192-5p 7 B2 i3 v fifi o 260 35 Nl . AR AMIE 9 IE 52
miR-192-5p. K& i 4 & & H B (MMP)-16 7 “3E 718 L 48 ffd (ASMCs) H ik . Western  E[JiZE 43 #7 2 B4
miR-192-5p FMHI4HAEIESE, ff MMP-16 )R KIE K. miR-192-5p Xif B /N 51 A i = 98 (0 4/ B = e
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A T A A KR 1--23 (FGF-23) 7K FB# k. MMP-2 A1 MMP-9 & B A5 DA K. | B i JEve A, B
ZRUE S MMP-16 #71IE S22 miR-192-5p f#E i [24]. C4HIER] DEK 7E 503 2 A (OVA) % Sz /N R HF Rk,
FERIAAEVERRME RN -, I H DEK $EFER DTA-64 38T k] TGF-p1/Smad. 223455508 ikt
(MAPK)FI PI3K {55 B B 22 fif B2 [25], CLAUESETE OVA 5 S 10/ R fiti - miRNAL181b-5p 113Kk
RE A 5 o FEAAR PN /DN RIS S8 A 5 FH 5% 6 25 2 DEK 72 miR-181b-5p A EL #2455, JF H. miR-181b-5p
(1 BN BEAT A2 DA DEK k. 5 — /N R ALASS U] miR-181b-5p 1R N#ilF]. g5 R Bw, Sxf
HBZH/N AR, AR ZH /N R R ZH 24 miR-181b-5p (A B AL, HZ 5 0EEWH AL A[10].

miR-30a 7F B2 ) L3 ATGPTE 2 (1 (OVA)/NRR R R A N, RN AWM SR (I3RE LiR; th4h, C&ir
S miR-30a ik T i HWRAHOCE 1 5 (ATG 5)Hi H k. 285, H miR-30 i B2 R 1 U8 F 4
LT AEAG R 0 A 22-33 (IL-33) I E Wil i . RSB0 R I, miR-30a jof & A I8 i 34 5 1 W bt <
T8 #H I8[26] . £ UNIE E 15 T 00/ RBEAL h, 2R Smad7 rf #ifi] TGF- 15 518 % JF H &%k miR-21
(B350 RR, K, miR-21 #7167 J2 1578 1% OVA % SR % 5 Smad7 #£ik. C&IESE S OVA
+ MiRNA NC &b FEAHEL, OVA Tti/N U 208 A8 PRI, miR-21 #fil w] LL#H| TGF-41 i3k, fff Smad7
FERFE A RIE L[27]. miR-638 /£ ASMC ik, (QRT-PCR)IZE ¥ miR-638 KIATEIEIETE AN ASMC
HEE N, miR-638 i RIARE KT FHAME S D1 MRk, CAUFSL4ififEMES D1 N
miR-638 JE [A F TN SE &, AT DAk S IE A K 42 [28]. microRNA-620 7£ ASMC H R EH Fif,

miR-620 M) R iAHMHI T TGF-A1 KT ASMC fHETE . TR Aok 71 2 1 FVEYI(PTEN) 2 miR-620
[#E4R. PTEN 7£ miR-620 #lilF%E5 Yet) ASMC ' i, {HYEF] miR-620 Bl i85 FI4i e FF%. Uh
Ab, BB miR-620 1] G UK AR (R B(AKT) IR I, K TGF-p1 /5 S (3G A (2t ASMC 41
MU, e TEE AR AE29]. C&Esk 1 A4 H H Cadherinll (CDH1L)7E UNIE & H (OVA) B /s
B AR () L R AR TR ik 1 0. miRNA-451a-5p (miRNA-451a)%t CDH11 2% H . 5 CDH11 AH
b, miRNA-451a 7B it i 25 K. miRNA-451a i #4080 7 OVA &S KM IR IE, &N
CDH11 ()7t =t # miRNA-451a #Hil. X586 Z M7 AT 4 IESE CDHAL /& miRNA-451a F#T A 2R .
MiRNA-451a i&i# it #E 7] CDH11 #ii TGF-p 155 B8 b R 40 i IR i £ TR [30]« miR-204-5p 7E B
Wiy 85 E P WLAR I &2 TGF-A1 FIB 40 i R IA R . miR-204-5p it ik w4 TGF-A1 175 F 1)< iE
I LA LA A ECM AR, miR-204-5p B4 w] (2 it -~ 4B MG 58 0 B LF s E A i AL
JRAKFo X986 R BEN 52 Six1 Ay miR-204-5p [I#E 5, Westernblot |5 miR-204-5p fiifi#% Six1 i %
1%, Six ## 1IMiR-204-5p {4z HAWH| TGF-A1 i T i E TV L4 HE FE A ECM =4, Filpy =i E B 1) K
A:[31]. miR-1278 7E MR 8 B /N R Rk, S@REREE AL, WA R miR-1278 ik Bl BN
/NERUIK) miR-1278 ikt B, miR-1278 A ml et e /N BRI it 2 23 Bt TGF-B1 55 ASMCs 145
FET-IME . DLRA IFSZ, miR-1278 #[7) Src-homology 2-containing phosphatase 1 (SHP-1)ff] 3’-UTR.

SHP-1 & miR-1278 [#) i 5, miR-1278 it #8[a) SHP-1 /<18 H 1) & A:[32]. miR-326 T4 ESK
A KA 1--p1 (transforming growth factor-g1, TGF-AL)@ 48 b | AL B AN £ 4 B 2R A f) 2k, it
ASMCs ZJRE AP 5. # TGF-AL AFEE 1) ASMCs 1 miR-326 FKIAFFK. ALFE) ASMCs 1 |
IR R AN 2 7K SF B miR-326 #5442 25 FRAIS, FFAM A0 B sG 5 . 5% 28 B IE S MR SR B R -1 S
51 14 (TNFSF 14) & miR326 [ ELHEHE &5 . miR-326 @i #15] TNFSF14 1] TGF-1 AbF K ASMCs [I3E i
FEEVRMAIARIESE . MiR-326 1] REAETARYT BN 1) —MBTHE A [33]. 1R 2 SCHR CLAIE SE I/ MR AT A2 A2 K R
¥ BB (PDGF-BB)Z 5/ iE H ¥ . K qRT-PCR J7 =G B2 £ 22 F i B 25 R &6 miR-18a (14 .
% PDGF-BB 4t ) ASMCs 1 miR-18a [#id fEKiE. miR-18a 7EMEMNG B #H A PDGF-BB AbFH 1)
ASMCs H15R1A . PDGF-BB T] LAffi ASMCs H45EFIER H-3E P 3 K il #%. miR-18a A[fE— &% I
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1] PDGF-BB 5] ASMCs 145¢ miR-18a & PI3K 3@ & (1305 4 30#] . MiR-18a 8 i #1] PISK i #4411
il PDGF-BB %57 ) ASMCs 345, AT 942 1 i o 1) <1 3 2[34] . miRNAs-146a-5p (miR-146a-5p) £ 1
s o A LRI AT E . SEI CL2ESE miR-146a-5p 78 B2 3 L AL/ IMFOBH AL R T (PAF) % S 1IN
INVFE b R A (HSAECS) ) 2234 52 3401 . miR-146a-5p il A% PAF %S f) HSAECS 4 2 N Al
MBS, FRIZHMRIE TS, miR-146a-5p TN INE A -, th4h, miR-146a-5p F#E[A] TNF 321k
FHREF 6 (TRAFG) I il HRIA . TRAF6 iR 1 HEH miR-146a-5p L%} PAF i5 5] HSAECs %
JiE - AR BRI T ARSI . A2, miR-146a-5p R ALl ¥ A TRAF6 (R4 b 5 4 g - ez
B R IFALHI[35]. miR-133a 7 J1iE 5 1175 5 AR /N FRABE A N . SR BLsEf-time PCR Al Western blot
Kl miR-133a Ao AH N 2R [ RIE A . 45 SAER], miR-133a AEMEN o . ZE4R P AN T v L4 i
1 miR-133a FA r il PI 3 KIAKT/mTOR J&@ 8% B0, FEK o- P NULENE A (a-SMA)IFRIE, FE4l
HIRIEEE., KRR IGFIR /& miR-133a [ME L A 81T PIBK/AKT/mMTOR HJfg/2& miR-133a [
NS S, T RE AR ] A O R RV TEVRTT R AT [36]. MIR-182 TERER /)N SR (14 B2 iy 2H %
BN, #—PRSLER RN, Sestrin2 v miR-182 H4E &, Ff H. Sestrin2 fid Rk 7 miR-182 5 F 1)
SN 2 ASMC 2 a3k i ikl . BE—2B A7 T Sestrin2 () RIS S53E %, KIL Sestrin2 {281k 3 N vl ik
T 57 - B BRI B R (AMPK), AMPK AT g N Sestrin2 75 BERG 1 1K) RIS S leg, $4t T —45
B [37]. miR-874 7E ANJifi )L FIE UL ik T . #08] PCNA 1 Ki-67 [IIA, b | B ERT 1
UG R 3L 428 R I EF(MMP)-9 F1 MMP-2 [1]774:, miR-874 it ik Al i ) TNF-o %5311 IL-6. IL-8
R TR A 4 i 14 TR 7 (eotaxin) (2 AR o % ZR BRI MU 28 TIE S STAT3 #4524 miR-874 M B4 55,
JH STAT3 FIAWLAME miR-874 Xf TNF-a 75 118 B FIRI TS SR, miR-874 @it #l )
STAT3 #ifi] TNF-o 175 5 19 NS08 FE 98 38] - 45 FIE SZ PARP-1 42 miR-21 1) B4 %8 4, miR-21 Ji id PISK/AKT
=5l AL ] PARP-1 {23 16 HBE 4Hfis EMT. PISK/AKT 15 Sl 4 LY 29400 BHWT A f#1K 16 HBE ZHiff
1) EMT. Z5RO4KH, miR-21 @4 PARP-1 ik HBE 4Hfuft) EMT. ith4h, PIBK/IAKT 15 i@l
ReZ5 TRIEHEB[R9). EINEEARFIIN/DRBEMNP R TEREMIEEBHLE. OF
MicroRNA-21 HLiARALEE R I AR LM B0 1 TH2 4R 7742, microRNA-21 k2 FE{%
TGFAL MRILIFFH I L Smad7 MRIE. FAAEKE T L SRS Fig VL4 g 4,
microRNA-21 Hiif& i 7 Smad7 B ki 10 = 28 1) &k A2 [40] . miR-140-3p £ B &35 I ik
TFE. miR-140-3p AT HIEIGHMLE S AIERS, DR RAE OB, TAE] miR-140-3p T ZEIIH S e S 1
o LAL, POLEEFE N E HMGB 1 /& miR-140-3p (1) EL#2%E £, miR-140-3p AJJEL#E7 HMGB 1 il
il JAK 2/STAT 3 HBE[41], MIMis/> B H B K 4E . miR-203a-3 7EBEMG 3 MiE N, SIX 1 7E8E
it F L3R5 Fh [42] L. #54k AR K 7-B1 (Transforming growth factor-g1, TGF-g1)4b3 5, BEAS-2B #1116
HBE ZHifii - miR-203a-3p KA /D, SIX 1 Rk, HFEHIFSL SIX 1 # %5 Jy miR-203a-3p 14 £,
H miR-203a-3p #% SIX 1 iz, SRR, miR-203a-3p #iid & ik rlmid 47 SIX 1 k4 TGF-p1
753 1) BEAS-2B 1 16 HBE 4HJfid (1) EMT . 45 HIE 5L MiR-203a-3p Ji ik #\) SIX 1 175 Smad 3 i 2% K 1 5
TGF-AL 52BN EMT [42]. fE9RIE & 155 1/ B AL b o ff F RT-gPCR A1 western blot 43 A&l S100
A4 IHRIE, XG MRS FE R 2 36 11F S100 A4 n]GEAN miR-124-3p [FHE . 45 F R I S100 A4 FKIAH
MiR-124-3p i el SCVE R AR TR T4, 4 RVEAAIRIE . b4k, miR-124-3p FRiEAT R
E LR 17K P F#AK [43] . miR-506 7E MR LSRN IS A th R IA AN Ry, 1L FERIAR) miR-506 8/ T H
TGF-AL filt & () ASMCs IR H95H . 1T RAEMIR DT ENLE] E, C4UESE PTBP 1 (1) 3" JERIIEX
(3-UTR)A) miR-506 EL#:4E s, 1M H4F miR-506 % PTBP 1 (&AL A Aiis EA. Ak, IWR-1 KHE T
Wht/g-catenin i % (1% S:4% miR-506 (13 25k 1041[44] .
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