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Progress of researches on dust mites-modulated airway epithelial cells-associated sensitization mechanisms
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As one the most common inhaled allergens,dust mites are major contributors to allergenic diseases,inclu-
ding allergenic asthma,allergic rhinitis and atopic dermatitis. Dust mite allergy has been considered as one of global health
problems by the World Health Organization (WHO) ; however, there is no cure for dust mites-induced allergenic diseases.
As the first-line defense against inflammatory stimuli and antigens in the airway,including allergens, viruses, bacteria and
environmental pollutants, airway epithelial cells form the first barrier between the lung and external environments, and
play a critical role in the pathogenesis of multiple acute and chronic lung disorders. Following allergen stimulation,airway
epithelial cells are involved in allergen sensitization and inflammatory reactions, which play an important role in natural
immune functions of the respiratory system. This review summarizes the advances in dust mite allergens and airway epi-
thelial cells-associated sensitization mechanisms.

[Key words] dust mite;allergen;airway epithelial cell;sensitization mechanism;review

155 18] 1 585 —
TR,

BB A 2 R 2

DL 26 25 Ui A HLER B

P il 308 5 9 % B R 4
BB L O V¥ S R E L R AR
ST A AS AT B G5t 14 2 1) 245 5 DN T K B A SO L e 1 R A 05 Y

(NP I TE 00 B s S R B8R PR 56 BV Yo &Y PIARNY AR T SR RO L G L AT S

VR BE AR T W AR AR R LA WA S R Ji B M R E N 3t B E I R R R S D e h R #E R
JB | Aol P U M o M A R M AR S AU AR S T B A i s A R L 4 K A0 e

H’Jﬁ%.%[s Y R (house dust mite, HDM) & & & L 1 AH & B AL B 5 o R AE — 253k

mﬁ%ﬂ@ﬂﬁﬁuﬁiﬂZJﬂ AFRA 6500 7 ~1. 3 {L N 1 R

HDM M1 g . % T 2 i oo B8 3 0 A 2 o fi 76 B AR WEIREE T, AT T2 B DL A i 2 il s A R

PEPIA A R R A BRSO  A AT
"‘%Lﬁid%}iﬁﬁﬁiéﬁ LCWHO) L R 2 2R P B A= ) 22
— o A A W T0 A R R R O Ok R B R ROIR T
E S

AR 2 S R SR SO A T L A BRI e 4 R
S SR ORI BT i 9 5 — 3 Bl £, I L Bz A MO AS SR T Al 2 2 b

x % [ AR 34 (No. 81802038) .
*x 35 # , E-mail : hongshanchaol @163. com
7 4, E-mail: wangwei@jipd. com
SR (1998 . Lo, 1 459 %8 A B LR 5 2
BN AR AL S . E-mail 1444581647 @qq. com



« 1360

T E B R AE M F EE
Journal of Pathogen Biology

20234F 11 H %18 %5 11
Nov. 2023, Vol. 18,No. 11

Y IE KBRS AT . HDM AL AT B A R 38
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fiEY  HDMs B He 36 OkE b & A7 JLFR 26 K i At . AR 4R
i SO R B ) R A TR L WHO R BR G 82 2 22 Bk 4%
(International Union of Immunological Societies) i3 & iy 4 />
H % 51 22 (Allergen Nomenclature Sub-committee) & X} 40 ﬁ‘*ﬁ]
o AR L 40 Fh R b i
(Dermatophagoidespteronyssinus  DPT) i 8 J& #E 17 T b5 Ui ﬂ_’,

22k ( Dermatophagoides farinae , DFA) i3

4, Horp DUZE A T 2878 1 5L (Der pl) ARy 22 g 1 3878 i J5
(Der 1)l Der p2/f2 Bt m ™ . L% 12 & 4§ Der pl/

1 Je 22 B R & H B Der p3/{3.p6/16 Ml p9 I A7 75 T L 3¢
AR O T R T A A sk 0 A [ B 9 AT DL R
T b B 4 e S sk T . Der p2 59 I 40 i 0 )5
96(LY96, X Fx MD-2) &5 #4 [7] I , 7T LA & {8t MD-2 & # fig £ 4
(LPS)IR B i Toll £ % f& 4 (TLR4) {5 53 #
—FhE LR E [ /B8 HDM JILA & A4 S s s, B S
UF B 25 S A S i ok TR G DL R 2K A (] A7 L 58 R R
Der pll &2 —F & 874 N E MM B LR E S WH 5 T Hh
100 kDa, 55t i K A IC 45 A 2 4y &I WLk 2 1 e B DU, A7
TE T 095 VR T AR 266 Hh 2 17 1k Bz 6 v i) — b B B AR
2 5 R R R AE AL T R 0 DNA AT B DNAL Py 8 #
FZ2 0845 B4y » 328 1% 20 90K Ol o JR A 3¢ 43 F 15 20 (pathogen-
associated molecular patterns, PAMPs) , &% 4 5t K 4 75 40 it
2210 1A 2R ) 32 & (pattern recognition receptor, PRR) fif i
AR, LT R — ﬁu%%m&w%m@%
AW RTINS B B R B A0 M RE B B Y R
1Y 2B i N 4 DNAL T LIAE S PAMPs $#%3% TL Rgf” 5
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O\ TR 1 2 e T
2 RE L FEAMEXLEHBEIE
24 3o 5 R A By R ok U K A B v AR AE B R B S AT
DL E 2 3006 b B 4 B i B S BT 32 1R (protein-activated
receptors, PARs) fl PRRs. Bl K & A b J2 40 i 7L 4 itk
Th2 B G 58 20 B 5% . TS 5 03 80bE 0 S b 1) kA 5 &
JEE L A B 2 i 5 A DRI Ak B B 40 AR 5K 4 (den-
dritic cells, DCs) [ PRR, i ¥R I Ji7 40 B [0] () 5 %% 3 4%, ffi 15
DCs 2 fil 2 3 S5 . 3 4% ek AT LIS Ak b 57 41 B A1 DCs
B 4% N F kB(nuclear factor kappa-B, NF-xkB) {5 5 ; I Fz 40 o 1%
fRJG = IR CATP IR B ALPA) N M B K (5 5. L)
T AR 240 - v 240 i 2 9 0 R T (GMI-CSTF) | it i 326 5 ik £ 241
Ji A i 2 CTSLP) %5 40 fu A 75 L [l B _E Bz 40 0 th 7= A= # 1k
P F R A 2(CCL2) Fl CCL20, 354 DCs Z i E™ . 75 5% 26 %
SHILEER T DCs i % UMM C 45, DCs B MHC I 43
FHBEPURMKEIS T L mZAEAHEEM, R T 4
6] Th2 40 # Ak , 5 8 Thl/Th2 2 #7, Th2 40 g 7] 7=
AL E A A B 4L-4) JIL-5.10-13 78 N B K& 40 i I8 1,

Der pl0 /&

IL-4 A1 IL-13 7] LUSE i fa A I8 7= A i — 20 4 30 4% 1 40 M 32
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— B0 Ak B RIURL I B ik 4 S L AR SR L L IR
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PARs, 7] DL HDM 22 23 R 25 1 B 5 S 5 22 240 1R 26 1 g %
44 N I K g S5 - PARs B #0305 - Der p3/13 Ml Der p9 B85 9%
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pl VB A B AL S B 2 400 1 ) PAR-1 F1 PAR-4, 15
T ATP BR3P, X, 04 % 32 25 800G a4 42 18] 32 06 4k TLR-
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BUO L BT B PAR-1 AT RS Der £3/p3 . il i il AT A 40
Jfi PAR-A MRAE Ca®' A L il HE B A s . HDM
SR AR B Ak SR T DL R ATE T B A L R A2 A R A A
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W PEE 515 S, S B AN TL-33 B,
2.2 HDM i&# &5 PRRs {E N PAMPs, 4 # §0k: v (1 £
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JUT 2R DNA I DNA N EEZ MY, &4 ik,

FHB R 4 P AR PRRs: © TLRs, {7 T 40 i 2 18 ok N &
;@ NOD FEZ & (NLRs) . i T 40 M 57 v ; @ RIG-T #F 32 1K
(RLRs) , L FAIE A ;@ C BB R 32 4k (CLRs) , Al 51 ik 7K
& 45 ¥ 1 40 26 T 32 AT, #F PRRs L5 PAMPs J& .
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F A 5 e T S R PR IR R B e A T
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THRFEE M 1CHMGBD BT U 42 % /7 7= 4, iX
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B 2 ] FEAREOE DCs 1 P9 2 40 i IR 7 2235, AThi 90 ) HDM 11
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) TLR4 {5538 %, TLR4 #0038 L E AR L H 7
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NF-«B 5 {7 840 i #% . i fi % MAPK 2% 16 52 I, 2 3% AP-1 3%
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Th2 ALK #6: T Dectin-1 ik T 1)t 1 Der plo # & /E T,
Der p5/15 Fl Der p21/f21 &< b 4 TL Rz/NF-.cB/
MAPK & 5 il B 5 i Der f31 ﬂum‘(ﬁ SE A
TLR2/TLR4, B fx TSLP # IL- 33, ik i& i 20 21 b %
ILC2sM7,

LENG B B T HDM J&, S o 1T DL = A R R A
ATP, P & W FR AU 56 43 F BE X (DAMPs) , 2 #2878 S &
HALRDIR B GRS 50 . IR i & CLR {5 5 %
% Syk/PI3K R #i7E DCs, ¥ Th2 By ™ . A BF5EA
2 HDM i i NLR i 42 8006 56 K P e 8% I 0, HDM 4 B4
SN £ R A0 M T BT caspase-1, B 3H NLRP3 48 4E /MA L 70
IL-1b A1 IL-185)

2.3 Htbud
2.3.1 HDM s R bz se v B 7AE bl s S, 2
It R 2 1 Der pl 22 5 R 2 1§ Der p3.p6 Ml p9 7€ N
PR AR AT et L ok [ HIDM 28 4 [0k Y 24
AR A g U Der pl 7T 0k IR P9 58 % % 46 76 RUIE %
ANAEL A . Der pl 1l 5 80 % % 3% #2 8 (1 occludin Wi 24, # ] Der
pl PIEIAL S AL T occludin 28 Ml S0 45 49 3% ik 22 claudin-1 &
5 T 59 3% 32 i IR AT AR ke S Pk 80 b B2 2 O 53 1 DA T AR
2 Der pl Z° 15 I K AR BERE . WEAE %I 4K X I fz 40
00 A AR B R L 2 200 i ) 1 5% i 4 2R L B AR
X 1 WS A b A O L A R R B A T, B T T O
555 57 KR B S A0 s WE 2 R A TR A0 I R R 22 v
PAR-2, S HCIE 4 A S AR FES . HDM 9 22 20 R 2K () 1 15
PR P55 IL-8 Al GM-CSF B, & /8n HDM (¥ 22 54 2 25 11 W
T8 T PAR-2 00E T Ak A TOE B0AH I T S B0k S R R
AU Al B B ARG P Y HDM 3 505 138 i PAR-2
(ﬂhﬁ4ﬂm%§}£za_mrifﬁa$% M5 B B kA T R
TEid B v, Der pl AI5E 3 3% 46 MAPK {5 5 1l % % =5 <
T8 ¥ LS PEAE AR L T Der pl 53 B4R B2 30 5 ERK1/2
G S5, HDM b Ry 0 38 7T 3gE 48 1 4R 3 o g S SR
S T UL 4 M 3 B0 T T R PR L K S W LA K S
PAR-2 B HE A F AT,
2.3.2 *"ﬂwkﬁiﬁ%ﬁmﬁﬁi% AR TR i i A
ANANAR 3 %5 24 5 A B ik 50 S5 B0, AT L AR 3 X At 9 A Ao B
M. Der pl MYEE HK M 16 HERE I T /N B 99 25 (OVA)
S HABFR S 3 OR A TgE Bk R %Y . BALB/C /DR K
4T HDM BB G L BV 45 T OVA F 0405 A5 7= A4 5
LU 8 R T B A S S S A = o> ) [ N |
OVA ¥ 51 IGE fil 1gG1 Huik K F F+ %5 LA & 1L-4 ,1L-5,11-13
45 Th2 BI40A N F K F A ™, g4k, HDM R JL T &
2xi@ it TLR2 MR @ B8 OVA i S (<08 w51 i
JUT JRE S B9 B IR I T o TNF-o) J2 4 51 A M it 808 7 A=
Th2 40 i [ B i e f A L
3 HiE

B B SR B B2 U R T DCs F - Bz 40 i i A 5 Y
BRI, 1 2 F0 2R 1 I A A0 R U088 B8 T 2 U 05 R 2 Uk
. PARs ¥t 24 Ll & TLRs fl CLRs % PRRs i i . i
AR R AR Th2 BI40 i B /fa b B 1, ok 2k 4 i R 5/
b B8 R JHCAS AN RS LA B 4 RO R E 2 i, 38 T L 2 Th2 4

1Jco HDM i )5 36 77 T #h i 5 5 22 Wl B o0 4L B9 TR & 46

» AT BE SR U T A B N S A R PSR AR IR PR S L
I3 86 R 73 AR B T RE 5 0B A 4 A A AR L AT 5 I i
5 TR B W) 3 4 B0 0 4 ST B Tk — 20 T A LR L AT
oS- HDM 35 % 14 3 S8 i BBy 5 36 7 #E 4R it 2 5 4K
.
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