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Abstract

Aspirin-exacerbated respiratory disease (AERD) is a complex disease that is difficult to diagnose
and treat in otolaryngology and is characterized by nasal polyps that are sensitive to any non-selec-
tive cycoxidase inhibitors Asthma, and other clinical features, including chronic sinusitis eosino-
phils Hyposmia AERD diagnosis needs such as combining with the history and aspirin excitation
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tests, clinical misdiagnosis and doctors often misdiagnosed. In this review, we discussed the pa-
thogenesis of this disease and diagnosis methods and the latest research progress of security.
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1. 518

AERD &[] 7] UT AR/ &5 44471 4 25 (Nonsteroidal anti-inflammatory drugs, NASIDs) i = () I 5 458k
e — B ZBRAE, JLAGAER, RN, P20 55 5% fF & B (CRS with nasalpolyps, CRSWNP) LA & Az FH Fif
A VCAR/AE SR 58 2 (NSAID) JE =R 1 | BUARES IS, AR tH R DA G M “ [ —/NaE, [
— PR, ATLAUE AERD (1R AR I R — NGB AELE BT PRI P AL A R R B (R A L BER)
[1], AERD i@ #HMELLGEYT, BMEERATAMMAGIT /G, AERD B ER — A ilwE it HEZ &
NEE T T AR[2].

R COX-1 Ml f5 30~180 43P Py th BLA Stk e PR & — Fh AR A e BRER 1 (19)E A SR
B, 2> FECZ MR RGN BRI, BIanSEIRE FR . P2 2 = Mi(cysteine leukotrienes, CysLTs)
MFTFIMEZ D2 (PDG2). RSLAHLALTEIR o] R A5 S 28 . Uit FTVBEME . RZWK. Mg S A D RE R F%,
B — 2 NRPUONREVE M B i AN G, EH nl R A MK R e =R, HEH RE
IR AN ECRIE KA A, DABURERG KA, 5] T R R M 1) e 24 R AR T R BRI [3] . AR
X AERD AL 12 W7V R moR it Sk e AT SRR

2. EMBERAIRE K

H AT Ay, AERD [ 25 ZLyp #E A L1 & Fr A6 A DU S R (arachidonic acid, AA)fRIT AR AN CysLT 7K
IR BTPIIR R ARFTIE R 15- A SRR RS2 5 o (EAE DUIR IR 2 N Py BAT A RS 1 1 B AN
HIAAEIER, AA ARIIE R AL FEIR S A (cyclooxygenase, COX). g% & (lipoxygenase, LOX)FIZH i (2%
P450 (Cytochrome P450, CYP450) 3 Fi&ft[4]. AA BRI R—NERMIEHE, /=4 2 M EA EYEER
AU, IXEARIPI AT DB IR R B A 2o AR JIE R RS E WA R TG, T
& A =J# C4 (Leukotriene C4, LTC4). &R [ =4%(CysLT)FIFT 51/l % D2 (Prostaglandin D2, PGD2)K]
A G T S BT R TR T (BRI R A -2 (COX-2). AiFIARE E2 (Prostaglandin E2, PGE2). PGE2 %214k 2
(Prostaglandin E2 receptor, EP2) A i /b 22 [MA-FEANF-4i,  AHILBOAE TS frESE[5] [6] [7].

b T REECIRZS I, RS A2 (phospholipase A,, PLA2)F1# IEE C (phospholipase C, PLC) M
NEHRE AA TR NTEEACAE VUGS, i = PR R AU A R & AEYETEA . © i IR G
(COX)ig12, AA n[fRUFARTFIIRE (prostaglandin, PGs)AIfl 22 (thromboxane, TXs). @ AA 5iif &)
5-fE A (5-LOX) MG R A 4E & G, Al 5-LOX [tk i lm i 5-F5d 4k — 5k DU R
(5-hydroxyperoxide eicosapentaenoic acid, 5-HPETE),  Ja# %4t 4 =& A4 (Leukotriene A4, LTA4)A1 5-
$23E — R VY45 % (5-hydroxyeicostetraenoic acid, 5-HETE). LTA4 & —MAREE KRR, LTA4 £
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G4 N 2 4540 a: LTA4 £ =45 C4 (Leukotriene C4, LTCA) & Rl HIAE T it — B A A il
LTC4, HGHEANFEBEHIMER T, #48E =45 E4 (LeukotrieneE4, LTE4), i Jailid y-25 Gk 4% ki 1
th, SRAMES G E =M FA (LeukotrieneF4, LTF4); b: LTA4 /KT LLELBEKMR LTA4, M
S A% ) 28 9 A M Ea 4k PR T~ 13 =445 B4 (Leukotriene B4, LTB4) [8].@3) AA il 4 il {4 % P450 (CYP450)
AR RN B =)@ (Epoxy  eicosotrienic acid, EET)m#e 4%k — 1% JU i & (Hydroxyeicostetraenoic
acid, HETE). X4t AA RIS AR TR, AR AN EAEVEERIENT, | Z225%
ol £ BRI B R

2.1. BB B EFRIETE

1A VUG TR 2 3 PR B I A A P A i AT ZE DS P IR P PG (PGE2). 1T 52 K I 1)
RIEME PG (PGD2 [9]. PGF2), IEHTHHL T FE AL T FHAPIRA[10]. PGE2/EP2 & 6 kA 118 WL 40 i 77 i
EH R, WU A=m N SHSE IS, PGE2 BBt S EP2 52444k A B il v R 1t 40 A F)
TR, b R A B o DL RS BR PR AN . PGE2/EP2 I8 i T LA A R A i Bt Sk, 33
Y AR BRI, e, R REER, 75 AERD H, PGE2 mlfiiffi] 5-leA A EEhAe, BHIE
=W HE B X P2 T PGE2/EP2 8 6 1 AL 40 M 4 (1) cAMP ¥R BE, FHIE 5-NEA GG A 2%
Ji, X0t LTA4 & TR F 1, PGE2 ZK-F BRI Jyie AERD (15 BEALH A i S —FA[11] [12]. Picado
C 2 mt w45, AERD B B HA4141% COX-2 ] mRNA [{IA 52 T % Bl =] DT AR 32 (1)
B R ()02 1 B 5 % Pk B R R R . N PGE2 MRS S e EP2 SZ AR ZRIE PR £ kil AERD 3%
A SRR [ 7]

2.2. ¥MEMA=H(CysLT)KEFAST

7E AERD 35 I FH BT =] DCARE R S APt % 205, e UG IR Rl IS R S I AL BRR 2 7 7 & 5-IE A
1L (5-lipoxygenase, 5-LO)i& 1%, FECEMEER H =)@ (CysLT)KFF+ & . CysLTs AER] DAL 58 21 g
R, ghRRAIEFREIRYE, A EEEE I, (EEEFE B, W] DL A E R N RS T
#[13], Sousa AR 22 i E T AP AU AR (ALA 4LEDR A DCHORTR 5241; ATA 4LEPR & PRI 52
H), SEERFEH, AIA BEHRIA CysLT 1 ZARMANIAEX4s B3 & T ATA B3, AIA BFAIEFR
1k CysLTIR MM MEACEIG N 1 Tofs, TRIK %2 CDAS+ I B 73 LUAE AIA B EAE &
e AN, 76 AIA EBE RS2 BT R VLR RSN, ABATH) LTE4 ZK-FAERT " VLAREUR T BE8:T . AIA
BFMRE LTES WREJLT 2 ATA FEBERG B8 /SR [14]. UFSE T &R B =H5 (CysLT) /K F-J+ mfE
AERD 35 A5 FR EEAL A DGR VE F

2.3. 15-BEAEEERE

AA R 15-IE S A B (15-LO), H ALOX-15 9mfith, TENRPARE bR 4HAE. WE R kL4 A AT IE K4 g
&Ik, ok AA AL N 15-HETE. IS A1 Eoxins. 15-HETE B LAME Jy—Fb Sz (4 R A, AT LA
It 5-fRA A ER LN IR (SOl I FR 5L AT 5 IR 5 i 4B (Hydroxyprostaglandin dehydrogenase,
HPGD)¥ H 441t} 15-0xo-Estatetraeonic (15-0x0-ETE). #Xifi, LW 4ifuih= HPGD, KXIifiiXFilE(71E T
ST b R AR SRR . 15-HETE Sid BS4n Mg, M -z anpufeis B K gnpe, K4k
ISk =4 15-OXO-ETE. 15-0x0-ETE 7£ AERD H/EH i ANIE 2, (AT e 5 AA A2k 14 2%[15] . Eoxins
Je—FE R AT, BENE 51 ™ 5 A B A U N . BT R AL Y ARG IR MR 40 B AT B K 4T e
o A A AR R R = i A (B P M SR PR AR L KSR ] VT AR AN 52 I R ) H
WA L, FEASAEAE AT E A BB = DT AR RIS 0 T, P A DU 7 T AP A5 125 A A il VA T A 4

DOI: 10.12677/acm.2022.127958 6636 I IR 2= =23t e


https://doi.org/10.12677/acm.2022.127958

Ay Slfih & 15-fa A A -1 (15-LOYFI 5-5 8 & (5-LOYER A4S . 45 3R, 6 5 8 0B =] DT ARANTiR 52 704 12 i
B HE LB RR MR, Il R BRI A& Eoxin C4 (EXCA)HIRR R fin, 2 Ji 120t A1 =] DTARAS
TR} 5% 784 0B iy 55 287 () g B M R A L 7= 2 1) 15-HETE 7K R 240 A2 {ekt B A6 R 35 ml e i ity £ 20 B A P A 1)
15-HETE /K- Tifiso TEMEER R 7 VCARAEAE N, ANRTEALIE, K 1 B &) DTARANTR 52 7L e i 52 18 3 (1) g
PR AR 20 A B R HH TR ) EXCA A LTCA T . Bl w] DT ARANT 32 BB o 15-L.O AR 48 iy (1 AE W il
VRIS A E T SRR MR A M B R, (E Bt SRR RE RV R BT RE RS 5, T BRI A S /MR (K
SHARAH AR o SRS INSCRE T 15-LO 18 2% 75 ™ # AN B =] VT AR AN 52 14 2 i P 3 28 A= 35 o () 4 FH [16]

Ragnar P. Kristjansson & 3% X 5% Bl A UK & A2 4 P (i N () — A A FE DRV ZH 007 1) Meta 43 7 4 H
ALOX-15 [J4E AR 530 p. Thr560Met t44%, JFFE 15-LO BEEPE LT 5e 41k, 5 CRSWNP KUK %
AR IR[L17]. B BRI &2 5 A ALOX-15 mRNA ({3 ik K 23 T i, JERE X 2w Rt A dEmg MR 1 & B A
I R A e ARG, 15-LO 78 8 5 P AU b i 20 o g R 1 e 4 i P 484 Rk [ 18]

2.4. AERD BB AN R EEREEKT

37 K AHEE 1gE 7K-PH i AERD 1) — KEEAJREIRFE, Kathleen M. Buchheit %5235 i ot 8 57 —Ff
Bep iR, XHS AT EN, FERIDE S S EAR AR OC. 1ESE AERD H4141 IgE I 19G4
T, B IgE ACF S BRI A SR E RAG. LA IL-5Ra"AEC fE(R il hifd =41 AERD Hif) ™
HELSATIEM. £ AERD 1, B %2k A & EEEGS, JGH/Z 19G4 AT IgE. JRi#B IgE /K5 1L
TERIgE KPR SINAFLERMPuR =4, HAt, Ywhid 19G4 15 5E X Y IGHG4S 7£ AERD H# )5
O EERIE, WG T RS AR M ERIR[19]. BRILZ A6, BN I9E R e REPUAR B T BR B BTAEREAL . &
RO IR SIS rh IS T AMB G R, ik —HRE T 1gE 25 AERD Jo BEHLH 1 UEHE[20] [21].

B L Bk gt (omalizumab) & — PR BE S 45 50 9 19E I NUEPEDT IgE S reFEdLig, 454 FEAmHIIaEr 4
BEEREA(G) Eo — R THLERAGIN T AERD B LA H B DBk 244 3% AERD
FEE T B Mg B S S RIS 1) KT, T O It o 00 ) gt AR S [ e i A P P 0 /> 0, 38 B 9 T 42 il R A
TR RS GE [22]. I HAE Lang 55 ANl KR B —BRE L ORISR o, 11 4252308 58 i 1 BT =) DR
B TEMEBENL A TC R B S BR B HTZH N 7 AR, 5 NFER &) DU BB ()5 P T i B Y 5 AL
O3Te A 2 A2 A M B, IR B S BR BT AERD 23R 7 i AECH R 350 A P W o 80 s 7 T i
BEBEINP =0.04). ESZE I BRI S AERD 5 B & VUM RSO R AS B S0 10 535 Dk ok,
FBAZ 2 AT LA S Be ] DT AR G B 3 il Bh v T 7 23]

SR B L BRI A R B A 2 2 BRI ACRER, £ E M MAYE R S48 R A SRR AR
L g BT N TR R A o LA S 1 DX B vy, 490 a6 3 A A s i A A R sl T e o X, VAR B B ¥ B A
BB R BT KU I K, AR — e R BRI Z A, BRIKZ 4h, Rocky Yang %553 & R I
— %4 T1 % 1) S B B M () FER R MR B — R Dy Bk AP S IR A B e )RR 5, B2
TRBE OB S, EIRGERME IR SR, ERieiziE, MG . RIREOR
K, PEHERRAR PR R S AR R S, 2B S B . 2 SRR 1 22 SR B R A 1
DR, BBk AU/ E Ny — P e B hUAR, R AL — AR AT A, BRORTRAN T Bk Ak
BRI LRI [24]

3. AERD B&EH)iSHT

A =] DT AN R IRGE SR KW eh, S5 5 IR PR e S A, xR I R gt BEAL
e xR A SRR A T U N R, I B D SR =] VAR A B iR 2 [25]
1) R SREE: VRN S T 1 E SR 2 15 T L2 09 AERD [ E 2L, G455 iR NASIDs J5
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SR BT TE] . BAER R IR . M ESRRE . BB N ) SRS IR NASIDs 25492 8] 1)
FHOGYE. PEBERIZ . I BCLSE, DARCSESE S BN 32 JF B A BT R 25 2 K.

2) K[ =] DT AR FFEOR SR s BT ) DT AR I8 B A e A 8 A 98 2588 BUS B I S AR AE 7. B =] T
MR RUEE PR SN SORE RN B E S DY R SRR AT O R IGR B, FURFISCRE K
RIS T W 5 AR R TR I AR LG, B =] UK C1 R0k 058 (oral aspirin challenge, OAC) 5 &
K BT, HERIE, OAC MBUB I FIARs P 43 il 9 89% AN 93% . Bif ] VT AR S IR I B0 (1) BB M 2
i, 1615 OAC HHEL BAMMARIRE 1 o KB e — PP o 22 4, T f] B 7 2Rk Al 58 AL NASIDs i
P . TCWHAT TR BT S FCARBOR RSS2 F & MR D L& F M E R &I T
HEAT, DAOR A n I BREE, S O 50 1] NSAID 15 4 i i 85U i

TERC, T E] VCk OAC, AT B — KRR AR B0, 58 = RARH B IERIBT =] DAk, it
73R Ml Th BE AR LLHERR AN Fa e IR IRES, B 1 AP FH 1 S (FEVL) /N T 70%0 TRNE B 1.5 Tt .
1.5 & 2 /NIEEAT — VS IR BT =] DCAR (71, 117, 312 F1 500 ZZ50)HIDUE ik X T m IR sk ol 2 /b
NSAID #E#U B, {HET R ILAR OAC £ SR E1 R AR B, T4 T R 2 7 s b =] G ARk (650 mg) .
AR — BT = UCAR 5, 45 30 40l & —Ik FEVL. HBUMIGEREIREE FEVL M IELL /KT TR 20004
AR =] UC AR OAC A BH 1 S

X TR A VOSBRSS, 8 i 5 A8 i g 2z IR B =] DL AR AN 0.9% 4 2 #h 7K (11 300 mg/mL) ¥
TR, SRAT BB =) VTR FE b 5 S - 50T =] VE AR S 0 R AN R S R B 8 . FEVL TERRIRSR 5
10, 20 F 30 73BhfE ALl & . AR AR ER R =] VLAR f5 FEVL JE48 T FE I 20% 3 FF AERD K2 .

4. %5 NASIDs BH R M A FSIMR IS

B AR e A v LRSS A T 50K R Bl ] D AR R R B 4, B AT — A SRS R B T e AT AE 2 )
NSAID JRR N 7 THI A M, A FE g B I AL 2 i B X 36 (Basophil activation test, BAT). IfiLi& B <&
. RIHEPEE H D(Surfactant protein D, SPD)/SRIE IR EE . JRE =) E4 (LTE4) KPRk 40 % 4k
I8 (Lymphocyte transformation test, LTT).

W ol 12 s 20 PRI 3 [26] 2 FHAE X2 o A MR S 0 AR5 e e o i A R B e 82 Py S5 38 A Ak 7 R e
Ji )5, CD63 #1 CD203c Anid MM RIAH N . B Bl m] FCARRIAUGE S BR 1) BAT BBy 58.3%, Fi5
PEN 93.3%. AT, FEARFIEE /347 L RHERR S T BAT 7EIG PR _LHINFH

Jakub Novosad S5 W 7L R, MG EEE A5 5 IgE K. BEERIMERIZEHIK A OC. ATk
BUIBIT A I CRSWNP B 5357 (1) B I 2R 1 /KSF T e i e Iy i B 2 1 107 AR 5 B B R Bk iR T
4 JF CRSWNP (182 R £7-7E i 3 FHOC[27]. VG B IR AR SRRV T DL AERD 2 Wi it FF o

PR =) B4 (LTEA) R Bt 1 =4 (CysLT) ks e R 7= 41, AERD B 1R LTES WK LLFa
FER ATA B35 3 £5[28]. CRSWNP B S NET ARG, K LTE4 W R E S, BT a] VCAREUR XL
&), JR LTE4 ¥R 2 £5[29]. IXLLAESE LTEA S -T-12 Wikl =) TR o S ) 4 S5 P AV gURR o ] ] T AR
WOR G RIH LTEA B EE R T 241 pg/mg Cr, KBESE AERD FHYE, RemtEl 92%. 2R1M, KZH0lE
PREE B3 AL &AL CYSLT B 4%, RIS IRAS B2 Wi ARG A R, (EATSRITHE T —Fhze & 2 ik
AMALE[30]

5. INEERE

i ] DT FE PR B I AR B i, 90 K 2 2R S FE AL PRIkt B RRteE, HWtE R
A%, EITHERER, AR R H T8 Z 0 S R AR AR DU I TR Rk, HL BRI =) DE AR A
BRI A S, IR Eaw MRS RS, ATl b & LA S PR IE R K B 2 W
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TIE R BT SU e fe & Ve AT £708, (HIXLERE FOIE A 52 B AR, AN BE 2R Se M RE R =] DL A 2 i
WRIE IR AR I SR AL, JEH AT rp B (0 I PRI T 5 A 22 1, IR WA Rk, S B fig )
ST )t o ] DT AR SR 5 SR I N SRR R T SR 97 A Bk, 3k i BRG] =] DA 2
WRIE PP F8 A AR UK, RIS ™ E I s R B TR A R R DER BT 9 A
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