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Abstract

Asthma and chronic obstructive pulmonary disease (COPD) are two prevalent chronic airway in-
flammatory diseases. IgE production appears to play an important role in the development of both
COPD and asthma, as it has been associated with respiratory symptoms, lung function, bacterial and
viral infections, airway remodeling and bronchial hyperreactivity in both diseases. The aim of this
review is to summarize all current data concerning the role of specific and total IgE in COPD and
asthma and to highlight similarities and differences in view of possible therapeutic interventions.
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1. 518

I i K11 158 424 L 5 1 i %995 (chronic. obstructive pulmonary disease, COPD) /2 # WL A8 1t <38 4 5
EATTIFE [FIRE S % B 1gE (immunoglobulin E)FRESPE IQE /KFFFmi[1]. BERG 22l Th2 K74,
WANE R0 M WERR KL ZH MO FT CDA™T bk E2 4 i 55 22 M 28 MEAH AR 4B M R 23, 3 58 0 5 0T v e S VAR
K, KRB SRARERE SSEES, HITEESRZR, S8ERRETMER, —RERNGE
R [2]. 1 COPD 2/ Thl 40K 751, CDS'T hELZHM . 05 2 ffa A v e 4 it 452 2 o IR 1
AGHH 25 0S8 S5 i A8 1 2 e, 2 — 2 DLARRUSZ SR RFAE (B, SR A2 BRAS
AT, RMATHERE, RASEUNTEE TR, —REFEN. W S K(3].

2. BEREFN COPD RUFFRITE

748 I8 A Mty (S S P i ) 2 i L PRy SIS 2R, L R0 5 ey S M I B O o T B I A
BEIRKZ 2R, i H, BRI BB EAT R ARSI P I, R A AR o e R
FEARRR[4]. UbAh, GEEN VST AR R R I B G v b e R B G A A R L [5]

Putcha S22 0 T &K B [6], SPIROMICS BA%IH 35%1) COPD i34 (N = 403)fil COPDGene BA %1+
369%f1) COPD 3 (N = 696) tH IR R4, BIAER 5T skl Hi st 10 s oy A2 Ah i B0 b (AT — P A2
. FERANBAGI A, COPD AR (14 N MRS 5 e REAE (BT 12 COPD B3 B 11 R ARk 35 AT
TE X)Z [ I 50%(1) S .

ST ) — U AR ST UE A 73X — & [7], BPS5xHAHEL, COPD M #f T 2 Ml iR ({ek . =

AN AN FLR) N, AR R R IgE AN, ST, BRBT ST RIUE ] COPD R UK
KA 5 COPD %% GOLD 4 #A(MhiZhRE) 2 (Al (1 OGER, (HEA SEUBeRAs COPD &2 I I H B8 Z IR IR
iR, EPRTE . MThRE EAUEALERI N, thAh, SXTREAAELL, SEUeRA COPD B X S S H R
P B RESE N, S =AM S EE (R E . B RS HNAEY IgE KN . 5
HEERY, FNFSAYRRESERKFE S COPD SR R IEMX, SiThis R 7K, EHENTS
A 2 THT % 3 BT et 0 P 7 RV

AT FHA[8], KT COPD 3, it IL-18 F1 IgE 7K F 55 /= EALE AR ¢, I H. IgE
AVIL-18 B~ vl BE SRR 9% IL-18 & —FhdE s EE R RAMN 7, nIA-FIRGERM, mTREapEE
IgE 7KV 17, e A% i 5 S0k . SR, TEZAFFEH, A SRR IL-18 Al IgE Z W) B #%
FHOCE, X AT RESE A B /NI 5 R S 801 (30 44 COPD 3, 30 4 {dHExf i),

1961 AFAi7 =4 H AR A (9145 H , BN A1 COPD A4 3L [R] 1 fes B i —F PR 21, 468 A v SRS M R BV 12
PR R ICR TR R, R FE TR, $Hi b, f£—4% COPD B h R SCAE B Th2 &
IERE R R B RAE R W, HnT fig 5 e A L R RO LRI [10]. IXEME Th2 T/ UTE S RLAE A I I
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PR 5 f) COPD & B v REIR 2. Bozek S5 N5 H, EEMG 1 COPD H/A7E R4 R+, X RESR
B Th2 A1 Thl 4855 71X Lo 1) G % s [ 11] .

3. MERGF COPD RU4E R M R B

SRR, 1 28 LR AT BUR RS 5 ) L B IR GE 3 85 B G o0, 41 LI A ™ E g
W T JR e U A A 5 80 L 3 5 e e D Mty B DX [12] o 75 53 B G AN B 5 2 T) ) Bk R IR AEAS A B,
KAV 22 993 25 BT 51 R I e SONE, B FE BT 6978 05 JEL AR IR R S P 1gE 1972 A2 [13]. R, Pt IgE
YEIT R UE B AT LAy b G S R S A R A

JREEIR G AT LK Thl 400, CD8 4 M Fl A PR R0 40 55 LM At i S AU 5] 2 S8 hEdBAr, IS5 B
FHEBUR L. AL, R 2 5 U S )2 AR 3k, FER S 2 M RAEN I, B TGF-.
HR PR 2 S B RN 2 PP A DR, DTS S I ) B B R . PRI, R mT RE T R L b T
KB I 2 ) 7 A A S S, 3 T 3 BT AR A B RS AN T Rk 2k, 38 0 =0T 2 A R M SR A P XU [14]

AR, HEOS TR a1 A 1gE P2 AEMINLE MANE RE, (BRI R, SR, AR E
BRI, HUREE Th fw i 5 S AT B AR A Th2 (ARSI [N, s B FNARE R 14 2 (8] R SR UL T d it 7=
% 1gE SFSIMI[15].

W AN I 18 4 5 2% (Respiratory Syncytial Virus, RSV)IE I Th2 X2 85U U E[16]
HWFRERY, RERRG AN 1gE 7K RSV AEIR B ™ HAFLFE Z [AAEEA GME[17] . £ AR S (T 6
AN H R E RSV G TR EAE B 1R IT %8 L R i (4 AR 39 I 13 20 £%[18]

HH AR B — R R e N SRR IA B 5 1Y) LB A B A R B 1) J L3R B vy o — DA ST R B[ 19], SR G RSV,
R EEIUBREER 3 N LA )L, H Th2 4R+ W0, X EE RNA WK IE 5 fEHE SRR
LA ) B8 77 77 A AE AR . —T50%E 90,000 44 JLZ [iEAT IBA A R IL[20], FEAEAZR H K A 403
A RN LR R () RIS I o AL, AR TR EE I HT 4 AN AR I S R 1) AR I N [21], X
B T B G 1D IR ] 75 B R 1 B iy ) % Fee R o B A A

SRR 22 IEdE R B, s T MR R SR e COPD B4 ) R B G &K . K £ % COPD &k n & &
FH 41 T B8 7 B YL BB 45 A B R, 40%~80% %8 i 75 B B JA 7 S in = 1 1tk BH 28 4 il 1% 755 (acute
exacerbations of COPD, AECOPD) I [A] 1973 &5 14 FP IR E B 4k [22] . 5 SEIR Y AECOPD #H L, A i /&
EAHRAEIR ) AECOPD HA RAEH IR IRE I A K [23]. B4, 52t ks /b COPD &
FHEE, SHEINEREE 2 ) COPD B AR E AR IIR B L T8 7 —1f%5[24], I HEEERIAES
AECOPD ) R AH 5 [25]

4. WERgH] COPD BY%F R4 A 4m s Rk

W Mty A VA B B e O, TEIR PR S TR R I, 700 ] 2 g 25 A T A I 11%) B8 28 A7 7 93 53 R 400 1 J
[26].

G v (R AT BR TR R — PP L S 22 EQRH PR BR B, T AR EE T A K KB ARSI e )
o ER M ANBRILEREE, TRBARSZ MR . BRTC AL T 20 20 Mg s EAE I E
ERRF DU, SR AREMEER(SE) A 2 V. EHEEREHEE =T, SEA M SEB MIFFERLF, Wk
IWNRERTUR, FOVEAIRE S T 404k p 8 L 2Rl B X 456, HRBORER T 43S 1h[27].
IXFRRINAL T 40 s 145 52 SRR EEA . s, SEA Fil SEB 55 % w % IgE i (SEA-IgE
Fl SEB-IgE), 5/ Dkt 2 KowHoe[28], eIl EuE B 40, WERRIERIAM . F R ARSE, =
AE SR B2 2R 7 A 20 PR R JX 2 I L B SR 2 ) 98 90 S 2 [29] o
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S O AER R B T A Th2 Wi i s b, ke v B 2R P S B PRI 18 1 2 5
H[30]o BRI I A B N AR I T AL R AN 55 7 A S 2 S0 Y ) B P i [3L] o 8 i £ 6 5 ot 4 3
] ) BR A 7 (1 2 B TR I IgE OBV o G IEAE R B [32], 4 b € 4 BR B KR Ay AR AE SR 1 Bl
R, 52 30 AL VDI PR s BRI 7E e A0AE N (121), FEAET= 24— RV, a3 shANE MR Th2 1%
PERNE o A AR B T 4 0 0 T BR 1 23 A P 2 1 1 P RE BELAS SRE IO U, 3R J0RE H I ]

SRR BR R 5 35 N (7 ERE BE AR DG [33], LA A A L W M 4 ) AT M AR o i H AT A
— T 7T [34]# SE-IgE 4115 COPD = Al COPD il Ik Rk, (Hi%A5 % COPD &3 1 id St vl ik
AT UL
5. BERRF1 COPD RS MMSIBERE, SEEVRSESRMY

AE ORE AT e OB PR RS R NG 1) 3 A R BRE . TEIS M SAOERIB T, HARERGS
BE, SECEAEERAMRAND, FONTEEE. Egikeingt, IgE @ik < F i g
(airway smooth muscle cells, ASMC)IMIE 4 i J5 N4 1% 2 [ A UTAR S s d8o e Sk 38 hn < i B 98 [35]. 4
ASMC TEfRSN R i T SR M ISR, e TRIE5E DA | B J5 2R 11 (48 /NI )RR 3R 1 (24 /N I
DURRER 20T - T IX LR ] LLdE R ASMC 252 T2 0d Bt 1gE Pk (B S BR B HT) A 3 1 /Nt i
UL K BT [36] -

BN AT b R A ERIA Fear | fT FeeR 1, S 5TEMRAE R AEFRIEEE . AR FR 1250E -
Fe AT A BB A i 2 —, AR b A AT AL RR[37]. PRAMIE RS REIR, FeeR 1 iG{LERIA
H5WER 1R . TGF-p Al RS AT 44 e A WU A 4E A . TGF-p AN R 3 1 (1K
ST B 2T 2 B2 B 1Y GE T RS 0, BE I e A K PR mT A 2F 4 BEAE G SR . FeeR | G AL A nl i <E 15
W VUG R RE SO N, (2SI b R RANE R it 22, SIEREEE, 5508 EW[38]. 1ERENG /N
B rh, JERRASTE bR AN 2 AR ek, SRV RIS A B SORE AN ARIZ E I N, T L R /)N BRI A
IgE 7K-T0nt A ZH 52 2 8 N [39] . 45 it — PR K & 1gE 55 e A= = A O .

A HE B2 COPD — N ANKHE. COPD B I LR B ARk, . SEBEMSIE
T WUZE S B (BB TR B e Wi (IR FE) . IR 26 BE RSN KGR bt 2 . B b fb AR o KGR Sl i
K LRFFI AR G AR, DL P RE 4 i 28 AE AN CD8™T bk T2 40 12 i [40]
SRIM, RERIVEXT COPD F8 <01 1 M A S0 1 TG AH AR 0. B Adh 1 o /™ 1] /DT I R LA B 3,
IR A e R DA B R AT S 1 A A4 P COPD B3 43 45 38 24 HI =97 T Tl

S e RSP (Airway Hyper Reactivity, AHR) SRR S0 R NV, S 80 A B ot & Aoy 5 R sl
R PRI R SV S s e, E BRI ATE I WL I RSO SR i RS SR R 2R R R
P S3UA I TUIE[41] . AHR S 30T BN (1) B BERFIE 2 —, & — S RN AT ) R S RS 1 O
fabn, JERTUROY NG E R TS A TS . AHR BORAENISIECONE S, — Bl SRR Al RE.
ThlTh2 J:ffi. PR AOE I IR R E ARG 00, HR A0 R N M1 = AR L TR, mT
THARB . HEIR COPD FREEAR T, (H P SO UE BUB A RTE O BAPES A 1S %, 454 Dmin/Cmin
Al sd DL KL S8 28 RT S Bt R R COPD fB 35 S0l I BEPERFAE, IR R IZ I RA T I S it nT 22
M 2. [42].

6. BEMRE

FERX R LR, FATK 1gE £ COPD A i (K F AT 14538 . 1gE X7 AR AR X PR 1R A
A e #REEAE EEAE . 1gE AMUZ 5TE RN Al COPD “UJE #AE MV UE R S Mk, T ELAE 2 g i
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E P R A G FOEE RN E SO N, IR SR RERFSE T . BhAh, BLHIRE
B S SR 75 TR AL R R 2 )i PR e i L & COPD &0 AUE o 47T IgE VR0 T Tl B i A1l COPD A & A
RN 22 A O A5 B [ B 2 h Lol PRITE FE B8R (198 0 30 FF . 822, IgE JINIRIEERG AT COPD 24t 1
HHALA, PUIgE ¥6TT MRS JE TG T R 4L 7 S AR 5
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