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“Asthma refers to the condition of subjects with
wide spread narrowing of the bronchial airways,
which changes in severity over short periods of time
either spontaneously or under treatment, and is not
due to cardiovascular disease. The clinical charac-
teristics are abnormal breathlessness, which may be
paroxysmal or persistent, wheezing, and in most
cases relief by bronchodilator drugs(including corti-
costeroids).” CFGS 1958

“Asthma is a disease characterized by an increasnd
responsiveness of the trachea and bronchi to a
variety of stimuli and manifeoted by widespread
narrowing of the airways that changes in severity
either spontaneously or as a result of therapy.”

ATS 1962

Asthma is a clinical syndrome characterized by

increased responsiveness of the tracheobronchial tree

to a variety of stimuli. ATS 1987

Asthma is a disease characterized by wide varia-
tions overAshort periods of time in resistance to flow

in the airways of the lungs. Scadding

Asthma is a chronic inflammatory disorder of the
airways in which many cells play a role, including
mast cells and eosinophils. In susceptible individuals
this inflammation causes symptoms which are usually
associated with widespread but variable airflow obs-
truction that is often reversible either spontaneously
or with treatment, and causes an associated increase
in airway responsiveness to a variety of stimuli.

International Report 1992
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Table 1. Approach to the Definition of Asthma

1. A survey of patients and review of knowledge: clini-
cal, functional, structural and etiological

2. An attempt to discover-- common features

3. Selecting a basis for primary definition
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Soll oleto] XAle] So| Alsld LA sh= 7%
7} gk

WHOoIA = FdotollAle] 855 Table 20l419}
7ro] ekl

oz ExAuel AFAE o84t gel=r] 2
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Table 2. Asthma Prevalence in Asia-Pacific'®

Asthma Nasal

Country Year Prevalence  Allergy
Australia 1992 12.9
China 1990 1.2
1993 24
Hong Kong 1993 72 29.8
Adults 1992 4.8
Taiwan 1974 1.3
1985 5.0 7.8
1991 5.8 20.6
Indonesia 1985 23 10.2
1991 82
Japan 1992 11 327
Malaysia 1990 138
New Zealand 1989 26.2
PNG 1984 0.0
Singapore 1988 137
Thailand 1987 43 18

PNG: Papua New Guinea modified
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Table 3. Different Causes or Triggers

Scadding” Burney® Goetter™ Barnes™
Allergens Allergens Alleergens Allergens
Bacteriafvirus Infection Infection Infection
Environmental Environment Air pollution Gases
air pollution Air pollution Weather
weather Smoking Smoking
Occupational QOccupational
Exercise-induced Exercise Exercise
Drug-induced Aspirin Drug-induced
Cough variant
Food Diet Emotional
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AL Qhent Al okeslelar slod AAlTh Bkl
AHRE do7)= 22 ok Hgt AHRY RE 317}
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miteol] o3t G A B2 7 A1) bronchial-chall-
enge?] Azl ule} ARzlol Y-S FF5Y + Urk
e mite] gE7Y 5L 250 wie) of2A) ¥e
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o $HEE WA a~6el 2 Ao W)
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o] 7ul) =k A, Towa study oS €94 A
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eczema, H|FoIAE eczema 3HAollA 249§
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2. Allergens
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o} gal2r] sake-73A, IgE 32 RAST 585 53
Specific IgE &2} Ao 52 allergeng Hohl:
8- ubSojt}. House dusts= 7H3 “E431¢) indoor
allergeno]™] 1% 557} 55% ol olulls o] Fof|
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Ao U2 fHES 2 Hobe dlellis o8] |+
7} 9k “high prevalence of mite allergen™ “high
prevalence of asthma”gh= 5412 o377} 2710)cf?,
aeh} 35| Wagga Waggar}”, n)Folale] 7
o1% Ak Foh Sl
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Al A ke & = ek 53 o2yt WAl
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Table 4. Aeroallergens(&4)

Pollens™ Molds Insects
Trees* Zygomycetes May fly
Grasses Ascomycetes Moths

Weeds Rag Weed

Fungi

Indoor Household™” Occupational

Mites Animal

Cockroach™ Ampicillin, TDI”'

Cat/dog/Deer®™>™ Cotton, dust, Western red cedar

Feathers Grain dust
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oAl 2HAs] 31E=lE BoFS HQlck Hom 52 146
o] Aolollq 4463]9] M-S WA AAZ Fob
o] 26%oNA= virusyl Rl olF 46%
rhinovirusgt}F* 9. oul] Virus BHASS A= 11%
BARE 26%0ll ]2 PCR 7|5 AR83bH Fdo]
A3 59~64%, S0l g 73T 4~6%lA &
2 4 glrk Do,

71 2]ol|X respiratory syncytial virus, parainfluenza
rthinovirus S5 £93F 71od<lo|c}. Wheezing?] 85%
A% Zhedo] BAls]l et o] 739 el respira-
tory epitheliaol] A4:%}8 G711} b-receptor function 2
£ antiviral IgE, interferoncl] 2}3} mast cellol]*]9]

histamine £1] 27}50] 2 F1Holeln 42 & 4 9]
o el 104] W39} 308] olellale] AALAZe)

744 E3k Qelojr| % &y,

il T

5. 49 3 ¥y

HALS- Aol glo] YukE o g ojjol] 3 Ao
H3s|3 glon, olzjdt 4k Wl e} vhi: o
20k & Zololld A1 25 ¥hd 1k 4:1 AR 7
o zhdo] S ofAfol|A] vl Es] LAATE ool
gt Seeigk ol uhelvle ofgich ok M &
MEe a2 F9) ), A st Fol o
710 Bod EelElar 35 ¢ Wolck UFH Kol
QlolA= wiol Hrhe QM4 Esjrke Hate Bol
531 9lor} olulE AL low class F-& & socio-
economic statusol] E3jl= 72E sk sl=A 3}

6.5 ¢

ZiAollA 9] EA-ol gjsled A7)= 7S % 7
27 3 wkolekar shlck olidh 491 A4
L. Az} ZrRslaL 9lew], of7)ellE toxic, pharmaco-
logic%-2- immunologic 7]A-& Ho|w glr} o]2gt £
Fo) A2 2R oF 2% A2k SR DI o
gt A3 2122 5%, coffee bean dustoll thsled=
9%, cotton dustel] thslod = 90% Z7)2] GHEo] &
< % 7 Joka sick a9l EARE metal salt,
wood dust, vegetable dust, industrial chemicals, phar-
maceutical agents, biologic enzymes go] oJ7]ol] &
&c}(Table 5).

QoA HASIRL] 15%0l4, vlFollA= 2%73
Solw 7ivclellAE 7hg &3t A4 AR Sl 3t
U= 5lo] 9ok, Toluene-diisocyanate(TDI)-2 Po-

Table 5. Occupational Asthma - Asthma Inducing Agents -

1. Animal-derived material: Dander, Silkwormsm, Excreta

2. Plant-derived material: Coffee beans, Flour, Grain, licorice(7}3), Tea Thuja plicata(2]4}H)*, Tobacco,

Wood dusts(western red cedar, mahogany, oak)

3. Enzymes: Bacillus subtilis-derived enzyme Papain, Biodiastase®”
4. Drugs: Cimetidine Penicillin*”, Piperazine, Hydrocortisone

5. Metal fumes, salts: Chromium“), Nickel, Welding flux
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7. Air Pollution

Zeljel] Eo] Ozoneo|u} Sulfur dioxide Sof) T3}
A3 3 oleit BeNEALE AEAYE 21
w3} oleid ATEE HALYEe] 2749 & sk
ghek 204171 FHF 52k HolollAE particulates2}
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St 7374, ©f Yot Faliel Alzte) BAloll o}
ol TAH R HH =] o itk F WAz}
7t BN e F 5 e Ax e S0,
SEAME sl A2 EAEE oIE Husln
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e Yo7

NO,¢} sunlighti= #}8-3}0 photochemical smogZ-
PAJgh]. Nitroge dioxide(NO2)E 23 uljodof| 4] 1}
™ AE710NA 35% RpsAellA] 45% 71 Ak

8. Weather/Aerosol

7} Aol ol BHE Zo] 91AE T
3lc}. Heat loss9} cold aire] &yjedA] owl ZAelx]?
Netherlandol| A+ &3 E4] vjghil= 3oj|A] A4S
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pollutionz}e] A W s} glek. Aol weba s
B4 e Slolt AAS4S HYR A4
A} 367 RAST 4 16613 FmiA) 2=7] ok4do)
40% 5o| o) 60% LS Hargk nf gk

9. Food
A} 0] ofwdt FAE QAo dhelod ok
#) Zheolld) =gt glek Naol 97} e AL
53] Aol A% T M-S ZAIALITR 6,

Sulfite 714 HA}L- 3.9~8.2% N4 WIS T w2 =
16% 7HAE H3sta ek, 7142 2 SO, F4lo
2J3t nonspecific 7] Rz}l 213} IgE w7 1A &
£ Sulfite oxidase Aol 2Jgt A2 kg B9}
AR WA A AHRS| ZEE FQvhaL shs
By% gk

10. Breast Feeding

Sfroll vldlo] fohz 75 2isdol gt AdHo]
ek 4je] BE} 74m S gl 9ol 66
%7} 18] cheonic 2-2 recurrent X1A)oj|A= 38%
ol gro] faafell Sihg Basta et

11. Active/Passive Cigarette Smoking

24 Fedsh A9 T wkee) Al ko
zAn} ek {219 719 ofHete] PAllME |
Ae) FARA 712 Bl whgo] Z7kslo] ek
FA# vl5e] 71=7 vk BAllE Esla
AQlollAe] HAlo] Fadzt wteA] 22 AP} Qo=
FAE TEA gk A3l nlsle] HASkA ellA
= 4] A3 HAEE 9o B Fde A
G4 22 allergen sensitization g A=A+ 2o
deHA Qlek rEdt FA-1E} FokEo] e AS
7F wront 34 LEAlel] tisle] okl uhgES &
WEo| =2 2L ok ey Faxke diAHlE &
A ek 24 Ll Alol] tisle] el 2 59
o} FA A= 2 REhg A7) 4RI wllel] asthma
FHES 2k A o]Foll= Fdo] 71HA ks
7} qdgs]o] glovt sRRRgIE Wlleln 7|15
AghE 712 o] A 2k FAE wHelAl ¢
o1} AAje] QI ofolEellA oo Flell =
29 o|¥g Holat vk FA= e} sl
olol 52 237 Zodo| A5teA Hew), olFe] vz
AA 9] Whg F7HAES Ydoka Az

Kt ogle r

12. Emotional Influence
Emotiono] &93}charE 3}A|9r AlA|E psychiatric

3-2 medical report= oF% #4Jo] psychosomatic

diseasee}rys F8sbA] ok=r) 19691 McFadden2-
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Fig. 1. Inhaled fenoterol market share and annual asthma mortallty in persons aged 5

~34 years.
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712]ol] aspirin induced asthmal} exercise induced
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MORTALITY

197003 ikellA] 19808 SRl 2 UzlollA]
AgEe] S7RE vt glrk. Vzlell wiel ohE righe)
A2 ohE A gdell Qe A7 ol kA ZAdol
7193ke A7t #h= FAIE kol At Aok Az

ThE o2 Agell tislodi Mg do] Ba

ZRolct

Aoz Qg Age| & 7 ke 3 olf+=
ZZ9) A4 FHE0) 5ol S Aeleke Holek. &
A o]lfEx AP A gell & Aojzke Aolch
AA| 2 7hbcke] Saskatchewan case-control studyol] 4}
= A3t ool o] 248 Boto] A AL steroidA]
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