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The major function of the respiratory system is to procure oxygen from the external
environment and to eliminate carbon dioxide from the body. Ambient inspired air contains
many gases and particulates including microorganisms, organic and inorganic substances.
Pulmonary defense mechanism can prevent the development of lung diseases by resisting
invasion of pathogenic organisms. Although the pulmonary defense mechanism provide
an ability to protect the host, in some circumstances, they may contribute to lung injury.
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nalanistleatiivearon

veafimhiigdglunmeld niriweendian
dhgsumeusziieuiamivenlasenladeanly a1me
Ameladnlugismaszneuannueswfiysiwdalsa
Auazaas 1Idundduszefiunifens q dnfuszuy
madumelidediosiinalanstesiwRel¥seadvan
fuflufin atholsfimunslnnsiasfudmsneiafians

Ymaamsaiivan

Aavndvnldamafusueennd weden uaznaln
doaflusungildtinmeirmedielaaunadada
Framela()

aslanstlasfurasteserssuunldnaouuy
wu siaduwzuaslaidume wlaudwmaneime
Wiwmadumelagmuunassmme (Hudu®34) 1y
Afazutisnuaaed 1

Table1 Pulmonary Defense Mechanism

I. Physical mechanism

1. Filtration system

2. Mucosal adherence and bacterial interference

3. Airway reflex

4. Mucociliary clearance
II. Detoxification mechanism
1. Enzyme and nonspecific soluble factors

2. Phagocytosis

3. Humoral mediated immunity (HMI)
4. Cellular mediated immunity (CMI)

1. 32UUMINI0Y (Filtration system)

nnlnduusndanisnsasuss iranadeaglu
amadmeladily delszmatnannd adelulk
nnfiganhfssild nsfwsdufesmadumels
fa@aMuudu (tight junction epithelium) wazn13
meuwwawaa@auv‘h‘lﬁw15°7'1'a§121umn1ﬁ“ﬁl\1mn1wh’1
"llJﬂnﬁNagjmua"mdnq 6?\1u6iagnwﬁaqmu d9019
JJuwuy impaction, sedimentation, w38 diffusion
Fuiawa 3819 enuvmuivess i wosinso
vpantsmela(5:6)

14 Impaction smsfifmwalngnh 10 luaseu
waefafarmeldd wulolow, wonlaudly, Tswef
lasenlad \fudu azfnagmeluayndsfonaynuss
sirynmradli) edtmnadndszanm 10 luaou
sl duscoudaiiupiledimndwes nasopharynx
Tesusnderrasnmifiasnnmszusermaiydoufiams
Fafuormadnudl lunseasuisfiamauia 10-15
luasauagimamten ussfrimdn il zanension
carina (faufavue uennNiiUTzInm 20 109813
Afvwadnnh 2 luaseufimz@alagds impaction

She

1.2 Sedimentation funalnddgyvans
aua 5-0.2 luasauanaglunnaasu(® anrzus
axmadhnseasudnuiinareleaizidasinsing
spsmmatasnauazissaduiuszioy (slow laminar
flow) iesnniufimhdnvemsansunduanninli
ANUUMUBARI °uwﬁawma'lm‘iwLLsoTﬁutidaa:ﬁoq@
Wsnanssuunseasn uszgnindaseniylas muco-
ciliary clearance

1.3 Diffusion sthdmmdnnh o2 luaven
Winuiafieufs  SnISauRuuy brownian motion
Ak ldanluntsgesuld adrslsfiaunui@ifes
207 109F1IINA 0.50.1 luAseu Ansdsagluren
smlngazimdieanmunmiatewlnvasing®)

amnnalngineiie i Twueieuesuraen
fioem 300 lumeu udidwhguinmasnann swma
emasluagenald TanSoadaumlufunszuramea
I@mas,ﬂLtﬁams'ﬁ‘ﬁwmhnjndw 10-15 lunsau 1w
aroaunwrs ldidnlylunsansy sisawe 2.5-10
lumseu U B8m wanlunseasy 81310 0.1-2.5
luatou wu FanauazuuafiFoorasdlubgeauls
mueTR 2 uay 3
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Table2 Aerodynamic Size of Airborne Gases and Particles'!

A. Gases — SO, O,
B. Particles
1. Organic
a. pollen
b. Fungi
C. Bacteria
d. Virus
2. Inorganic
a. Cement dust
b. Metal oxides
¢. Tobacco smoke
Table 3 Particle Size and Site of Deposition®

0.0001 — 0,0006 micron
10-100 ”
3-100 ”
0.3-15 i
0.15-0.45 »
3-100 »
0.1-1 »
0.01-1 »

Particle size (u) Deposition in Respiratory Tract

100-5
5-2
2-1
1-0.25

< 0.25

2. Mucosal Adherence and Bacterial Interference

ﬂnﬁm:ﬂuﬂmua:a’maﬁm%au.unﬁL‘i':li‘rmu
anmne$endi normal flora® Fmuiudeuuafise
nfuauALY 2% (10) u.ﬂ'luﬂuwum'a:wuﬂ'mrsa%’e, Wi
aglulsanenalesan: ICU wialdsfBwue e
fdalauuafiansusuinedvagnnin Gunh colo-
nization Ynl¥Slamaddndnlululaaifiansdade
1000 nalafuuefiduezanardvegldd amzAaiudu
Specific binding site LR LT wuhdauuaiisy
a¥usufid pili mmmsmm"ﬂeﬂ.ﬁ(‘?

nalanstesiulilfiFalinunimesfavessrome
16un salivary flow, secretory IgA, lysozyme, secretory
glycoprbtein udgsdufiu binding site, Fibronectin
ulisduluensingfaguwitvesradyia(® uee
bacterial interference 310 normal flora 3cflasfiu
Wilwdelsaduanadelagnatnde 1 ol (14

2. wisewsnngalsn (interference)

9. wisdufiu binding receptor site UWITAN

(tropism)

f. 8¥19 bacteriocin Tmpuuafideiu

3. maduldimeshagifuinduueudivedd
MUTITNTG
3. Airway Reflex
§swranyssandy)
lunsaasy trzneudissruuthrmmdafimetszam

nalndalud@tosiulalw

Trapped in nose
Deposited somewhere proximal to alveoli
Can enter alveoli, with 95 — 100% retention
Stable with minimal setting
Increasing alveolar deposition

arj‘luu?nmt‘ﬂ"aqﬁﬁm‘w"om:ﬁu wrenuiindngszuy
Uszamnaauissninaafulssamniy, ifudszam
phrenic 'léiun .

3.1 AMINY (sneezing) Weindafuamloey
fidnnazdu receptor ﬁ'ap:‘lmgmm: nasopharynx

3.2 Epiglottis tlasiunmddndhlulunseany
wunauUndiveunduafindlemsd1dnuszain 50
ﬂu'l‘iiﬁ'l.itiﬂ“nﬁa, n wiallenuAaUn@ues epiglottis
feilomadrdninninishesenndadeludenl’®

3.3 mIle (coughing) dunnsdueimeean
Andaaadaniiiago maumnremﬂa receptor
fioglup, nsaudns uszwoaany v ldwinladndn
sudalaaudameleeenviufiume i epiglottis §allang
vldanudululeagauinndt 100 aw. Usenidle
epiglottis 1Ja anudulunssasudrnaiunarili
enuduludsegsnilunseanuuas nansaasuliuauag
fana insvaseimealunaeasuazussuaziivinlwdy
falanuseueanlumeventy Welillimanzuutheam
viontandiogeuuss asinbfnmlelailéne saanfenuld
COPD use cystic fibrosis luswisaduisunsoan
Wduaiorariliimunsinfonfaundvludmeden
vlﬁ(w)

3.4 NMInAdBINRRARY (bronchoconstric-
tion)\'”) femelamafiszemmdas quozans i
Tulunseasy a:ﬁm'smﬁwamaaﬂauuaxtﬁaquﬁomu
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A laudunua mesasufisiuiesassfiszrim
Wl ludlen wensfidinnadmemesasuanniinly
paflunaiodu Tsafa liswnsodrdamunzeen
e
4. Mucociliary Transport System(18)
aw'?‘l'mu'lm”n‘lﬂuﬁoﬁaaéumﬁaqmamm:
gniusanalassuidin 4 CETRIEY wfauﬁugnﬁ
UnAqueg (mucociliary transport) #ademdnsm
ﬂf:nauﬁa"'m‘m 2 dznnife
n. vadydidiinadn 9 (ciliated cell) w88
yhssmadumslainmesiafiddyldun ciliated

columnar epithelial cells, goblet cells ﬁﬁauﬁ’:ﬁ’ﬂaé .

Wduldidaudsdnzqniawissuamuudouss euilndd
goblet cells unzdpufiadmuinlunsansulngudiites
lunsaasudndutme udszioadiiudszaim 200
W Fofleaem s lueew e 03 lumseu melu
wihznaudnlulamysesina 1 ¢ ussagiay q
o ¢ vlkdnmnfenlwlasordndenuam ATP
TunwadaitesiuligAamadmuniedasanuga
Ussanoh 1000-1500 A adaudl

Y. t'l'aﬁ'ﬂﬂa"q (tracheobronchial secretion)
il mucus blanket Unaauaguwwsdidainmsuan
19977 goblet cells lagnmIszampifniiaissd 0.1 us.
Lm:vsé"qaanmmnoiauﬁ’:ﬁﬂmmsmuqummﬂs:mw
w4 wa. wennnfifalden Clara cells Foaglu
respiratory bronchiole use'l¥31n transudation 189
duszinfeuiffuruesninnmdenyinasfimuad
2ENNINAABARNTURE 10-100 . Usznaudinin
95%, luanamwaidn 1du Baalasled usclaags
walngléun Tvdu erduslaiain, Tusdu, nia,
fiaadn, 078w, wwulsd (Judu mucus blanket
Usenaudn 2 Tu

1. Sol layer flu periciliary fluid ag@a
fuwadyfs fadmiseaninan Clara cell use
transudation

2. Gel layer agfuvwiluirdiandseaniniin
goblet cell unzaanidadlassshraiulnalalusdu
Bausaiudaladalninsslalasiauvaud

m3lnsuasliafe (rheologic property) tiiu
Ufisaszwiefidniumsfaud diuiy  viscoelasticity
ua:mmumﬁ'mm:au‘naoﬁﬁaﬂszmm 5 lunteu

YAl

mflnwmﬁaﬁauﬂsﬁumeﬁ'umwﬁwziu (elasticity)
wiwthnnduiuanuniladiu  (viscosity) uns @fifde
Sanduiosnwiladuindu wu maznmiy, Slne-
Tolusduwia DNA anndu (mamzifuvues) vinld
I lnaRaUnd Un@enufwasmsnalunssasudn
0.5-1 wn./wifi lunseasulng s-20 an./wift dabu
Tawvia s sfianagunRanseasusz gniveantmelu
m 24 $alug

smufiamindvans inserufiennbiamanssaiug
BTt na"umnmm‘him‘éau‘lm (immotile cilia syndrome
\iw Kartagener’s syndrome, cystic fibrosis) w¥e
e aflufwdauu (ciliostasis) 11w ardade
v atuurd fudu

1 B agonist W8 methylxanthine nizdu
#1189 mucociliary transport a3

5. Enzyme 110Y Nonspecific soluble factors

W stomimamadumelafuminn dhaw
iy @veA alveolar surfactant ﬁaw‘h"oﬁqmauﬁﬁ
Tunndeduuszimed wensan Agdgldun

5.1 Lysozyme'? tﬂutau‘l‘nﬂﬁﬁqﬂéﬁﬁmu
Felin Taseengnivsiadumisniafoniedau
s mtsznauvewiaraduuaiise Sefssidauunfisy
rfumnnnhndusy dissnnuuaiiduntusuidulaly
Tusfudnaguaguanmiaesd uwithfueuduadfuny
aaunwdandaudeasiiseuuefSeniuauld uanan
&ﬁdtﬂutau‘l‘nfr‘(’;ﬁ'ﬂﬁtyh lysozome W phagocyte
fsuAudwanUsey

5.2 a, antitrypsin(*?) Hudwlodfnnn
fufaduwlodvewuaiids wacdufadwled protease,
elastase ﬁvsﬁ'aaanuwmnﬂgmaqﬁ'ﬂmﬂa T
Wulwd collagenase, plasmin, thrombin W8 chemo-
tactic factor @19 q Watlasfunsdnisurinmadle
daannduledmanin_ H1319meme a, antitrypsin
:ﬁw’lﬁtﬁaﬁaﬂgﬂﬁ'\mmﬂu pulmonary emphysema(®®

5.3 Lactoferrin®) {fulihdufifumén s¥
mndndimusciadalumlamasasy Smhiiguing
WSydvulmeuuefideddeddindnlunmaigidula

5.4 lsfuuscfalalndusmlsdlug sdand
RunTonany  (detoxify) maeﬁw«nuazmﬁ’;mulwﬁw'lﬂ
udaineslasanloddass melwinsoidunrauds



M os1 el 7
n'm.;]mu 2530
g ilunslasTusiuuscSolalndugnlsd 49
flu polyionic organic molecule(zz)

5.5 Pulmonary surfactant'® flug1siafou
gesy thznaudaulalylus@u v dipalmitoyl phos-
phatidylcholine (w38 Y dipalmitoyl lecithin) vin
nﬁﬁ'?;aﬂmwﬁaﬁwaqqmuﬁaoﬁuqmuuﬂu WA
waiflu Opsonic, bactericidal activity

5.6 Interferon (IFN)(24) Wuldsduniolna-
Talstusfunnassignmszdulestate, niafandn,
ioulanendu (Judu § 3 siefle a IFN s¥9an
Walshmm, BIFN shwaniWlbmed use v IFN
8§93 T lymphocyte wuh IFN fanuddglu
msedmndadelty Welimthlhwssévioudn
wadinszafousends IFN sonan lWiufy Gang-
lioside (GM) ihvm.,‘ioaguummaemaﬁlnﬁmm
m~éiu1ﬁunwmmmlmxau'l'nu adenyl cyclase (/8
ATP \u cAMP ufafinsshalusiulursdifiuiin
Fatusduf Sl sl e sdduussni giavla
aolule

5.7 fniuduylulnayfuuazaaandiaun
sz lumeando
6. Phagocytic cell(®)

adelresiunslufigamanealenstgn alveolar
macrophage YUfiu lagvumun1s phagocytosis w9
nnszdui lasfsnndealidunludeadarimg
\FolimfwAenmdniey (inflammatory response) wWiau

mafinsnmazdudninleing B uss T cell iagfiduiu

(immune response) §§U phagocyte fid 1¥gyha

6.1 Alveolar macrophage (AM)28) (flu mo-
nonuclear phagocyte ﬁaqm:ﬁ'ﬂm&aﬂaa nnnlulu-
"oflumzusTsfied sifuifasmlumzgn mahzino
15-50 lueau moludslawmawsl azurophilic granules
drzneudmndulodnaeriia 19w lysozome, neutral
protease, acid hydrolase (fluéu AM Hasrunenim
chemotactic factor S miunszduialasfla aunn
fu 9 'nmu‘ﬂﬁﬂfoﬁﬂ’:mﬁwﬁty'lunﬁﬁuﬁmm::mmm%ahﬂ
#fee AM § receptors 813U Fc portion 1849 IgG
usz C; Mlfisduhzinmmluniiuiugsdn (Opso-
nization)

whfives AM®) Wudfrdaradfnund e
voured Suiwdalin Faulsnseufidnliluden Tos

nalnnutosniivenlon 577

mm:téahnﬁag'lumaﬁ (intracellular organism) \¥%
WoTaul i nwis chemotactic factor (aRsge
falesslkdhuatuinimedalinfensdnay
o AM ﬁuéeuﬂanﬂaauuﬁ'zmaﬁamagﬂutﬁaﬂamﬁ'a
SuiuFa)antsaududely wiandoufilufmesasy
d'mﬂmmﬁagniuaanuﬂﬂn mucociliary transport %38
wdawlfadaminndeslndidse Hliiminicdugd
Aufuuuinmz Tl usuausudanliiuiainled
WariIuaudivedd via cellular immunity T AM
wfiilu effector cell lwmInauauasuuy CMI un
AM faflunnvlunsmugunisaeusuasue)iduiv
(immunoregulation) \Judiu

6.2 falmia) Undluiiateatitalmney
toy fulngeglunizusiion (circulating pool us:
marginal pool) mu'lwi’:l'[ﬂwmauﬁn's11¢aihmumn
utanilu 2 viie Ao primary granules (azurophilic) 3
fdulaiwan acid hydrolase, neutral protease, myelo-
peroxidase, lysozyme ({uéiu use secondary granule
(specific) ‘ﬂlaﬁ lactoferrin, lysozyme, vitamin B,
binding protein t{udiu

whflvasihlmAsfaivindelsnfifueudvedd
wiansundamiinz@naglagauimns opsonization
wmzfialmAsdl Fc ust C; receptor afuuiin dumeu
nsduinvasialimAs Gudules chemotoxis Bofiers
chemotaxin findseannnnifialsn, AM, Aouwdiam
mziuliilmAseannndwdoanagluigoiu dean
# opsonization 18 opsonin fia wauAvedfuazaou-
willuurl w8908 phagocytosis U8 digestion @13
86y

YUWM3 phagocytosis Wne digestion fidu
aaumudduad

1. m3duTEwihed swsnyseuiy receptorﬁl
agliuuﬂ’l phagocyte

2. Phagocyte & pseudopodia lausansay
vy

3. amiudnlwesd (internalization) diadu
phagosome

4 Srmdeudenine phagosome iU lysozome

5. Digestion W8 microbicidal mechanism
fuvaunts 2 denrs

5.1 ﬂa‘ln*ﬁo‘luﬁml‘h‘aanﬁwu (oxygen in-
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dependent mechanism) fialfianlalidre 4 lasaws
lysozome ¥meidalsn ifudu

5.2 nalndedac¥aandian (oxygen depen-
dent mechanism) m3l¥eenduudaufndefidenh
respiratory burst 1088 hexose monophosphate shunt
Al ey superoxide, hydrogen peroxide W8& oxygen
free radical GedAwimeoidalan uannniiugnien
szwhaoulard myeloperoxidase fiu halide anion usz
hydrogen peroxide 314/ oxidant ﬁquuﬂ % hypo-
chlorous acid W8 singlet oxygen Fafumminmedalie
1dann (@)
7. Humoral Mediated Immunity (HMI)

7.1 Local secretory immunologic system(s)
fio secretory IgA ‘fotﬂuuauﬁuaﬁﬂﬁm‘ﬁauumﬁaq
Aadaudayn madumelaguuuuaznsaasu(®) 1gA
s$wan B lymphocyte wuSnnuiiadedauindadiu
vSiannfe Waldeyer’s ring uazludu lamina
propria ¥84Wa0A8NIENI1 bronchus associated
lymphoid tissue (BALT) @swumnnluiframsansy
uanuanILasnaaasuuUae® Fndy secretory
IgA W dimer 193 IgA dadefudan J chain
Uy secretory component ¥1l# IgA lignvinme
lasiowladidng 4 secretory IgA wuminlumaidu
wiglafuuuLasFIunme ualuuInamadunisla
fume QsuRENL IgG i IgA Swihfisung
Sehnitelidanmgniveanles mucociliary transport,
ﬂaoﬁumiLm:?m'uaat%aisﬂuuwméqﬁma:ﬁ’]mm‘i'o
HuRwvesdelimiiuiu

7.2 Serum immunoglobulin®" &msnmilu
1eG saniadariwmdhlilugesy (transudation) wu
ﬂw&wé’nqmu (alveolar lavage) wuiilw IgG w1n
m IgA Lf‘la AM processing W8 presenting Lau-
flaul#iu B lymphocyte a:ﬁm‘sn‘s:é’;u‘lﬁﬁﬂmﬂﬁyu-
wlasunzifnimauves B lymphocyte ai’woﬁuqtu-
Iﬂnuuﬁufotﬂuttauauaﬁtawwxdat%mfuf| fimann
modiolawnms  opsonization Ynliweenmgn phagocyte
Huiu dliidelsauanvinmsTasimmenauwdiaudt ¥in
mefwandeuuafiouaslids waefswdedy mo-
nonuclear cell lumavinmoeradulamlaaniiFeni
antibody-dependent cellular cytotoxicity (ADCC)
uanan IgG umibdell IgM, IgD uss IgE

YNNIV

7.3 Complement component®> 33) lu bron-
choalveolar lavage v03auin@nwulSumnauniiuun
&niton %admmn‘i"udmaanummﬁaﬂua:dmﬁau
sfnn AM udti’]at%a‘[mw’flﬂa:ﬁmsm::{im:uu
AOUNWRLUUN 2 MIAa classical Wae alternate pathway
Wrmmmeriiedadnmsuieng 4 fu gu Cy, unz Gy,
«u anaphylatoxin, Cy, Wnz Cs, (il opsonin, Cs,
\ chemotactic factor, Cyg we Cgy { viral neutrali-
zation WA Csgrge M1 I BBUANT MY WoNIMITE LY
ﬂauwﬁtuuﬁﬁoﬁﬂﬁnﬁmﬁuﬁuﬁLﬁ'm‘liaoﬁm:uumsu"l’n
¢uaulna uaz kinin system WarialkiAen sy
s
8. Cellular Mediated Immunity (CMD©%>*)

Lsnaéﬁ'ﬁ'lﬁq;ﬁa T lymphocyte @siifaamsi
Tumadumels (ocal CMI) usslunszumifea lu
bronchoalveolar lavage wuﬁa B usz T lymphocyte
udilu T lymphocyte Uszanm 77%

Lﬁat%a'lsﬂgn AM fufuasfuaudiausaniney
ffmes AM udgmiwaua (processing WS presenting)
1% T cell fnsn&s interfeukin I 91 AM vinl&
T cell gnm:ﬁmﬂ‘ﬁ'ﬂuuﬂmnmmﬂu specific sensitized
T cell (ss T cell) Agmnuiumzdauendianin (e
ss T cell wuRuuaudlandnasaaznmedlu cytotoxic
T cell Srnumansalunmisidsliaminliifiandnay
wananit ss T cell Fawdoss lymphokine aani
°‘ﬁloﬁqmamﬁ%mnm:nmiu MIF, MAF Lﬁam:{m
AM %% phagocytic activity s, IF, interleukin
I fuéu AelierhAensdnsudy M1 fan
drdglunmiflunslnasmededmdelalanans
L%aﬁla;j‘lutmaé (intracellular organism) W% %8

@

Salsn @or Tiw usclislofy sauillenudd

v

Tunmsviiaoeaduzis e

anwamlndveanalnnmislestvonlen

anuRaUn@lunalnnntlasfuvasealuscédu
i q winlWidalimmdasmimAsluussmendily
Tuteavinl¥ifalsetu éun

1. eMuaUn@wes nasopharyngeal infiltration
system WMnamgimea 1w Lﬁman'luwn (nasal polyp
w32 tumor), nasal septal deviation (Tudu ¥inl#Ting
fadolutsuoniu uszenddndeliadnluludaarinlx
danmaadelutenld
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2. Muocosal adherence W& bacterial interference
Ao o Wwmzbiedess, welvre, meewn, wvom
mehdia weenm Wi Aliddelaan colonization
Tumadumelesmon  lasamzifauunfiFuniusy
vnlhAulemansdadelutenannin

3. Airway reflex ‘ﬁ'ﬁwﬁtyﬁa epiglottis 813
Undnnlsameszuudszam 1w CVA wia anwfie
Unfmemeimaves epiglottis 189 Knl¥d iyl
daafiaiilu aspiration pneumonia uneH lutaald

8T bronchoconstriction activity fnmian
Wunsdl bronchial hyperreactivity ¥l Widhvaviia
fiwunzgadulunssasaly

4, aNWAAUNAUDY mucociliary transport 213
diennenifadnfivenunia vianuauifvesihds s
mwRednddnsnorudufudinie e immotile
cilia syndrome, cystic fibrosis(> 36 wiaifuanufia
Undveshafiiamends u Tsansensudniry ot
linfla nmdadeveszuumadumely mzwelang
8viazaemwiels anzain (dehydration) Wiatinan
mUIHe 9w narcotic drug Ynl¥em mucociliary trans
port wanwmiimafannanfimeladill Wy efuyws
AcuaRimIaIIMa ustRwvaseandiau inlkuunda

lavinam (ciliostasis) waz®@ mucociliary clearance
uédu

Table4 Abnormality of pulmonary mechanism.

Defense ' Defect

ﬂﬁ‘lﬂﬂ“ﬂﬂiiﬁ“ﬁﬁ{ﬂﬂﬂ 579

5. anuRaUN@vay phagocyte 11w tliaRaaun
falmAindn, malfnseesend snagdéunm (immuno-
suppressive drug), Mziiiunsa, uremia, MzINABDN-
Biaw 71l¥ phagocyte waewlmiRaunuszamms
phagocytosis AnUn@ 3¢ chronic granulomatous disease
(CGD) famaiaundvasiilmAalumansainldifia
respiratory burst vlkhedensaadevesdeliafid
wuled catalase W S. aureus 139 pulmonary alveolar
proteinosis JnnuRaUndiues AM liRulomsdade
Nocardia(®7)

6. HMI feund 1tn euldifine IgA w=iidom
m‘nﬁeﬂsﬂe“mLéé'na\mm?mvnﬂlﬂmuam"mm%a'l'ﬁa
ﬂsahﬂnuttﬁm1q 7 \Tw allergic rhinitis st auld
# hypogammaglobulinemia filemmifundadelu
UaﬂTﬂﬂmm:uuammnuuﬂﬂqawu (encapsulated
bacteria) \¥% Streptococcus pneumoniae, Klebsiella
\udu38) Al mast cell use IgE anluudoy
madumelainlWiiennznsensunsusueslided
mzeu 1ou linfie

dwduminmme C;, C; Mliwdeniida
WauuafiSafdungmouiu

7. anwAeUndues CMI 1w ummansend,
mznaninen, lhaead i Wneiadeiule
ua:ﬂaaﬁmaumm‘ﬁa Pneumocystis carinii tudu

Potential Infection

1. Filtration
2. Mucosal adherence

3. Bacterial interference

4. Reflex

5. Mucociliary clearance

6. Phagocytosis

7. HMI

8. CMI

Anatomic (1% polyps

Increase binding for
potential pathogen
Altered normal flora

B4 antibiotics

Neurologic 114 CVA
Anatomic barrier
Ciliary dyskinesia,
Cystic fibrosis,

Aging, Smoking,

Viral infection

{AM

| Neutrophil,
Hyposecretory IgA,
Hypogammaglobulinemia,
Hypocomplementemia
{ lymphocytenumber

and function 11w
Steroid, AIDS

Local infection, aspiration
pneumonia
GNB pneumonia

Superinfection

Aspiration pneumonia

Sinusitis,

Bronchitis,

Bronchiectasis,

Pneumonia

Opportunistic infection

GNB, fungal pneumonia
Sinupulmonary infection-virus
Encapsulated pneumonia

Opportunistic pneumonia (3%
pneumocystis carinii, CMV,
Nocardia .iuéu
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i. UNUWBY phagocyte amvnmudiaten
dldnsranuioh AM useihalmWsfiendn q afmalu
wsfnninedmeennmevenfignisunsaminmeide
Eovaaneald 1y lysozome yuniaenlrsiou 9 pro-
staglandin metabolites, oxygen radicals tfluéu Lﬁaﬁ
fanszdurinl® AM uszilisfnAuiwoanntulen
saurintidadevesentinng
Smauuszgmimedan Metiddgliul mmdu
ﬁumﬂaan"n‘Limtﬂ'a-hamﬂ‘l.ﬁ%’uaan‘itwmwdmﬁuqo q

UREWRINTIAINEMIRRNIN

(hyperoxia), M2 adult respiratory distress syndrome
(ARDS) usclinwan interstitial lung disease #13 9
Vil (39, 40, 41)
m'}:tﬂuﬁmmaanﬁwmﬁﬂmnmsﬁs’nmﬂ‘lﬁ
fuaan'il.awﬁ"qﬁﬂ'nurﬂwﬁuua:mmﬁuqotﬂws:n:nm
wmweruas u fiheifedentewlslu Flo,
100% whlWiAeRsnnsendionld denalndeniing
mzéu AM Windonn chemotaxin nizdulufialifls
A ownniwdeten uiafinwdaewlsd
URSNITAY q Fansmeenuitmediaten Tasaw:
oxygen radicals fnsahafiaduatanning vinlwida

Ymansaivan

peroxidation vodluiulustasad wadgniimouss
fofl prostaglandin metabolites aana BaRunIive
wadlwiioveaunniu Tasiawiz pneumocyte type I
uszrntaduidoerlan viWithin, s uscifendisiu
dnlulugesn iamaz right to left shunt, Uamunnd
8989 (lung compliance) MlWAafoamanandiau
(hypoxemia) B197Uu39 D19 AT e ld

2. unumvasszuudugulumainlfifalia,
vaal2 ) lymlenmmfinvinnalameBuygu HMI wia
CMI  Fnpusuasrafwsnsoafidhinlusumevde
saidadavasmiias (autoimmune disease) uiuilu
sungibiRenafeindiduliedn Methatu Tiefle
*ﬁloti’Juma:ﬁ'uaaﬂaui’smm‘lwiat‘i"am:€§u (bronchial
hyperreactivity) amﬁmmns‘lnmoﬁuqmﬁﬂ hyper-
sensitivity type 1 loofidlofi§onszdu 1w duszess,
isseenld Dudn Safuuswdiudhinduivueniived
IgE fiimzagunAones mast cell Hl¥TUFASEmEs
§73619 q 29I (U histamine, serotonin, SRS-A
Hudu ldwseasunadfuuauss mlnseasuiing
nisuwon Synnimeninmulunseasiann Al¥ewld
Haemiveuwiien srafinmazunindande 7 o
Uaaunly, nuf"zaaﬂm'lmimtﬁaﬁuﬂaﬂ, fnmdediaidiu
vaauaw, amzwielang wmsvasedield

gmiulindu | vasaafiinananznsln
maduyudanunning dedethefuradltluama s

Table5 Immunologic role in causing pulmonary disease

Disease Type of Hypersensitivity
Bronchial asthma I (IgE, IgGy
Goodpasture syndrome 11
Idiopathic pulmonary fibrosis I
Hypersensitivity pneumonitis I, 1v
Allergic bronchopulmonary aspergillosis I, 111
Pneumoconiosis v
Sarcoidosis Iv
etc
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Wluaaldazgnivfiulas alveolar macrophage uf?
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a o o 1 a A a - a
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