ACUTE AND CHRONIC INFLAMMATION
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ACUTE INFLAMMATION

OVERVIEW OF ACUTE INFLAMMATION

NITUIUNIBNLALIRLLNAL
UsznausaadneuzdAty 3 Usznis Ae

1) nsilasuulasaesnaaniann un
Winanisluansuretdannifauznun lasu
UIALERUNINTL

2) ninasunlaannalaseaiieans

A [~3 o U gﬂl al

NaaALAATUIALAN Bl a171n TUsRuuaY
ARLIAREATNY $998NHIAEUBNUARALALA

3) NITLARDUNUBILTARLIALADATND

o a dl Yo -3 Yo k%

wnfdunlaiuunady uazldfunisnsysu

o

e lanusnnndndsulantlaansinge I

A a X o 6 o .
AnuannaIuazin ¥ permeability
A d’f 90’ al = ul/
12918 8ALANgITUW anTtuarilsAuAeis
aanu1ludegdnaseudnagas (intercellular
space) uazdeedneringe ludenie lHun deqly
\atuiiala (pericardial cavity) d1a3tlan
(pleural cavity) LATTRITIAd (peritoneal cavity)
1éde ansuanildsfudsuugasanann
=l U dJ dld & @ A
(38N91 exudate @9 exudate NHLTARIIALAAA
9711AeanIy neutrophils  LlWaWIKNAN Ay
= 1 A ]
72N UUAN (pus) 1198 purulent exudate @21

A5 u NS uuldsAulsuaunn 3an

transudate

NORMAL Occasional resident

lymphocyte or
macrophage

Extracellular

Artariole

INFLAMED Edema expands extracellular matrix
. Depaosition of fibrin
:ri?t:zﬁg: T I @ and other plasma
g N, [ ¢ proteing
{
i
.o o
)
@5

Arteriole Venule
dilation Expansion of capillary bed dilation

Increased blood flow

®
Elsevier 2005
ﬂ?WLLﬂﬁ]\m’lﬂ?./ﬂdEl‘ZJLLI/ﬁﬁlﬂﬂﬂﬁﬂﬁ)Lﬁﬂﬁ“mz

IaaenaL lun18NIALIAEILNALY (Kumar V, Abbas
AK, Fausto N, eds. Robbins and Cotran Pathologic
Basis of Disease. 7" ed. Philadelphia: Elsevier

Saunders, 2005: 51.)

wnansisznaunisanusedswensanevialll (405313) nasdnen 2554 (589 Acute and Chronic Inflammation

0.1 Wagms AvElaena AT UALTIAITAIART AUNNEAIART NUNINENAEIUIAIT



STIMULI FOR ACUTE INFLAMMATION
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VASCULAR CHANGES
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CHANGE IN VASCULAR FLOW AND CALIBER
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- Formation of endothelial gaps in venules

- Direct endothelial injury

- Delayed prolonged leakage

- Leukocyte-mediated endothelial injury

- Increased transcytosis

- Leakage from new blood vessels
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CELLULAR EVENTS: LEUKOCYTE EXTRAVASATION AND PHAGOCYTOSIS
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MNuAINNIsIAABUITRNTANIIAIAaAT IR IR BT g leiEiaiinss AL (Kumar V, Abbas AK,

Fausto N, eds. Robbins and Cotran Pathologic Basis of Disease. 7" ed. Philadelphia: Elsevier Saunders, 2005: 53.)

LEUKOCYTE ADHESION AND TRANSMIGRATION
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RELEASE OF LEUKOCYTE PREDUCTS AND LEUKOCYTE-INDUCED TISSUE INJURY
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CHEMICAL MEDIATORS OF INFLAMMATION
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- Chemical mediators dawlunjazaanguialasniadnduimusiu (receptor) isumzlugad
Wivang inliAameAnuwlasnelugad

- Chemical mediators @a1:130n3esUliiEada319 chemical mediators "guj aanunl Geas
gl chemical mediators Tiausnyinelfadu

- Chemical mediators ustazazaananasunizsagaditmnesialaaiovile usdung
1fingnansneanaya ldiUITaduane- Tl atislafimunaiiistuazuanstsaanlyl

- wdsangnateudseanan chemical mediators azilangAeudndu ilesanazgnnaln
B 2esiunisangetnamnida LW‘;"]::MWﬂﬂdﬂﬂiﬁ@’]i‘md’]ﬁﬂ'ﬂﬂqwaﬁrﬁﬂﬂLﬁuﬂ“l’]ll

° | o/ = = ' d’l dl J
auflu dnazlnaldssaliialtaninngn
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Tnaagtl chemical mediator aqnasianisilasuuaslunszuounisdniay aguldfnnss

AT NURANNIIND chemical mediators TAA lungzuIunIsaniay

Mediator Vascular Chemotaxis Others
leakage
Histamine and + -
Sertonin
Bradykinin + -
C3a + -
Cba + + Leukocyte adhesion, activation
Prostaglandins Potentiate - Vasodilation, pain, fever
others
Leukotriene B, - + Leukocyte adhesion, activation
Leukotriene C,, D,, E, + - Bronchoconstriction, vasoconstriction
Oxygen metabolites + - Epithelial and tissue damage
PAF + + Bronchoconstriction and leukocyte priming
IL-1 and TNF - + Acute-phase reactions, endothelial activation
Chemokines - + Leukocyte activation
Nitric oxide + + Vasodilation, cytotoxicity

msuanin1silagsunasraadaiiialunseuiunisani@unas mediators MsNe9ad

Effect

Mediators

Vasodilatation

Prostaglandin
Nitric oxide (NO)

Histamine

Increased vascular permeability

Vasoactive amines
C3a and Cha
Bradykinin

Leukotriene C,, D, E,

Substance P

Platelet activating factor (PAF)
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Effect Mediators

Chemotaxis, leukocyte recruitment and activation | C5a

Leukotriene B,

Chemokine

Tumor necrotic factor (TNF)
Interleukin-1 (IL-1)

Bacterial products

Fever Tumor necrotic factor (TNF)
Interleukin-1 (IL-1)
Prostaglandins
Pain Prostaglandins
Bradykinin
Tissue damage Neutrophil and macrophage lysosomal enzymes

Oxygen metabolite

Nitric oxide (NO)

OUTCOME OF ACUTE INFLAMMATION

wAsAINIAANIELIUNNIENIALIRELINAUBENaNYsnludn nalinTwlwillaitiaiie) a1unsauL

16 3 18ln Aa

1.

Wadendunndudnd wdaannldnidnidelsavisedeudantaentieanluuds (complete

o

. aaa 3 X A o A a @ !
resolution) ¥nwulunsndnisunaliLasiiaEialTunutes  vraan1sunalaLlugg
srazinandw] Tnendsanidnawineenld permeability 2esaendanaznaunilu
Unf a8 neutrophils axiAN9ANELLL apoptosis @nsuuazllsiunieaninazgnge
o . Y . o o da o d .
FUNALNNUABAULUADY LIA8 macrophages MuiniiuAudsutlantaaulaziaadmnig

Ay A A ooa X . . X . a
anununAReiuaLeiangtlna (healing by connective tissue replacement or fibrosis) naluy

PRy @ ~ ° Y X X 4 o 8 v a P
nanEnTLIAdLIMLe  Ansinanelassaieiugiuresieiie  vinTiiAavuesdl
Wiy (fibrin)  agauounin  sneazldaunsonidnansiainanesntlls  Weite
a o = 9 =
Neiuaadh ldunui
NANszUAUNNIaNLaLEasa (chronic inflammation) Watulunstindenieldaiunsnnidn

Audandaantiuliaanliainsranislsvum
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ACUTE INFLAMMATION RESOLUTION

+ Vascular changes + Clearance of injurious stimuli
» Neutrophil recruitment » Clearance of mediators and acute
+ Mediators inflammatory cells
) = * Replacement of injured cells
Ph e @ « Normal function

L

* Infarction

+ Bacterial infections
* Toxins

* Trauma

Progression

Healing

e

+ Viral infections . -
* Chronic infections @/
* Persistent injury FIBROSIS

= Autoimmune diseases *» Loss of function

Healing

CHRONIC INFLAMMATION
* Angiogenesis
* Mononuclear cell infiltrate
* Fibrosis (scar)

© Elsevier 2005
L s
NIWUAANKATIAATUNIENAINITIAANIZLIIUNITB UALIAELUNAY (Kumar V, Abbas AK, Fausto N, eds.

Robbins and Cotran Pathologic Basis of Disease. 7" ed. Philadelphia: Elsevier Saunders, 2005: 75.)

MORPHOLOGIC PATTERN OF ACUTE INFLAMMATION

Tnein 1IN UauN e NALIREUNAY  AZWUNENBANNUAN AR NIsAsunlasteanaan
P s & A = 9 X 4 ¥ ' & ~ P ~
wen uasnugadiadensunsndidi ) ulleigeiu sdlsfinuneaziBandiuau enalinin

wansingiuringauiuawe anwuziiadie LazaInmAatin

SEROUS INFLAMMATION

o 4 ¥ , O .
Wunszuaunesdniaueiiansun (serous fluid) azanluileidiaviatesdnsine naludenie

Traonaifinannisiaesaant 1y uauns WinlGedsuninFuafionly  vieanafinanaad

mesothelium wasansUaanuazaslutautiediuiinla (pericardial cavity) desludiatiuilan (pleural

cavity) visatesfia (peritoneal cavity) \naLilu effusion

FIBRINOUS INFLAMMATION

AalunisuiaRuiguuss  inliAanisiaesansiiuacilsfiusarwunindngiladiafnann

Tnelanne fibrinogen Tazilasuudaaly fibrin Wamuiumadaniay aafalu fibrinous exudate N9

v o

o a o a SR - | . 4 9 | = a
'ﬂﬂmmumummm’Lum@mquSﬁ@mﬂm@g [Nih%) ma‘Lummmmq daadaiuiala  viseaalial

Q
] '

‘5‘/ =ﬂ| Aﬂl % A a @ o A v 1 a aal & @ KX a Gdlal
Lu@Lﬂﬂsﬁﬂﬂﬂﬂqiﬂﬂﬁ"]\?ﬂi@ﬁ\iL@?Nﬂ‘i‘zﬂquﬂﬂiﬂ’]ﬁ‘wﬂ\i[?]’J"]Jﬂ\iL@@G’ﬂﬁ W UTIUNNLTAQANSLIITINRANTNH

qmaslu procoagulant stimulus
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12

nadniaurdatimnifiatulufiinmudes sunieazaisnsnedniusuliunalld (resolution)
wsnifialulBunmnnaziiansununsmoiladiafeeiy usarqaringasiadiedafaladiunui
(fibrosis) wazuINAiAlugedd196197] 289919078 1w deudetiuriala destlen uazdedfios anadeuali

838 ANNURALUNG I annsRaLleLdaRalny

SUPPURATIVE OR PURULENT INFLAMMATION

Tunnsdniaufiiunes (pus %138 purulent exudate) Tuieiie Famasfanannszneudaeiaad
ANLALEHA neutrophils  Liagme LAYANINN  NssniELTailiniAnaNn B auyATiGeTie pyogenic
bacteria FatneTinuLios ity nssniLaesldFa (acute appendicitis)

Tunnansdl wnianssnauriaiifhuna g azfnfeufiuueday (abscess) Faasnuiad
fa"ﬂLfm_|LL@th‘Z@Lﬁlﬂﬁmqﬂfagﬁmmﬂmw@ﬂ‘lﬁm RARANNIALNLLIARANIAL neutrophils zhu%uu'aﬂa;m:

WUNNINNTAITBINABALABA (hyperemia) AaztHaLE DL 8I9Y

ULCERS

= =< e a a - B o o 8§ ¥ a
winelie sealsateiiniameveasasiBnniareilefieviesduer  MliAangasenaes
WalatFnniinann lussazusnasnuimaddniauaiia neutrophils UsnuaaLLLaTa IndiuL0n
fnnsngeasnaeiianiy LaTWLNNIAesrasaA@en WniiaFefaenuiiatiofeaiuiEnuauuas

NuzagUHa NUTaseniduTin lymphocytes, macrophages Wag plasma cells

CHRONIC INFLAMMATION

OVERVIEW OF CHRONIC INFLAMMATION

o j o = [ dln «3 o I'd A [~ =
nrzUauNIganauiTes  vunaisnsanauiifaduiunanuududlet  vsaduimeu
. 4 X o4 co o A . X . -
anmuznsldeunlacluliedieasnumadeniauvates 1ia An1inatuifieitianegan uavaziia
. X 4 .
nszuauNsdanwNiiaitianugivll
. X . oy
nsenauLuLEasazwu lunsilsia Ui
- X o4k - 9 . .

1. nadadaunstdatadelsrasnsnasetlusaniglfidunaiuu 1w Mycobacterium,
Treponema pallidum Vialasa 1@esn wazidelsdnuain Tuselsamantaznsesuly
TNNNEADLRUBILA delayed type hypersensitivity uaziNanTIani@uaiin
granulomatous inflammation b

2. nmsduifaduansutlantdaen dedusunmedesenafluszazinatuiu fedrady 3an1

< , \ Y o 8 va A o X o a . . X
"Tj\ii"]\‘m’]ﬁliumm’]‘é‘ﬂﬂ'ﬂﬂ@@’]ﬂm 'V]’]sL'MLﬂmI?ﬂWNﬂq?ﬂﬂLﬁUL?ﬂTQ AR silicosis UANAINUANA

lananslsznauniraauseaTInesanevialy (405313) nasdAnm 2554 1389 Acute and Chronic Inflammation

8. ATeMs Anglaena n1A3TmensIneuasIANTAIARNT ALUNVEAIART NN N EULIATT



'
aa

finanansndegnelusanieies o ms"lfmil’uﬁﬁmﬂﬂﬁ%mmuﬂg‘ﬁmmmﬁwmmLﬁﬂm
yinldiAannssniauisess Ben atherosclerosis

3. MIABLAUBNUBNTEULNHAN fuiiAsunAseiifeieresinenie (autoimmune reaction) s
IiinlaAngu autoimmune diseases F@e1LTw rheumatoid arthritis Waz systemic lupus

erythematosus (SLE) wilasin

MORPHOLOGIC FEATURES OF CHRONIC INFLAMMATION

o Ay v e X . 4 X o4 o
sanlinasliudadinisdnianGeiiasnunisilasunaseaiieie e wuARSNALIIANET
giln  AANNNANEHeEiauNdan  LasiiAnTTuaKNITeaNwTNafle  BaumAns1eannisenauTiie
o o d 4 o X 4 o - ,
WRELNAY T9aznuNTiasuulasesrasnlasn N1TUINTBNLELES LAZITARSNIALTHA neutrophils
ANHUTIBINIANELEeN Usznauday
1. WUMMTUNINTNTIRLTARaN@UTHA mononuclear cells TAuA macrophages, lymphocytes
WaE plasma cells
2. wunsinaneiilelile (tissue destruction) \HesaINHN1IMAIENNsERUANITARSNIALITTA
AN
. T S T R 4 o
3. wunszuqunstanLaNiaia Annsadraiiatianaaiiudununud (connective tissue re-

placement)

MONONUCLEAR CELL INFILTRATION

el P o X o a = e
L‘IJ@ZQ‘WNLIV]UW‘VIN’]HV]R;@1%ﬂi$‘1.l')1&ﬂ’]i“ﬂﬂt@‘1.lLT@N A® macrophages *’NLﬂuL‘ﬁ@@W@ﬂﬂu mono-

nuclear phagocyte system gnunsanuiadmanitlaialunszugidaen (blood monocytes) wazlulilaitia
29994892597 W Kupffer cells lusiu sinus histiocytes Tuguuavmeninmaes alveolar macro-
[ v o 1 d’l o % o =
phages Tuilam osteoclasts lunszgn lusu wadimartaziaunsianaassiuiiialulanszgn
ilz v ] A 4’4’ d‘ 1 1 d‘ o 1 v a o
antiuazdngnezuaiden waviladiesne sl naudasuulasiinainazgnasuansaaansafiaiuam
NN saNvadenauTingu Aot
o d’ v 1 v 1 o a o 3 %
sanlananqliudadnlunssuaunnsdniguideunay  aenumas  macrophages  usealsald
ety 48 49lu9 nezuuNsiInanAzenAenisnsssuanadiazatsatinsne adaiunnulusad
e ad s . . .
neutrophils AIBENANTANNNTLAULTAN macrophages LW IFN-y B9439N19N0 T lymphocytes Wag
d” dgl al a a a % 2
NK cells WanaInNuaNslsznauaaddauiAnEs wasasaluNTin 418190n5sulaas macrophages
I wasan1iFunianszsu wwad macrophages azifinnisulasuuilas Ae AnsinaIAEag TN
51104284 lysosomal enzyme iinANamsn unsifiuAugeudantaen innisainaisiniinans]
- ¢ d : X . - o qua .
glaneluad Welnisudsansmantieaninauaunniaelidnalnnispouan azvinlfiianisinans

di“ dl a ) a v
Lu'ﬂLﬂ@LﬂmLﬂuWﬂﬁﬁ@ﬂWW[ﬁl’mN’liﬂ
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. e A o o X o 4l . .
MavdsinszuaunItnigudLnaudNnInndndelsrvitedautlantaeneenliude  ad

v v v
macro-phages Aazfeer] wiellanidunmiu namiaaentiunaes uassesiimaes Aadkivianig

v

o lil o 1 = o =3 lﬂld v % & 1 a 2’/ o Y a
ANLALILTDIN meﬂuﬁ@w‘lm Amuninszuliiiag macrophages mﬂglummm‘uu Az ifia

q

-

o X o o Ao qu o | a Yo
ni:mu@nmuwm\imum% ﬂﬂllﬂ‘VW]WI‘MLsﬁ@@ macrophages mmﬂglummmuu AR
- fnnsa¥eannalvia adhesion molecules Waz chemotactic stimuli ¥nad monocytes
& 1% a a .i’ o Y a o ' ]
'ﬂqﬂﬂﬁ‘zLLﬂL@'ﬁlﬂL‘IJWNWiuUiLQMi’EHT?ﬁN’]ﬂH\?ﬂu mawm‘lummnaxmumsmnmqmu Cha,
platelet-derived growth factor (PDGF) W& transforming growth factor-ot (TGF-Qu)
- fnsfNe1UINLe9Tas macrophages MWLl (local proliferation)
= s - o \ a 4 o A vo o a
- Nﬂ@iﬂ‘].ﬂ\i‘ﬂil’]\i‘ﬂﬂ’)']_l@llm@@ macrophages Iuﬂq'aqiuUiLqmuu ﬂﬁﬂﬂ@ﬂ@ﬁﬂ%iﬂﬂ"l@ﬂ'&\‘i
utlandaanaanlduga (immobilization of macrophages)
- ! a o § v a o = o
WINEas  macrophages  Avat usealsnunwiull  azvinliifanisudsansisaunsninans
X A vy . ) ) ) o o £ o a9
Waltlals 1w reactive oxygen and nitrogen intermediates Wa% protease UaNANUTINAIA15091 1%

o A

o e a A | . - [ a 4 a
LINRBNLAL LACLIRATIADY] LTY fibroblasts WazimaslEaluiauaanRan WinluLfoudl waziin

]
¥ '

U v v
NARNAIWILNIYN A MNARAAINAAW AANIaeitietie  nsdniaudden  uaznistenus

X 4 o o X o X
Waige nalunisdniauuuuEefau

Activated T cell
MNOMNIMMUNE :
ACTIVATION -

(endotoxin, Cytokine (IFN-Y)

fibronectin,
chemical . \
mediators) Activated macrophage

TISSUE INJURY FIBROSIS
* Toxic oxygen metabolites = Growth factors
* Proteases (PDGF, FGF, TGFf)
= Neutrophil chemotactic » Fibrogenic cytokines
factors = Angiogenesis
« Coagulation factors factors (FGF)
= AA metabolites = "Remodeling”
* Nitric oxide collagenesis
© Elsevier 2005

AWUAASUNLINTIBNUTAE macrophages WA1T8nIALIFess (Kumar V, Abbas AK, Fausto N, eds. Robbins

and Cotran Pathologic Basis of Disease. 7" ed. Philadelphia: Elsevier Saunders, 2005: 80.)
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OTHER CELLS IN CHRONIC INFLAMMATION

UANANIIAN macrophages WA [agalaauNIunLMAAy lunszuunsdniguEess Ae

Lymphocytes

Lymphocytes Waz macrophages mmma’i"mmi@@ﬂqméﬂixﬁufﬁqﬁumﬁﬂﬁ Toeiag
macrophages ANNT0EF9 cytokines MaNEA IneLanie interleukin-12 Tﬂﬂizﬁu T lymphocytes WAy
T lymphocytes ﬁiﬁ”&“unqimxﬁuué’q%mmma?m cytokines Bnuane| lauiu Inaany IFN-y EN
AzNITFUIIAR macrophages naulABnLWi

B lymphocytes ﬁwﬁuﬂﬁﬁﬂizﬁul,lﬁfm:ﬂmﬂLflu plasma cells FavminfaiueuRuefnessn
SusuneuFausaudulanlaey sl,uﬂf]ﬁ?mmifa"ﬂmuéa?&mwﬁmm@Lﬁmmmmwm@’ macro-
phages, lymphocytes lLag plasma cells AMuUIUNN aialy lymphoid follicle L4 Tu synovium U3

gtlagl rheumatoid arthritis

T lymphocyte g Biiciee
f | (e.g., IL-12)
Activated ke [N Activated
T lymphocyte T - macrophage
= Presenls\ﬁ\\ NG .
antigen to TNE

o " |

T cells

" :
& I' / — e
\ / / wﬂr N \\‘ '
b b -~
{ " Other A A \ omer  (f
inflammatory i inflammatory
mediators ; j mediators

Inflammation Inflammation

Macrophage

© Elsevier 2005
ﬂ?wzmmmzﬂnW?ﬂ?;ﬁu%\mywm:ﬂvu%m macropahges Uag lymphocytes (Kumar V, Abbas AK, Fausto N,

eds. Robbins and Cotran Pathologic Basis of Disease. 7" ed. Philadelphia: Elsevier Saunders, 2005: 82.)

Eosinophils
aca o 2 o a a a ~ X o P
Wuu’m‘luﬂ{]ﬂimmi'aﬂLmummqmmuﬂumu'amum IgE LL@z”Lumimmmﬂﬂmm LUANAN

\IAR  eosinophils N1 major basic protein T@NTARANTeLsARLS  nalnnsunInTuues

. . A v ‘5!’ d' v o o a sﬂ' dlal o o '

eosinophils A nnszualendngilaiieazadraiuadeniauningy arsndunumlunistnimeg
eosinophils A eotaxin

Mast cells

PV I - Y . o . v X .

nuldludlatianeaiwinld  Sunudislunszuaunistn@uideundy  Laznnseniauze

mast cells AntinAlun1911a9g1s histamine Wax arachidonic acid metabolites 1WanaINIETIANN1TANAS

, PR - o X o
cytokines e N AUaRHA lunszLIuN9aNLALIITa5Y

GRANULOMATOUS INFLAMMATION

v X oo = c 4 o .
dunsdniauFeivaeizluunianis Ae wUmaa macrophages TeinTsiasuulacgtlsiean

AdafuadiEiel (epithelialike or epithelioid appearance) @xnsanulflunisfinidensaila iy
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tuberculosis, cat-scratch disease, leprosy, syphilis, lymphogranuloma venereum WATNNTRALTALN

1iin wananniananulun1sneuduedessaniefedautlantaanunesiiabe

De

a

AnHUzAAIaIN I8 NALTIatl AB NNIWL granuloma TIAZWLILIAR macrophages fidnns
waenulaaifh epithelioid histiocytes faildnannlilude uanannilisad epithelioid histiocytes Fanana
anasusaiu Aadugadaualiguazivaaiiandsa Fun multinucleated giant cells zﬁ“ﬂwmzﬁluj
A8 WLLIAS lymphocytes daxsa1l 2auvaananL plasma cells T4

Granuloma g1ansauLieant§iiu 2 1e Fufunalnnisfin Ae

1. Foreign-body granulomas lunnsreuauessessamasedaulanans ARG TN

o7 Tvifuusa FeasnuAaantaeumanitFonnsnates granuloma a4 giant
cell PnuasifadtaduLnnuasGailidusuden Gon giant cells THATeN
foreign body-type giant cell

2. Immune granulomas ﬁﬂL’ﬁmsl,umi'ﬁmL%fa%'qgﬂﬁﬁmiﬁmﬂ M WAANIReLANEITR9TT UL

AN TR cell-mediated Tnaiiad macrophages azifiuiudeuantaey WAZNITEY
was T lymphocytes At T lymphocytes ﬁdwunizﬁmm%qmi IL-2 nezsu T
lymphocytes f'a"w] uaza3 19417 IFN-Y NezFumad macrophages IWiRansulaeulaaily
epithelioid histiocytes AnMauza8Y giant cells azfifiapdaEassaiuduglinenduzion
YBLVBTAS 38N Langhans-type giant cells N19iiA granulomas aTinimdlunsiin
Hefaildnannnuds Taiawz tuberculosis ATWLANMOUZAATY A LNANITANET0
\laiflenlin caseous necrosis 13ARATINAN granuloma gunnaRmdeTTaRUAY L

. v
central caseous necrosis VLﬂﬂ’]ﬂ

LYMPHATICS IN INFLAMMATION

v
1 o

Y 4 e da o Al s X
wasstwasniuiedalisadidey uaz basement membrane U hifidundnsiile aniiulu
T \ o 5 A o= 4 o = H =
wasptmaeawaliny unszuiunsdney  vaesumaesiunumNaaiunsgadnats  Tshu
IARSNIAL WAZITARANRaNAINLBARNNIAN LAY
Tunsfimmenigunss alsaanaunsniuduassatimaes inliifanszusunsdnauluaen

2 ~ . \ % 2 H 2 a o Y o a .
AR L7EIN lymphangitis Lm:m@mumﬂﬂmmummammmmmmmuimmunu L38IN lymphadenitis
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SYSTEMIC EFFECTS OF INFLAMMATION

aa ‘4’ dld o 1 dl U [ A aa 5 a 1
amaneadindony urausAidnednay wu aoueiduldnin wdedduiesauluitionsinge
nlienianldaune nsmeusuesanssenNIefingnn Ben acute phase responses 138 systemic
inflammatory response syndrome (SIRD) #iflunaann cytokine wazanasing) Gadinsuasluszudnaid

ANIFNELNATY N1IADLAUBIURNFNNNEAINAILUTTNALAE

FEVER

' ¥
= a 1 =2 1

21n19 14 vnede AesieanmniaesienieiAgedundnUnaszinns 1 9 4 eeATaEe s

El Y} B
' '

= A v A =< Ao qua % = \ N
Lﬁuuuﬂummiwwﬂmmwz\gmmmwm @’]TVW]’]IMLT]@@’]H']TVL"H AR pyrogens "’NLLU\‘I'ﬂ'ﬂﬂLﬂu 2 BUM
= \ . . Al = v £ o & A 1
AR exogenous pyrogens kiU lipopolysaccharide Tuwuanize m&aﬂﬂmmﬂum@mmm@mmwmw
endogenous pyrogens 16un interleukin-1 WAY tumor necrotic factor %qmmmmzﬁuvau%ﬁ

o . , oA X .
cyclooxygenases Haauuilas arachidonic acid Wimli prostaglandins 14 Taganny prostaglandin

E, Sazlinszsu hypothalamus 1Wit5ugnungRaessanialigean

ACUTE-PHASE PROTEIN

lunszuounisdniay aziinalnnsvfuliiedenzunsadany Wy fu afwlusfuuneafiauinau
nIUNRA AaeeN9l C-reactive protein (CRP), fibrinogen wag serum amyloid A protein (SAA) N13&514
Tsiulusumandl faanaadsulafunisnszguain interfleukin- 1Wa319 C-reactive protein uay
fibrinogen @21 serum amyloid A protein VL&’TS‘/Uﬂ'li‘ﬂixﬁu@’m interlukin-1 WAaY tumor necrotic factor

Acute-phase protein #a1e7] 1A 1114 CRP WAz SAA gunsanutin il opsonins warALAU

X P s X o gy A A P X o g v @ A A
complement proteins 18 fibrinogen Af1Bxugeluazinlidaadaududuniniu vnlfidadend
o X = X o o | R A o
AR3NNIANAZNAU (sedimentary rate) 159TU AnAnmUzAINanasilszanstinllldlun1snsani
D a oa Ao o = a . < A X
Wa\iﬂgummimmfamﬁmimnm:ﬂ@mmmam L78IN erythrocyte sedimentary rate (ESR) TNINNAGIUY
azilhuanIinszuaunisaniauiinulusene
o d’ a é’ o vl % o 1 o a 3|
nsvuauNsdnaufiiaauenarinliinisa¥wans SAA AauuNinuazssnguiuAniuniay

amyoidosis

LEUKOCYTOSIS
=3 A A 3| d’d @ A A g & 1
nmazdiadenanludengs Wunasifdadensalunszua@enananndt 10,000 agse
gnunAiRadwns (A1LnAtszanns 5,000 D9 10,000 wassegnuIAiRaamng) wuldtesTunszuaunig
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CONSEQUENCES OF INFLAMMATION

DEFECTIVE INFLAMMATION
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EXCESSIVE INFLAMMATION
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