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Acute and Chronic Inflammation (MR L OYEM:KIE)

[ Overview of Inflammation Z%JEMEFH  Fig2-1
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piitelids I eial i I 2T R TEHIT. RAETEIRIG 7~ /<
S ;l i i < pn7 7y (351", T3 ete.).
/J\1‘ N ARZNOYAEY Y VALY PN
— B HED b BB/ )
chemical mediators 73 IVAT 4T=— 1 B DIFERBLIC L 0 M5E - 55 AR & fig 7 2T ete)
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Il Acute Inflammation SMERIAE  Fig 2-2
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dolor (J#+). functiolaesa (FEREFEZ:)  <—chemical mediators PEAEICZ L 5,
1) Vascular Changes Ifil. & D2t
a. Changes in Vascular Caliber and Flow : ML % & i D21k,
vasodilation Il DHEFE
erythema ALEE- - R T L &40 & BRI E RO FRMIZ K 5D,
stasis 9 o [ =R IMLER CTFEN U 72 Z2E D PLoRAM M5 < Jfs S A2 AR MERIC K 0 | i igoksfE 1
(=IMATERW) M BEMETCHEZ X0 dvn NTE A TSR DS S 7k~
margination g A+ [ HLER A 155 PN B2 AR AR 2R 1 L A5 T
b. Increased Vascular Permeability : ML F&iEEDTLHE  Fig 2-4
RIEDWIH] « ARERHL R - L B0 — M8 NEKE T, B 7> & O transudate Ji H#E T
el R = A D RRSME I, v a7,
= [/ B PE T —exudate BHR(F/ NIZELIRIR) S M E~BE), =edema {ZE Fig 2-3
endothelial cell contraction({X#fi) chemical mediators {2 &> CTHZ 5, HIREAH)—i@PER R,
endothelial cell retraction(iEAFH)TNF,IL-1(H/ MAVIEFP ST K 0 | NEE O AR B 4 1E F5.
EAEO W BN EE; « NEGHIEESE - RIEE— A 23 &z,
BIRFAORFEME RS - A3 4 U 2 2METE S D F TR,
PERMEEBYERI - EEERG OBFMRE A E D,

H BRI AN B AR S« RIEROG ORI B i EKE R A ERRRTE - fon )Rl 3 i
transcytosis(WEf N E k) O TTE—MFREEME T by VEGF(ILE N B HE5EK 1)
A 26 DY« angiogenesis I 2K - M [ HEE 2L E S AL S D F TIHHt.

2) Cellular Events : #ild D& Fig 2-5. 6, 7
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a. margination & rolling GAfxm & mn—Y > 7)
Wt - s PN ELRD B~ A I ERERE, < IR — i @ 1
=[alfs : [MERDSN ML TN 0 . i@ I N R AR A,
VTV K B,
E-tV)F /(PN EGHIRE), P-tv ) F /(N B ARG, tfns iR B, Lty 7o (1 i 2R 2R )
—iffiflel Do T Ak STz A Y T (eg. B ILER O sialyl-Lewis X)IZHE o

P-tVify  IEMEL S 30Tl W N RS RIRE CIEAIAE N @ Weibel-Palade /MAPNIZTFTE,
—SbERF IV, br B TR Y MilRRE~BE), [ EREEE (R,

E-tV)F7 1 IL-1 » TNF 72 EOIIEMM I E OFPRIZ L0 | MR m~i5E,

b. adhesion & transmigration (#27% & lFH - #47)  Table 2-1

H ek © PN 825 > N EGRIAR R 2> & diapedesis I HH— ML S zE~

BeAE - NG EoseyE) a7 )a-n =773 - BMERF R DO A > 7 7 U V3 FHEAEA,
FIMERM : LFA-1, Mac-1 ~ VLA-4 --As777 ) : MIfEEE ATy (v—(a 88, B 84)

7 7

BRI ICAM-1 VCAM-1 5% ) 07" J/a-n" =773~

diapedesis (i, ME ML) « HERRBE T O A8 % - PECAM-1 OHHAAERIZ L 5,
PECAM-1: FIMER, W ECGHIRZR I AFAE T D 60s%) 07" J/Aa-n" =773 -8 431 D —D,

W B EE A i@l L 7%, AMmERIT 2 7 7 — B &0 U IR & 0 fif L, i,

PIEPEIRAN D 6~24 W] « 4 FPERTAR, 24~48 HFH] © BIERT(K  Fig 2-8

c. Chemotaxis and Activation : {b* 7 EME (EILME) &iEHEAL
MM 72 B iER T E LR R EARICIE S, BEIAL~ & lFE,
EEVER T2 0 555D
- soluble bacterial products & D A ¥AMEEEY) : peptides with N-formylmethionine ¥ A<
+ complement system fHi{& T A7 L% : FFIZ CSa
< T 7% FUBAARFO ) RF 7T —EBREOMEY : K72 LTB4=leukotrien B4
A ML R EAIA T 72U — egll-8
—HIMERKRED G ¥ 237 W RRITHE G —phospholipase C {E1EL=PIP2 (FifufE) —
DAGHIP3=1IP3 [Z ER 725 Ca A A Ui H—#lAAN Ca T —HIIE # O Ui s 3 232 T—
pseudopod (f&4)2) X W B&E)-- Sl CIL7T 7 F €/ ~v—NEA,  Fig29
Fo. BRI EMEROTEEL BT 9,
DAG I protein kinase C {EME(b—k 4 Ze MR Ny v/n ITEMEAL — o3 Wb/ MLBERT . B275 57 THESR
F 72, phospholipase A2 Z{EMEL = H, AA RETPEW & PEA,

d. Phagocytosis and Degranulation : B & ik Fig 2-10A
Hi¥-% recognition&attachment(f} 75 )—engulfment(?&: & iA %) —killing and degradation (47fi#)
Pk &S by opsonins (A 7Y =) =AM ORF RS F ISR A — B IMERR I IC
B B R R )= vET - & OSSR,
7V =2 IgGFFIZ Fe #547) C3b  collectins 2L/ F7
! ! !

HERA] :  FeR(Fe V7™ 4-) CR1~3 Clq
—&EIAHER/NMADIE K FERINE 2 772" V)= B = B BE6L Fig 2-10B
—oxidative burst FR{LAY/N— A M K W IEPERRFREL T - IEM AR 120,

0275 NADPH oxidase (= & W {ETERRFEPEE, TEVERLFR —H202—>H20+02
T A= VEERL (AR ERD U Y — 2T E 4L Hizen” uttvd —t" myeloperoxidase(MPO)!Z
XV H202—HOCl - (BAbAKFET D) 88 0B EEH ., HoO2 13 E T IR +45,
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3) Defects in Leukocyte Function : H LERFEEED K4H  Table 2-2
Defects in adhesion(#74) LAD= H MEkEE ~ 2
LAD-1 : [IfLER{v7)7 )7 LFA-1 & Max-1 @ CDI8BH 7 = NAHIC R,
LAD-2 : fucose fRI#f D HF—>t L 7 F o LF5ET 5 sialyl-Lewis X K40,
Defects in microcidal activity(F% {5 %)
CGD_(1#PEAZFNESE) - NADPH oxidase 527,
Defects in phagolysosome formation

Chediak-Higashi SEERE : MR/ NG E OMIBEANBEN R -V V) — LR A FEE,

4) Chemical Mediators of Inflammation (RJIED S I NV AT 4 =— 2 —={L"PREWE)  Table 2-4
local mediator(= 2% JiE R AT THEMRIZ L 0 pEAE) & systemic mediator(= MAEFIZAFIE L, FEER).
% < @ mediator [ZAEAIMIG_EOFFRAY I FRIRITHE S U CRIAR I, — IR E N (R
T, B2 74,
FRAAIAE 22 J— IR B9 E A Ji - [R) CAERNIC X0 BROGHEDE or #5HTEMIC & 0 BOSHIH
mediator OFEREIT L IZFHET--1F & A & D mediator 1ZH ERIEEZSIZEIL D D720,
a. Vasoactive Amines (L& {EEIMET I V)
Histamine : /NEJRILGR, JAEFE A B O M8 Z M TTHE by WFLAYIEE; . mast cell £ Fev
7§12 IgE HUiR D346 A 9 2 5uE i, anaphylatoxins, neuropeptide etc. D Il
RV i, S MmAEERME+ KR T .
Serotonin : [fiL./MR O & FE7- BRI N ICAFAE, M/ MREESEIZER U ChltH,
b. Neuropeptides (f#f&-~X7"F K) : T AHX AP etc.
c. Plasma Proteases (I4ED 7 107 7 —E)
F=, BEESR, AR
—C D% T Hageman factor(XIA 1) DIEMEALXT—Xla) 23 e AIZAT AL D,
—HMWK({E 53 7%=/)-F N X 5,
F=0% 1 AT bradykinin PEAE,  MUEEEMETTHE, ANEIIRIER, SUE VR A ULNE
kallikrein( " RIf#4) — Hageman [KF ® potent activator =71 & A i,
EEER « thrombin FEMAL—7477 )= v & o3 L C7477 )/ HRREAE,
Xa KH(F HARH)— g Zm Mo, sk ek,
fibrinopeptides— I ZEiE ML, BRIz 3 LAEGIE,
fibrinolytic system(f#%-%). plasminogen—plasmin by plasminogen activator& 7 ) 7 L A >
iRz C1~C9 BF{E, Fig2-13
MAC=/NL}K membrane attack complex % F#&HIIZPEAE AR A LTI DIEIZ X Z BRI 5,
classic pathway T HLfR#E © C1 BHURPUAESIRICEE 415 Z & Thills,
alternative pathway & %8 : Mg DR U v 7 A R(LPS)FIZ L Y BAtA,
C3—C3a+C3b byC3 ar\¥—+F
=C3b 1L C3 L NRNZ—PEERITHES L TCS a7 —EiEA,,
=C5—C5a+C5bby C5 2> \F—F
C3a & C5a : anaphylatoxins Il @M FLEE, A YEHR—LASIY from AEHHA
C5a : AA R OVE *vr F-v BREETEMAL, BIEROWN ERIfa ~DHE U, EPER -+
C3b: 47 )=y & LTHER L, RHEIZ C3b V7 h-Z Re oMl & 5 R VEf R,
C3. C5: RIEMBHEMPIZH D & /37 B ERERESR (2 X - THEME (b — B 312 Rk,

d. Arachidonic acid metabolites : prostaglandins, leukotriens, and lipoxins

Fig 2-12

Table 2-3
cyclooxygenase, lipoxygenase & eicosanoids (=AA metabolites)  Fig 2-14
Cyclooxygenase #%
prostaglandins (PGs) . thromboxane A2 (TXA2) PGI2 vs TXA2

PGl : I HLGRZ A, i/ MREEE 2 B, — PN EHIIE T REA,
TXA2 : MENGHE 2 A M/ MREEE 2 (e, — iRk TREA,

PGD2 : B HEIPN @ Cyclooxygenase #% i D &= 7o RERPEY), 1 EHETR, FRIEZ K,
PGE2 : FEE\, i R R ML A WA,
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Lipoxygenase #%#
5-LO(5-Lipoxygenase) - &+ HER DO HF D AA RO T/ fEdE,

AA—Y» 5-HPETE 5-HETE : LTB4 [RIEk, #FHERICHKS 9D LR
1eukotriens{LTB4 L AP ERIS R 2 3R 7R A MR
LTC4,LTD4,LTE4 : Ifil % A, 5V SR, 4% 2 1
transcellular biosynthesis : Mificl[@ =D EHIZ K % leukotriens & lipoxin £k, Fig 2-15
— I/ IRIE 5-LO ZFF7= 720 A, IFHERD LTA4 % LTC4 < lipoxin [ZEH TE 5,
PX(5-HPETE—)LTA4gLTB4 : 4f HERIE LTB4 AIKEER & FF DD TABTE D,
LTC4 : 4FPERIT LTCa GREER 2 FF72 720, i IMROBIT,
Lipoxins : LXA4, LXB4, M/NREM TIZMENZRW, GFHERD LTA4 2> A AL,
Lipoxins % leukotriens D AE %9 % neg.ative FHHE K 1-, eg. ML & JL5E, 4F H ER D AL,
Aspirin, NSAIDs(FEAT 14 RHRIES) : COX-1,COX-2 % BHE —prostaglandins &k PHE,
COX-1 | % B KL T & F& Bl —prostaglandins |XHEIC & 2 HEE ISR L CHHEANCE <,
=Aspirin, NSAIDs (ZRIEZIZ H—FH T, HEEZEZ LT <5,
e. Platelet-Activating Factor (PAF) I/ MRIEVE(LIKIF : acetyl glycerol ether phoshpcholine
RIEMEED R ZFo, U UIREHEEOMI#’E, phospholipaseA2 IZ L W EHNL S,
GPCR (G protein coupled receptors G % > 737 RIS 3RAKITHESY)
—M/REESE M IR, AU SR
f. Cytokines: F=IZIEME(L L7V Bk R EHIAL B O IN 77 F 0 PEREEYD, B OFEEE 0O Al 2 il 4,
colony stimulating factors, growth factors. cytokines, chemokines
pleiotropic Z HIFEHINE, redundant TTRAE
autocrine(< 4L % FEA T 2 Mk B B 12 AE ), paracrine(MEEZHIAEIZ) ,endocrine( N7 e=25 12)
g. Interleukin 1 and Tumor Necrosis Factor(TNF : JEEHESEET-) Fig 2-16
~/m7 =L EA,
T R Ry, REEGER, HR. WG, RIEMITWE R & ORI K0 550,
—WNEGIRTE ML « #8850 7R, MM 30, 234 °NO OFEL, MR AL,
IL-1 R TINFIZ L > THIE I S D, BUIMEITHE 5 2R EPEIRUS
=FE, WEHR, cachexia HEIRE =RE OFEHE), M ~DufF FERSLH,
TNF : B et S = v 7 OERO M EK T 205K,
h. Chemokines
kRx 70 B EROTEMEAGIR AL bR 7 & UCTEM,. 20 F &/ &V 8kD~10kD,
ECM (TG —Hifs S 7o MIRL S — & 7 M~ 5 DI B2 70 AL PER - DR B AR HERF,
CC 7EHNA & CXC 7EH A —>GPCR IZHEA L TIEMFEAE,
i. Nitric Oxide and Oxygen-Derived Free Radicals Fig 2-17
NO
e CalptED 7 V—F VT A,
PR FCH & e S i @ AR AR R
AL MG @ R
W 2 #flfic C pEAE (=EDRF)— L& P15 /5 @ guanylate cyclase {EPEL—cGMP T — I & P55k
ARGEEIZ X DFAET NOS=NO synthase (L ¥ Arg, &34y 7. NADPH 75 NO &k,
+nNOS (type ) : constitutive( |2 — & BAFLE) 2o A FHINAE NOS, THIEIE Ca™ R IFIE,
- iNOS (type II) : inducible(% &K F(C L ¥ PEARE L), Ca™ FEMEKAFIE,
HA b AA R IL-1, TNF, IFN-y, LPS T#, % < OMIBIZAFTE,
- eNOS (type ITI) : constitutive (24K 415 NOS, TP EAIRRNICIE(E, Ca’ KA
A5 SR O SRR (=IUEYRR), i/ MRS B ete) DFEHUEM . RIEF~O A fLEk
AR | TR R AN T ORI R,
oxygen—derived free radicalss NADPH A% * % —E &K TH A,
EEERT-. REESER, BIERICL > TR SN hERk-~ 27 v 7 7 — U B,
low level : inflammatory cascade T high level : AR G5B L I PRAEREME I L 0 Bk |
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j. Lysosomal Constituents Y /'  — AERLES 57
R DEE DAL or frustrated phagocytosis(K & < TYE{L T & 72\ FRmIZER L T,
FelE7" n77-t" : phagolysosome PN T AJEME,
HPE7 n77-t" . ECM Tactive — FHf&4EHAS. anaphylatoxin(C3a,C5a etc.)PEAE
MIER ECM NOHLT n77-t" @ EFLORE A I,
eg. a.2-macroglobulin,al-antitrypsin(4f- FHER =7 2 # —E OHE) — KB L DHRGEE

5) Inflammation-Induced Tissue Injury (RIEIZ & - TFHE S MG E) B,

6) Outcomes of Acute Inflammation (SPERIEDIA)F)  Fig 2-18
resolution V¥ 7% : IEFIRRBIZIEIE,  Fig 2-19
scarring or fibrosis FHEJZA, FRHE(L : K Z 2R LS or RIEDS A L 2 2 WMARICA U256,
fibrinous exudates FRAEMEZ IR (WX S 72\ 55 ) —organization g B4 Y - i & AR 23 A 0 BREEL,
abscess IEIETEAK « AFL /24 P ERIZIE O5E or pyogenic {LIRIE D EE - BB DER,
progression to chronic inflammation 2VERIE~DHER —  regeneration 54, FHEIE K

I Chronic Inflammation &£ JE
TMESIE, FRHEE. RSN 2 HAERALZ T T, RRFICHEIT  Fig 2-20
REMIE, U o ER EMAE e & BERCEMESAEME )/ DR
{ PAEMEHIIRIC K = T 2 RN,

M/&FHK angiogenesis & #RHEL 2 b 72 & IHETE,

viral infections ™7 A /L A Jg Gk
AN — U 2 RER - REHIAIZ K 0 | FRGSHERE 2 R E L TR,

persistent microbial infections 7% 74l 1 & Gx
B ORI LRV —delayed type hypersensitivity J#EIEMEEBEE, LIX LI granuloma PJ3FEHE
mycobacteria (f5#%) . Treponema pallidum (FEFH) . BERFE /2 EIC LD,

FHEOH DRIk DRI ZE (eg. silicosis EEAHNE, anthracosis FRIDIE)

autoimmune disease H CL &R B eg /BMEBIRT Y v~ T, ZIRIEMELAE

1) Chronic Inflammatory Cells and Mediators {24 RIEMERIIL E A T ¢ =— & —
a. macrophages ¥ 7 @ 7 7 — 1’ : mononuclear phagocytic system H.E% £ #fl fa %
1fi. H 0> monocyte HERIZ H1 k9 2 AR,
Kuppfer #fifid (AT . sinus histiocyte JFRHRRER (U >/ \EK) |
microglial cell ¥ 7 1 7' U 7 (#8%%) . alveolar macrophage filifi~ 27 10> 7 — (fifi)
~ 777 —DIEMEAL  epithelioid macrophages (B b~ 27 v ~7 7—)  Fig2-21
-l size T, V) -hEREAE T, REREME T, BRE T
by T VN ERHI SR DI MAV(FEIZ TFN-y ), il Ox/ b My, 47 4z=4-, ECM
=SWEMbESnD &~ 7 a7 7 —IILUT OREY & 53k,

Fe k36 K O proteases, fi{ARKSY. #E[ER. ROS, NO, eicosanoids, cytokines
PRI SR ERRHE(L = 1B RSE (-7 77 SR T, RIERIZERL, )
giant cells FLAMAE<—IL-4, IFN-vy ---v/n77-" & @hE S CTEEHIIEIC,

b. lypmphocytes, plasma cells, eosinophils ZffEEK and mast cells
lymphocytes U > /NEK : R FEA S0 BN (B ete )T B
TU B ~vru7y—MHAEEH,  Fig2-22
=IEPEAEY N BRDS TFN=y & )07 7=y (23 W) 7 7= i L — ) v BRIC IL-1&TNF
B U /RER L TREMINE & e 0 BURREA:
eosinophils ZFFEEK : FFA4E HUEYE, IgE DR 5-7 2 KT LIV —b)
eotaxin(_= M HSR DO r e L > THHEI N5,
MBP (major basic protein [EERFEES /N 1) AR RN E T, A4 BITK L THEME,
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mast cells AETEHIAE « &5 AR CAFTET 2 sentinel(F f2)Afa, IgE Oz £,
PUR & T %5 & histamine & AA REHTFEW) & i,
anaphylactic shock D+ (55 5 EEMH)

“acute chronic inflammation” % H ER(GWMESIE D B EN 2R &2 filT 5.

2) Granulomatous Inflammation PJZEEMEZSE  Table 2-5
EME b~ 27 07 7 — U EEAR(=FH EEOICETE, giant cell EUHERY Fig 2-23
FEZH, ME(ELEEZ AL D), BEEICHTT SRR T AR S—T M kA My
—Fplenv 77 G MEAL
FMERFEIE « REESR. TR % NEIE R BT D i,

3) Lymphatics and Lymph Nodes in Inflammation (KIEIZI1T 5 U & & U 2o i)
Bk & i, T 4 & LTE<,
VU ERITIMEINR E R T, 0 U 7 NE ORNEGRE S 13 50,
SRIE—V o oNE R T I AESMED D IERIERBEH,
JNEL TR RAE DA FRIENR XA E 722 K1 b #ré— lymphangitis U > 7 V& 28 lymphadenitis U >/ $EiZ
bacteremia B MLIE : AN E BT A VAR Bz, U 2 NE i LT,
— B, IR, T 72 £ D phagocytic system(BRHET VU ) — DI BB, B M5 (LR B Hi 2%

IV Morphologic Patterns of Acute and Chronic Inflammation S « B VERAEDFERER) X & —
Serous Inflammation $EEIERAE © FLHEIIVN ) D/ 72\ ik =effusion I HIE  Fig 2-24A
eg NI KIERL DT A NV AT LD H D, O 1ot VAR ATERUCH: MBI, ©bIvn 10RO OIRRHOET, )
Fibrinous Inflammation ###E & MESCIE : fibrinous exudate FRAERMEZ HHR  Fig 2-24B
MMM TCHE—T 477 ) )= /78 ERE 72453 F- D3N BGRB8 — L5 S R 3 68 = A e
resolution YH 7% : MRMESBMAR MM DS BRMERIEMEIC K 0 o0, REMARIC XV BRESNIERIC,
organization FHAk(L : BRHESR 2 SERUITERE T E RWIGEBMESE I & M52 23 A 0 SABRER T .
Suppurative  (prulent) Inflammation {LARIEZIE
pus g @ AFHPER, BOIEMIG. VRIERDN D25,
pyogenic {LIRYE © & DFEOMAMIIMIRA L Z LTV, eg. 7 U EKE
abscess 15 : IEMTHE L2 b 0, HUOIC K S A gsEaEik, &V IIX4FHERDIE, Fig 2-24C
Z DIMANZITILARME & BRMEF I O A — B DI E D 2T,
Ulceration YE AL
BReMERE(EE, H R, RERRRSIEE. BEME LEONEEIENE L 720 | RE SN RIER,
U DRI T2k & B EDRIEZ 1D,
ReMER I~ O R EME or SMENEIR S (eg THALMEIEDS), MERFIZL-TAHELDLZ b b D,

V Systemic Effects of Inflammation 48 JiE 0 4= 5 P 2
Acute phase reaction WIS © RIE DI PR,
TR GIIR, AR, BREAR, KIMLE etc.
Cytokines : TNF (X IL-1 Z FEAE S, ZAUIS FEIL IL-6 DFEAZ L,
TNF, IL-1 : IR T O AR P AXIC PGE pE/E 291 L THEM <aspirin, NSAIDs (ZfEEAEIR,
IL-6 : ITHi# T fibrinogen & AR, = 7R ML EBRUL R EE 0D TUtE,
Leukocytosis HIMERIENN : 1F & A EORIEKRY T Z 5,
leukemoid reaction FH [ M5 S his « 1372 F I ERHE N,
left-shift /257258 « JEA LN HBED D OKUINT KV | Sh557224F P ERHN, TNF, IL-1 12X %,
RGN R < & B Rl CRITBRA R A,
neutrophilia 7 FERHENIIE, eosinophilia 4 BEEREEANAE, lymphocytosis U >/ SERHEIIAE
Leukopenia H MERJME : 1ZEAEDTANAEG, VI yTF T, kL,




