< hergselaers )
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18000 el *L-HE] k317 (oxygenator)@} H Zell thdt 7t Aot A2l ghell dial
AAR o7 A3 4ol £9J8 2. 1953 John Gibbon .2 AFAlo] 7HukEF Q1EA)
HAZE FAL A7 #ape ANFAAES S AAIHZ2E MATEste] 431k D
Gibbon2- 1930l ®}+ Massachusetts General Hospitalol| 4] A 2]<=3}ol] 3t dFE A| 2}
of A2 AAHCZ FA] AFE Fuhlgoy -t $ dEhulzobd] Jefferson
Medical Collegeol| 4] A 2)=gholl B st Au| & Adstn Heldel 52 AFE Al
o] 19531 o 2 Qlitell XQIFIA At o| % EefslA® 49 Ay} o8] FA
2 Ao AsiAl He £ ol AE et 3 1940 2 University of
Minnesota®] Clarence Demnis SX% A|]<=#H-3 odFsle] 1951 AlEA A LEZ 33}
Hgelglert BAAE SEBRAZ] T 148 ANFAAE) U BAR 4
% & Auksiolvh. 29)dle) Viking Bjorkt Ake Senming® 194003 thel 19500 th Zutol
x| 2)shol] vial B AFE slgich 19555 E] Mayo Clinic®] John Kirklin 52 ¢1F
AA71E o) &3 MAGES 34 Mayo-Gibbon QIFA =7 E ket A2tslgl e,
o|F MAFE L mS B4R AL wREoe] Qe o] 24 Hh

2) AQlRE0|E

Hoto] Alelz Uzkelh b AR B 0EF AgHLE ekt AL Agled
olet G} Yk Welfo] As|z vk A4S AAEB] ol ATHAE A} ol

A A ez Ed W HET o] AXTESI viEo] hiAe] w3l dojute,
AelHo2s G Well4 dojube dibo| gt TR0l I dte] vehtA ¢
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Oirg = more| i 207 ZHSH2

om), AAl gow ool UO R Qs BHSTAYT olol] W YA FHAFo] 2
A7 e,

Al AR olg) 4P WikEe] MgH Y Aot WS
917 o2 2] Wgol Hako] A2l 7 wedelA T, AeA wEY
o Yoe F 4 glonl, Ao Folok Ausks AslHo R 2ol I Sof
o B3, AYFE A9 gloiAA ek s ozt Aslwgol Azsd Pzt BF
Aske] QAR Aolo 4Tere] Aol7h whysinl, 55k Fulel ek wy iy

ARzRspol APA] A4ehl, ol sheras] Rotol gaunh oid SRR wstz
ete] PAe] ek, 2H 9| AksRepo] Wainl, ZHBFI Zdwo] Poy o]

B Ggo] F71Elo] AT WA Aek Aol AW G2 Fog WG Y
ofo] WS} gl ALRA AFA o BAN ool T, mR Aot
W3 wroz ol e Wolel A=A Foll wslol Yolel AHA BT w24
49] FEmead) 2 AYSSo] BN olo) 0 E LA Piol ol
oh B3 Yool AFAESe] AFER o) Al 2o Fol 5T o[ EA
(non-self) 2 Q1 4Jste] SiFAIEFo] B4%sIo) AFurgo]l Yolihsll Aek. olefdt A%
WS AAEOZ tEhty] Bgel HAGZESol

gt

o g
L Aeasn FAASHS
AAFET ATHOR oty B F A B AL FE F AR
QTR BAlolw B st Aslutolsizo] W olg] BAgoR ANPEUSol
o},

520 Adrtoldflae Moz B FA7L glo] Edu Ak, 95 gl
Al Vg Aol whAE = gl ol 5
T(postperfusion syndrome)o]z} F-Ec}. {FFFF Tl =7
gaAel, AR 27, 2R S,
W4 S4g0l ek & slek

Asivfolsizz Q) $2l Bl Welol sl Ao gl wAAHe Fun A
Sot A3 Sl QA el Bl gl AEZ3 DA Aelelolals 327 A7)
ol obd ZH(nonself) 0.2 QIAstA Ft. o] gt ‘nonself’of] thdt -2] &9 yh-goll= W
Auk-S-(immune reaction)3} Bl 5] o7 A 3tEo] Vel QAFuESe] ik wdnt
22 zbodvd o (innate immunity)TF 24 ™ % (adaptive immunity) 2 E 7715 gl
Asbolshs Fol 0 WAL 715 Aok Aol nmate immunity)s), 24 W
ol (adaptive immunity)2] A|HAl wEE#} AEA HESol] Fofdli= oln] PFHES oA
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Table 1. Inflammatory mediators

Humoral
Contact activation products
Factor Xlla
Thrombin
Kallikrein
Fibrinogen degradation products
Complement
Cytokines
Tumor necrosis factor
Interleukins
Leukotriens
Cellular

(inflammatory mediator)5-2] A& o|L}, ok ol
(w%a%@qﬁaqn2@%1%@@%ﬁ&%%¢£&4%451abtevn4a
A Aslefelsz Fol BWE M LeslA WA wEe] i AT vle]
3 7%} BEolk

g} v Eol& 93 ZHk-8-(nonspecific inflammatory reaction) 2. & 4 = 4 )
Wele 2 gl wel tehinA Ui A4S selolsl s Fol ol
2 Qoq 4 Yk 5ho] ek ol Asintolszol el opHE Aoz
gl dl&g £ glo] uhAlel= A A9 ZH-2(whole-body inflammatory response) 0.
ZRslo] F4M o2 PARE WS Fol QAT vehiet

o % fr
R

HL%#

ot rfo

o} 2

1) AHAM HS(humoral response)

Alelntolal) 2ol oz WkAlslE Bl EolA AFHS F A WHSS AHA whEoE A
Zhsta Qlck. WA $el Fof Holo] Felaeloz ¥ K HU pump-oxygenator, 57
4 53 A9 ol #AA3ts =, oA
A 244 SHcontact activation)z} ghek. HHZAI 37} At ofeol A Amsl= AL
E, BRAFRE, ZejmaeRlEE, AR4glFE 59 ghsel dolupA Heh

slgtglo] Fof ¥ AdlolAE SFILEELY = 57 ol&AFe] FZol ubdle
Aog 4A Yk ddo] Agts]a Fof o] elxte)l X A =™ Hageman
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CIgtg S lete] 20 1 EHOIRY

AR XI7F A4 3E ™ ofo] Fil(clotting)7h A= Ai(Fig. 1), FAloll g0l
Egdoz o Fule debEA s

AZg A3l o3 A N4 whE-2] A DAl Hageman A249) #A3ts Hsta gle
v, &g FAll S5 A2 E Fsl &493 Hrt Hageman Q1A4He] HE&Astet o
o Folo] ZelAelgl-nejr]ydAe] &4, aeln AFLEHLEd BAub-do] Al
Hog olojAA HuhFig 1). o]2F FEGoz A4 AEAES A £5 o

Eihg
2 AESol} AAE BABelo] ol FES Aed THEL vhehi.

Coagulation

Xty X |2
Prekallikrein

X| | =—p Xila —————Pl Plasminogen

1 Fibrinolysis
Kallikrein

Plasmin
C1

Kininogen ——— Bradykinin

Contact activation Complement Activation
Fig. 1. HagemanQ)AH(XIDS] AEZEA43bel S ZE, 7)Y, AFLEelEE, BAZFde] T4

ot
o
o
2
o H
2
f
i
Py
(3]
olo
fd
It
e
1o
\4
dz

127E BASIo] FHH A RAE
P opolutnt Mg &gt 4R 5 ek olsh BAstel AAEH FRAG B
Arel Am@ a7t FHSIIE ek 2eht olHR BeI SuAA 4T

3 dorl

o o5

. O o
TE ¥ gAsddA FEA AQlo] Avkae A7stA i Qe
@@=

"

HAE Ao ol el FRhuA (glycoprotein)9] shbE o)), v

o} £4oll g3te] AAMES 71A 9 3R Agste dHY EAEe BAle A
F(classic pathway) '3 L7 E(alternative pathway)zh= F 712 7 2ol oa)) A g}
(Fig. 2).

AT A Aol HAE Aubd o aopARe] ol F2 BAEE Rog o
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SH(Complement)
Classic Pattway Alternative pathway
(dta, plasmin, heparin- T {(oxygenator membranes,
prolamine complexes) (f endotosing
L .
Cla

v

./Cia\,

Cytokine production
Histamine refease Celiyrar activation
Smoath muscle camracticn v {neutrophits and platelets)
TNFa ‘.
Increased vascuiw ﬁdm to endothelial cdis
parmeability ;’ el ]
/ N \ Toxe oxygen radical refease
L6 -8 Laukolriene producton

i

Acite phase response

Fig. 2. Asjulo]d] el Yot &R F2 a2l 28 o] Fojalck

A ek Ao I A S C1 ZA7 obel CIEArL AR B
H|7b &S 5wl Cla, C3b2] A4S FE3c)h Cibe AlGH oz BAlgAstol] Hhofsl
Al =5, ejFsreiel wheke] FasbiA adFse] 48 APk

wbA] GedaA] A By 5 Hueutrophil)@} gFel T {monocyte)2] pulmonary sequestration
ol HAgAIsle] AHHQ FAe|n, Adulelsli ol A23 ol Haloll A Clarl 2
ghaL 1 A Aokl By wizbA Fybdch wd AlYed T8 A ZaeplE
Fojetd A HEA Rl 8 7 BAlEA o] Pojudr)

olef gt Alsfjutolsiizuell e ofrl¥]y EASASE % v Aoz AR o
ABAe o7t ZAaEa, ¥AyF Ay dellelol 2939 opsonization®] TAHE 224
A AFREZE AAsE 7150] FallAchFig 3). A 2l53t Foll A A7 (bactericidal
activityyo] Ja}=lE=d] ol olgldl BA Aga Hygzog AArt gtk

=4, BAl A ske] A2 ohily 2 24 (anaphylotoxin)Ql CSast C3av} b ol A
ARch op bl 2242 WRFAYE SR, FETE FEE], il A
iA4e 5§ 249t

AR, BAl A28 s 3579 715g AAH o2 vt Clas 259
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inrlammatory .
inflammato — Complement depletion
Response

Microbial opsonization X &}

Neutrophil fuction X &}

Phagocytosis Al ot
Chemotaxis X o}
Release of digestive enzymes ZJ}
Intracellular digestion of Microbials X ot

Fig. 3. 4% o WA ol mlE Aslubolsh g A3

N

C3bsrg-A o Wz #AZE 3, CbFEA7E isw TF-Eo] o] LA 5l
A A7 SAEe] AZE9] a¥o] ZhaE) FAlof MAEE C3i FE&Ale TFT

%3 2 dogranulacion) & SAAIAA W gl sl proteolytic) H§-& S7HAek. ol %
#% %99 pulmonary sequestrations} #|=3h ol Ao T B2 82 A|9E
8 % s dosls galol ek

@ Zz|3za+2l-8 20| 7| Hl(kallikrein-bradykinin system)

Hageman {12} & A| X1 3391728 A4 3k= H2 Zelaetqd-Heltysld A9
S FUAA Reltslds A4QA I E . 1)

Zelaely dH ol A+EAY ZejzdelZ el (prekallikrein) 2 2 EAe U
= 2 F 75%= €A oA mEAES 71 Iy e Al(kininogen)oll Z sl 9lct.
BEO7IdE F2 o] L&A 1Y AHMWK)o A whEgol Xtk HMWK . 2 R &
47 Bty e AL Aeolez A=Y GVl nojrde YA
2D AEuEA, BT 4% ael3 TES Yot netzlde o
bEe Aslulolsliol i AAMESl TA % woh LelaAE w
Hageman Q175 &4 5HA)7]51(Fig. 1) etz wdls Eekzilo s $A3A A= 4
G4 L8| & X (fibrinolytic cascade)Z FA3}A7 2 7]} o] AHA, AEA AL &
A e

@ MTA 2s|ZE(fibrinolytic cascade)

CESY e zﬂsqﬁ 2 A8 BE Soolld ol A B4 Ak Zehzo|
= Al(plasminogen) ©. 2 HE] Zgl=gl(plasmin) 0. & A5 AL £ Yy LFEE]

Zal=ul e A5 A (plasminogen activator)e] 2H] wji-<ld] o]21 WA FEHSL A

ojo

o

19

2 mlo
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A& T telEolRley BeHYd § A8 489 57 =of 24d
o =z a2
_ 1

w® Zgl=nl 1A, Zajzelzebel, 18l olulx Hageman QA 58 AL=s}od]
AR W FE 5 SARAL + Aok ol AR FATE WL E %

Ly o] g5)2
NE F AFgF2 vixed ol P A A a4

(aprotinin, trasylol )£ A]-B_*-].oq e B 2y
e "anrlse nEsel £¢ ¥ 283 o

2) NiZ4 l='|'°(ce:llular response)

AFAHAE ol gjo] A ERE W BANE ST} W AE So] 5]

| 5o

A

Zol4 o
Zubeol] Hol@eh QshTLl TAT 59 YANEFo] Folq 3% whgo] YR o]
AT 7 B nlS A WeR F2 EFTA ATA Wgol FH e Gok

© WEH

Adutol e MEFE AR I A, WEF FollA Aduto]sflzol gt
Lol F3 AEL sl AL T E(neutrophilic granulocyte)o|th. TEF= HAL} 1
o] Z+elzglelat 22 fellA EZ A (inflammatory mediator)el] 23] A3} =)
A3H TEAE AATET 52 B4R olFsle] Roko] WA FHAJe] Kot
A Abd AFFEhe] ZHoxygen free radical)it 22 AESA EAS At

oluf Hale S50 A5WEY T8E F3 Alvle AEE ] ufFoll Al
A 748k A|BA ul A ZA dSubSollE Esln dlE 3kakEel & FAlgle) 94'"5?54

oL m&"i Bl

+ olfe 4 Avlel g AFE Sick aey dubH o2 Asutoldlas TFTY
AAAQ dHFU)5 (antimicrobial function) 2 A 3l|ste] Zd ¢ 3le] TolAd)

F 2 C3a%} Coaoll olall $E% = chemotaxiss Al@|utolall A Fol| AslEold & 37
[SIRS

2Et Aghnt. Aee Vl ko] ZojAH o] chemotaxis®] #et7t 4 #h=lchFig. 3). A
9|43 Eatkel] C5a7} FolA® EFF] C5a 4849 internalizationd Q27| whehA)
C5a signalingol] ¥H-&-& S748}A] slo] cell chemotaxisE 2k3tAIZIc) Ae]s3t 3 wigd
o EAAEo] Aslsler ol AP o2 YA whe|2lote] AAFH| FAEE A
2 4F=uch

N7 = Adplolal s Foll HLolle 2F 47 T Y A& BolL v}

o

2l

T I F ZUhste] Aol F 8 Aol ofrte] wiET FrhFo] e wiE Y
= 5 3 1~-29xd 7FA ol BE 12,000~24,000/mm’ B 57}t $ich Asebolsl s
5 Azt sl 3ol E7E Wol AelEw, Astelal Az SAskeY Ao

hal =
A& Axsla ek s Aol F2FslH A] cell adhesion melecule (CAMs) & A5
o] JgFEeS doivt TEFE bl Ea)E 2 7} vasoactive substance % 7+# 3} lysoso-
J3to] GRFAA S S7HATck =g Aldluboldll F1b HAQ] Ca
4 Csae EFTE SRt Aubleldla 3 ATEE EFANE BHLRE free
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radical & wfSslc}, et clul B g 4ol $ETF A g4
Zol A1 wl#ste] v]S 71 TG 47t S71E]H elastin, collagen, fibronectin
# Axe] F2ES S ZAERY FE TR e F AFEY AAL F
7M1, AalA EFEE ofr|A 71

@ o M=

HAAE AA] Aeutol a2 AFA whgollA Fa%F Q4o]u, o] &2 opsonized
S 52 AAYY cell-mediated immunityel] o] sk},

FA st vhe} 7Zro] A M ZE= MHC class 119} 35 WA AA, Tsb-§ 253
2, IL-1& Felshd A A5A4 HAdAE SA3AIZ

Aol 27 o] thAAMES] 7)ol ulX = gkl el e artA EatslA AT
HAE Zgou, Az wtelglol AATHE AstA7lE 222 Haxs Yk
FA8)7)0l] o7] Oﬂt A A 9] antigen-presenting function2] ¥13}7} oty Ao of
AR 9t

@ Interleukins

Interleukino] 2} &0 Z}A| &= leukocytesl:‘ 749] A% communication FEFOE 0] &5 o
2 7FA] A AHZ ol F cywokinesEL A4 AFA ¥ ALY dEL 3w Ao
E 4HAL Ytk

IL-19] A4 Alwutolals & wbdnk-S-o] doljdat 7l 24X 7hol]l 27} H o} (Fig.
4). B A<hl(complement peptides) £]oll % endotoxins#} endotoxins®] polysaccharide & F-5-
o] gl#lF-(monocyte)7} IL-18 WAL E=E FE 8 ch(Table 1).

IL-12 7HA] AFA W59 o8] Hell FAE gk oA wej A dadgkeg dod)a,

(elastase)y= A 2]<=$}+A] 71o]

F

g

before 2hr after 1day after
bypass bypass bypass

IL-1beta, pg/ml

Fig, 4. Alslubo]slzol ik IL-19] 4H2.
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olo

AA91Z1el immunoregulatory cytokines?] §-2l, WS A7) 59 w3}, 2o SapA
7t @AY A4 55 AFH R vl w1t IL-12 PN AEE 23]
nitric oxide (EDRF)E frelste] 4H o2 Alsvlolalx Fotol]l A== Hishite
F8 o] Hch

IL-69} @-MSH (alpha melanocyte-stimulating hormone) < A] 2Z| <At} ol 3l
S48 3o Fa3 =R Eelct

Aol A g B8 YA AFAT e e, AL-69] FEx Aldulo]sA
Aolle @A3A FAF L7, Aldntolal A #x7)0] H4, el Aduto | ar) #
& Bl dzAel a2 So5E Zo] WAL 1 ¥ WAL6E AL 0% F
ek 1 FE7F AR & F 24470] Aol Aoz Foldr) ol & F Fof

© " d A Al 711gt o2, ofe} £ Adle F& F IL-69] F7te Fv) A4H
t}. o-MSHE Al#utolsl s ZF 529 #dte A9 glvt IL-69} IL-8 FEt Aldnlo]]
2 AR F g4 FrhEn AL W ek zbt vjElste] SokE ok

@ Immunoglobulins and B lymphocytes

A o3t Folle WA F2E o] 7h4Hc) W25 gle] 7h4ehlausy] AJE2] opsoniz-
ation, Atedvdd(innate immunity)¥ 24 wadx)rl 7+4sbw wlelA] microbial opsoni-
zationo] o5 Weth ol AlLE3lel eEEHWA Uehe & HYFEREY]
HA o 71919 RAeg A7t

Addupolal A Foll= o] gt HAFEE A4S A9 tlEo] HAA E(plasma
cel)?] 75N 4 FF ALHt

® T lymphocytes

T lymphocytes= cell mediated Immunity2} A HFA ¢l immunocompetenceol] < Q3F <3
= B3t TS} 7+ T-helper cell#} T-suppressor cell& LFFolz =], o] 5 A|FE=
5olHA F /Mo EW &4l 5 CD4s} CDS2E o] 4 4 9k

Aallupe] sz Alof] T zh2] A o] FHuIElR o] U o & T-helperdlE 9} 7+
£ oJulgicl. whebA] CD4/CD8S Zhdvyh A sk wak Telshre) L2484 S8 % 7
A o] Adulo]a A 2o BYu}+9] transformationd Yo 71t}

® gAH

g2 ALt Aete] 715 F obvel d4 57} 4k Bl ¥
o eRobE 4375 A slrt Alduboldl A & hemostatic system?] Aellof] T & @
ez A-&gtct o] ufffol Adutoldlz & 4~8A)7F Ft FH A 7Hbleeding time)o]
A=t

dagae) ae Adutoladlz A7# A4 n#lsAs ek I updotA
E Ao gsho] AlAE 1§ ool 4gte] #A SR} Hivlo] BA3EE AL

B B

P
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FRAE oy o] el HA nZo| F|IL, shearing stressE Wror, 7|AH 0w di
g}o| s} E]w, ADP (adenosine diphosphate)l} &e 2| A] 9k o 31843 FAof] 25
g tgto] S i3} fibribogen glycoprotein 4--8-2(GPIIb-1la 29} of] =% 5 2
7% fibrinogens} ZAghho] o Eel Wasto] AL,

® WHHE

el mwl $ BFor G49T gk HHAEE SPA Yuiitolsls H2E 5
FHAE AT 1 715 Aslubolshiol Sleto] 3akg wHzch Uzl AE7} Asluto]
szsol <3l og*o;k—g— Wi B 76l FHAE ob el glA) kAT, wbdo
B4 4] o8, 22 (shearing force), F4:518), of ) 7HA B Wl AES ) w1 g
ol BFEwal oste] G WE Aoz 24N W ek ANHOZ W MEE AT
2 Aol oA ERseAll w253 4% % 22 S MulshAl Wt

2

260

AAres) 4 ]H]"’MV\“ Yol AFYE AFA k3 £33 A& SA4 37
z ©]8l multiple organ dysfunctionS: oF7]8 4= 91-& ¥ ofvzl A4

| "6" 3] eF3A| 71l Ev] Adduteldia & Eﬂ]i} immunoglobulins®] 7

Hd, agx *"3“‘?‘ Eﬂq/‘ﬂ:-‘—, dst-tel 7ozt ftElo] MAHAE A F&
o] Fopzlrt Auufolsflzol whE o]2jet FAFEE FEH3VI

e 4 *?']"ﬂ/q AFE dFukgel 7];4"“ sl 2 &I glofof &, o]t of
) }2oof

2712 ZEA QY dEnol wE PHEE sl diAey] fsMe R 59
A 1A S Akebe A A, ol E‘E?T € 7% HAR X art etk dA AA
Aol ot iy ez el et AHHtel# 22 mechanical deviceS

= 719 WY, o] 7 kA Bt JH R HE5 3 QlvkFig. 5). F dA AAEE
HhS-& Adll3l] skl 2 o] &H I 9l AR corticosteroids & 44‘“}04 AEm o
23} Aol odnl-e #AE o A|sla, aprotining A}-£8)o] kallikreind} plasmin A
315 dobsl, 1El3 ultra-filtration g A}-g-sfo] o Zub-Sol] FaE 72 cytokines
AAL 5 k. Adnfols] Aol polypropylene 0.2 WFE0}Z] ubg) 43172 AL 43
T 71EY As7lel vjste] oignbgel St £3] HIedle dvtelor Aelg
1% ) ASUSE AU 5 A A joz nuslel gl 4833 3 o

9] Aele3t & Ak Wdubgg FX 7= Wl o2 erythropoietino] i} »
A= gqlel thyroprotein (TPS)o] q:]_o < ZARPI e Ao g BaEglon) ofFe
A7) A% AAHY A7) Bk,

T
ﬂ_.

0

% rlr P
r—|-4 o mlo

i 4

\:ol- K:3
B
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Heart shack

Preconditloning <
drug
Antioxidants
! ! |
Reduced

Prefreatment ———» Intraoperative management |———» inflammatory
response

improved design

CPB circuit =~ coating
(with heparin and/ar other substance)

Ultrafiiteration Leukocyte
depletion

Fig. 5. Aallolal2 Fol ob/9E 934 Mg Fol7l A% BAE,

e =

ARH oz Aslutols|zol] W A4 AF2el /Aol thele] e AT UAA
B2 3Ao) slel Gl b w3 g3 2o ol Al Edal o
 ASAD A Aasl, of Al G AA AYHY FEaol E 4

o) Aol Yot & ohel, B MAAAE YLAT F sl ATE ool )

Jo o
ofk
{:o
£
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