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immunological function are as follows.

system.

produces, related to complementary systems.

metabolism.
complex.

unnecessary immune TESponses.
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In the view of oriental medicine, the liver is the general of the army in its function of protecting against the enemy(i$ 2.2
B, EBIF 285, So this concept is very closely associated to the immunological function. Its relations with

1. The liver produces most of the proteins and converts them with hepatocytes, composes 80% in total reticuloendothelial
system with Kuffer cells & endothelial cells and has typical structure of sinusoidal vessels closely related with the blood

2. The liver plays an important role in innate immunity with Kuffer cells as well as with the molecules that the liver

3. In the embryonic period, the liver is associated with immune associated cell growth and their maturation. After birth, it is
associated with removing old red blood cells and with systematically modulating immune system through hormone

4.The liver controls the autoimmune disease resulting from immune complex by removing molecules like immune
5.1n the processing of blood IgA from the digestive system, the liver has an important role in protecting the body from

6.In the oriental medical view, liver plays a major role in the immune function by storing blood(5 ifl) and dispersing
stagnated hepatoqi(BfiiF) with the help of the kidneys and spleen. {J Korean Oriental Med 2001,22(1):3-9)

N E
7t 23 Qe AL FRe R YAAS
of g2sn glov] Bef ARzt Gy ol 38
stel gAsa AANNA RAHE AT T 4EE

- A4 2001 29 62 - A 29 229

CRAA A S A T S-S tiddigtan 24 e
B 1=
(Tel. 042-229-6804, E-mail : ckson@dragon.taejon.ac.kr)

o4

IV I8 F, B8 Weld AXEA d3iM &
St Aol a1, mEbA A7l 23} AgellA] o]y
v 3o 2 NE Qb g A S & AT v W
TE< AW FAl8 7127 247t Hol grhe,

X 7] gefelX e Awel Al A o
AoM AAEA Wg & 7PE FAs fedl, <&
fl - RlgER> e ERAEN AT o2 stia
<K - Aol TRERE ERUE 2 S

19 o off



@ A3 E3) A A22d A15 (20019 34)

ounl <EE - BWRtAERESY AR BREL
2t A <BRUEEONA LB ERAR %
TR 2 S5 Zo) 7T 2L SMRe] oftint
ofzt 24 AT JAME ERY] #E5F A
Aq8a WL oS AR gt
T3 o]t e o] A A8l SlojA &
 FAME 53] 219 &L vE FAIH S=
o), <Hitls - FEHEESl CITE MEZE HED
E'olg} 3l <Ft - RS>V HEE £B45
ZEpy et st e gRe AdS weldle =t
o] Aro 2 HlfatdA Megte] Wty J)5S
AR Ar). gelgtol| Mo b LB TGS
Zta 9o B Ql HEmEERE 2 HE 9 B
HEE <= SelA B 2 EhRne MRS
¢ 588 Aeld V)5S gEsted, JogA
o2% 7t Hopr| R 4% 2¥ALS SHA
71wl zigkn AeEe A g & 43%
712A 30%8 5] dAT dFEY gFEs W
N Z4E Ao YA H Be), A, BH 2 AES
ot ol Alely wH g9 AAY waHA EF
o] QA & FugtogA FAAAT A FA )
4

=
329 98¢ gl 284 AN 2

relara zhel Pabrlsol dhef et
se) ofgtel A€ AR7)) B3

hsf
o

T
_(,’L‘

_yJ_;grlr

do
op
_l;.. [l
o
=
4
o
(R
L o
e
BTN U A o U S

2
(o
N

)
% o

=
o
o,
folr
ok
N,
X L
o b
ot
N
1o
=l o o
_t_L
>
b
Moy wo dlo
o o
=X
ofje kI

Y-
)
dlo
o
o
g
i)

O
—

Z T % (innate immunity)7} {5 HAA L] =2
1

TR AREHG 5ol 2 7S #E

4 AEL OA| gAld AsiM FAEE

nity) 0. 2 TFEE 4 Qloh T WG o] FUH=
WA E LS KA (complements)L} A,
lysozyme, cytokines 52} o] A} A Fo| =
ol T84 8425 OYd FFER FHE A
¥ AEE FEY F drp

e de|gol M <FEM - FlEETol TERFR
AT oje} AT <FEf - Faim>ol R
FriE HEWE 2 st 5e) Hedg e "ER 2 Y
Ae "R 2 B3 o] £ A9 ol
Argo] WAtk sto] Aojgte] ANI 7 uf§-
FARIATY. 24 Folle 53] e " EBME 2
5 she 8422 fIRE Wwolsked 7HE 383
A7 2 A RsH o, o|9ol el 7 942 A
3t A7 FAA B3] 719 FAL2 Hon v ¢
AAsHA tFo) =, <EBHR - FIENET > A
= ARG B 8 BE
FERNE" o128} 39 %0] kel et vtz a2
o 717} BA o] Agitta st 7w 15
ol mebd 27 2 MM dlste M F838
AT 7)1 Eo] He 7], e Hu|2RE 3lAE o
g2 ela A4S ePgte 97), AYE 59
15 2 328 desin &9 e 4717 de
dl, o7lell #AE Au] o] F-e geldtoa] ke A
241 1 DHA 24 #AE A8k
o olg g BE 719 /M Fad A4 F st

U7} Wi gk goleh,

2) Zhof o - dal=ty hg

71970l 22y B>V R 3 FEZ
JTVORT ZE=%E AR S o2t St <
v M e IR AR HEEAH A%
it EE BLAIM 2t sto] FANE T i



W AP e A4 selgioh 2 ol
3 gebn Szl Ao e o] e hekd
75 ABETIe) ) g $EaR, A0 G2 B
2 AR Egse o] 2T ngY A¥e

Aol 43 elAge] B Bre B
WA LAl Al&}ﬂ»tﬂ g

2 AET
o & A EE E F R HoAYde
8he WS A o 2 st Felsol ¢}
< EAERI Haglolr 4T gatE
o golstm, g I A E 9} THA E Abo] o] Bl
7¥(perisinusoidal space of disse)ol| = AT} THA| ZA}
ole] & £ 73 Ed3 w2 o] F3te
o]l g A3l AAl datele] 25-50%7) 7]
oA Agecte. e w1 4 asldo zREl9 1t

1_““@4 e % % 2 OI%E.‘H dAZFE T

2R oD BYES P Kupfter A Z,
WAL, AHZALY B2Ago] oEalo] 28
3 B4ols] SEARA B4 399 5
44 ST B AL 715
o o) Faaprhon,
BelaAe) Suee qg% 2
A2t gelo) ) Ao} 24
$3} 1)9le) 23} )7l B8
$2 B30 7124 AY)5 e SR8 S1Y B
& WAAAE 2852 R JSES ojne
o, ol % i) e BINRE B B
ZEICE AT TR e HEATIE T AH
14 8 5ol A87)ste] BAS B3] 223N

BRE o2t stel A 971U A7) e 2t
3 223 BAE FARTL AT HAh old Kol
Fe 2N AN B B D wgwde] 2
o4 5YAY A%l 899 2oz AA A

&7 1 09l BAYA 42 g 22 O

)
gk
o,
o M
ofl
o
io{
QJL
kd
=
o,
o
e
ox
tle
BN
ot
Ty
X
2&

3) Complements 2| A&

HAl(complements)= AL} lysozyme, cytokines
53} 2ol 84 ool dEH 74 ARoln] 5
3] AHA "4 gojA 7R Fo3 488 gt
g}, oF 2004 E79 proteinEZ TAE ©] BFA
£ Aldoly) gdo] glE violy 20 AEES AR
s (lysis)she 283 LA F2 C371 3
o o]R th FEACRDE 7M1 U= BAA
oA g2 =2 sl o S(opsonization) @ E.A|
Aol 2ol gA2 whgoA Hojxuhe 27tE
(C3as} CSa)o] #oldhs E57 HARHEE F3td
71%5& k. BAAZ E4gE s e
FA (1Mol 1gG)¢] EA] o Fofl wj2bA alternative
pathway ¢} classic pathway 2 U0} A=), 2 8
o 7P e =R EAST e C37F ARl =
AdAolm ALHA o2 uf$ AL ko] C3bRe A
$tofl oJ3lA o] Fo]R) &= alternative pathway2] 75—_8.
ol sl 24l ol 3o Al YAN=
o AA EAYD B ok, o] 23t Eﬂlﬁl
IgMo] FAE7] +704E Q] glo} 2371 4R e
oJA A olu] A= AL ARl <F 50-60%2]
%= 7HA R oM BANEET ) HojA ol
A4S @B Frp. vk o2 RAA ) A7
0]‘4— 01:24 o=z .9_.;(4;‘(] E{,—]. HM‘JﬂM k]]-ﬁ_l- 71:}-0§ o]
RS AV AR ETA o g Ao A o]zt
T 9on X3 BAAe EHE U A|RAE B
Sohe 23 71%e] HAR] FapH Ariu Aol
T8 £ e, o2 BA A g7 %01 k]
A £"JE]“§ g &84 Zl‘éol‘/} AL R ey

4) 84 HYFE 1 acute-phase response

A 5o =

systemo] 2]of] M2 W
ol

of
£ 993le %L 34y
S A Eo] & = o



© Eekeleta)A) #2238 1322001 39)

43 2aeh) A4S Sl BYgol Bl
WS AAe e7e] Rko] o] FoluthE 1
Aol ol 7el WRE FEUA 1 A% EAA
Sol ol s B7ET 27} O WANTol B

BEEE A4E FEH)

#dHo= 7ixm 3
=z

A2, o33t FHE & lysozyme, mannose-bind-

I o

ing protein, C-reactive protein, serum amyloid protein
P, LPS-binding protein, soluble CD14%-0] S}EH,
18 #9%(acquired immunity)o] @S- oA &=
A% U] o5 RFE KM HM(innate
immunity)el] &8k A0 2A Al ZAEA &
SHA AfEo) 73 Qe egstE AFEA
HEATE vhE

=y
=
et @5Egot AA8A

e e vlwA @A EAsichrl wok A4 7t
dol BAste] FgAdol FHEA interleukin-61}
interleukin-1, TNF(tumor necrosis factor) g2} 2=
W2 A EE 10000 o)de] BE e dAsn
BAAY BAEE TFE 109714 o)t & g
UMAEE Rujde] W FAES sy

0] & hepatic acute-phase responsez} 3HcH2,

B) =&AL U Kupffer celle] &

B4 10974 dhd(yolk sac)oll & % (blood istand)
£ 4480 A4 23482 B4 249733
B FE BoM o] FAATIE 24 ARHE STR
g glo] o] F3tu}. 28 A E(hematopoietic stem cell)
2HYH B33 g FRE 78 EREE
o} GERE 2 AEGHERS Bl AT A 2
Toll met FashA 54, B3 A%, wEHojoF @
choe ol @ 2-E 28719 Mifefdel e
fHHE{EHF Interleukin-3(IL-3)v} stem cell
factor(SCF), granulocyte, monocyte-colony stimulating

factor(GM-CSF)S-3} 22 jif8ny EHER o] Foix
a9 S (hematopoietic microenvironment)
o JaiA] A= Y Foz WwEE 7
€9 +9& AFIAY =8° 8+ AAse A
Er % F83% 842 43t e HAvle
28282 TR AR 2R 7T glo} 2
6] o] Fo g2 Y7o Aito] REG Ao 28
AE& I A ZiAEHY BAR e A7) A
A& A= erythropoieting A4z} 3 Akt
o Bl Fol A= B 379 B3het o] Thel|A o]
Folarh,

39 2 7HA| E(hematopoietic stem cell) 2 HE] &
Fol(myeloblas)E AF F31E ©8 F(monocyte)
< %998 F(neutrophi) ¢} 37 A2 A (innate
immunity)e] AEA HWGE gdddle /M 83
924 E(phagocyle) 24 BEBAAE TA B}
HED SHt} U ool Ao 22 @t
S 5t 239 F4 A7 (local hematopoietic
microenvironment)o]] W} -5 Rk 15S &
A8}l macrophage7} = =] 7+9) kuffer celle] =4}
o} 715X J1F B Aol shlchen, Fd 6
¥ F(neutrophil) = W2 B25 30 AA R o] F84
A= EF3tn FolA 12A17 x| #E
He NEFH 8 (recepter) B F2 Aot
ANz B3PS HE3E D Wy g

S CES
24715 A9 gl A 59 u$ A "9
7}A) 3. it} WbH macrophages 2-471 €9
FAIFHA 8428 (phagocytosis)? BUS

A Al (antigen presentation)”} 27153}

n
& 24(pinocytosis)& 3l FHIA S A

o
=2
o
=2
=
A=)
I mannose-receptor, LPS receptor(CD14), e jo}
o}
o]
X
Al

[+0
-

230 & Q14 & 4= gl& scavenger receptors o
0 FEAES 72 e NOE H| £33
i=d



7+e] kuffer cell FAFE 7] g 2l WAL
o} U@s] ¢ratsted AA 7hEslel oF 10%< 1%
@ macrophage?] 80-90%Z A& A= 713 B
ol ZAjstedl o)L 5 vkt dAEHR AT

2 W2F 584 AWEAEE AAsE 7t

EaE
2y & 9 31t} Kupffer cell & o] 28l 7155090 w3
H AT AnS2 AAT Eutohe A7
o Hut2& FaEM ddlloz Lol £BE BE

Eolu nYES S X1 &4)s BA(C3b, Cb)
U A (IgGy7F FEHE diFie] 383 o7]dA
2] ez a8} kuffer cellE Sl F8.
ZARFETA I(MHCIHE T33A GgozA
B A A A E(antigen-presenting cell, APC)EX 2] &
&& G AR gl ded o)le F= &
3718 BlA Bolew tFY EcEoy AdE
o disiA B2z GANYE S JAetn B
& 2Ashe ddo] slen 942 B Soles ¥
Ao th3t B&(tolerance)} = HHo] Y& 5 SR
th?. kuffer celle] Er}E &L erythropoietin®}
colony-stimulating factor?] Aoz Z¥ 7| oA
dolue A7 WY BEH AsT 318
= 32220z AgA x| A4t ghoA] wig- F
astth 7te] g R e WA E w3 Fag
A ek 9 A (reticuloendothelial system)Z 4] 1gGe}
IgMol] T3t Ferga) 2 CbFEAE /A g2
Zpgol) Fedstn Ao

6) ¥ CR10| 25t MY F§tH| 2| A

AY7E A7) YREL Aol F2 gaset
oy YA L ALdte 4 A AFg W
S &34 (immune complex)8] A Agts WG Ad Q)
olA ul¢ F23 EE FIIH. AA o= B
glo] ¥9(antigen)? 3A(antibody)7} AP WY
E.&3| (immune complex)7} BA E]o] 7o) uleba
2UFE FAZF WETE 5 oIt 27|
A&go] WG EeA <elA A S hypersensitivity-
typell)S e £ e, o AR A$AE

o]} IgAAl %, & % ¥ (serum sickness) 2 914 &

&4 09 WAGH 42 BE 2F ()

A A ¥ ¥4 (extrinsic allergic alveolitis)E H| &3}
Fote] & #EFot Al S0 BSLE)S} 2
1}7]"5‘5‘ Ao gird & k2. a2 o3
T e WA B FAE BAA o)
A BA(C3by7} B o] 3E ThA] Ao
FE 514 ZAFH=(T007) per cell) 23485 (CR1)
o oair teZ AN F Ame] kuffer cellol] 2]
A AA= =, o] otwk= Kupffer cello] 7141
e A & &A (Fe receptor)7} HE 72| B
A FEA(CRNS] A A o]7]7] wZo|gt A7
b R L o ohﬂ-x% o2 A e dAS 5=
o] Ao E o|Fsle duun T 52
< @33 H¥ 75 wf ol 27 9] macrophage} 3
&3 ¢ gled), o] oleldt WA A E AAsE
b AAQ o) f e FFEHY S5 P2
AP} AY JF 75 EE HAUA dZolth.
o|xY W iAol AAdEe A¥ 7ol BA L
k] Kupffer celle] fg2-&ol oA o]Fo} A=
gl o]2fgt 715 WA AA Eolope} Ax
2o 22% Bs3tn WAL 2Ast=dd
oJN = wj- Fadich

7) IgAS] Mot 2H|1EE

A A Al A Z(APC)} T helper cell] =
QA7 A4E FAEL 954
acquired immunity)Z ol A A HA H < (humoral
immunity)& @338, 53] IgAv Y Fole A
A A9 10-15%F A 8tA 5 HoheS K-l
FHEe2A SF7 231 5E HFEet] AAldl
B 159 9l A4 WY (mucosal immunity)e] 2
AR d&gg 3P, YUtk plasma cello] A AAE
IgAE E& Eo|F+ I chaindl] 2J3|A] 223 (dimer)
24 Bulg & Auko] AalAute] IgA 4&Al(sere-
tory component)9} Zgrdta] A4 (vesicula
trasportyel] ©j3te] EfHol} #E, Bf, 71 A £4)
2 4 aspy] Hdo] ErlHo] faigt FeE 3}
(neutralization)d} 31 ojol) et #8H & M S+
Y 98l ol §24d2-8(opsonization) & SHAX 53]

202 B

o (specific



® el tE A #2278 A152001d 39)

ol - 72e gt gufola] & 285 g
Zre o3 oA "o Fofste w3 Fog
AL sl IgAS] ol 2Hg-2 7o) GERA Y
WA 7} /MR 32 9\1‘—1 IgA 4% A\ (seretory com-
ponent)?] FAE FEE M T o] Folich &}
Z 39 o2 7 E A4 E asialoglycoprotein =8|
£ 73 oA o] & Bl Y gAE A6t
oA xe} ge] Ao FulEiA] 43 AES
off A} Eafgicierm, o]ejgh 7to] IgA ®Hl et 53] &
o2 RHe 4= & YA o] FolAe &
v g Eoh B F23 AujE zed, & e o
st

el o2 a4 B Fo Sols &2
HAG FAH2 oA B RGNS E {2

mnﬂ:m\oﬂ

ytokmes

e} ol fHA w72 A %4 Aol
&L 712 T8 AARA Aested, ol 2
£l dFE FE T2 24 F9 izt W

o
AZA olEe) A3 WS A-EE
FHE] dem 53

line, growth hormon, thyroxing<1d] ©]&29]

A A she

corticosteroids, adrena-

S fr o of X owe
o T

WA o] Ao} thAlz) el A Ul R-E o].ro]%_g_
2M 7te) dee AR ez WA g &
P, sressE frote] FAWES Aty Ao
2 Aoy dojmy] o2 RE S &S AA
A7H FA4 929 Hilg 2t 79 de
2E# Aol 93 steroids®] #FQ)ZE 7}l 2]3F Aojct

¥ o] 3ERL 7HdA FAE CBG(corticosteroidbi-
nding globulimy} A3tE o] QUri7t B4 3w A3
o2 7N B85 Hed Eskse A
dE 2843 L7 Astdre?, ox yau 9
A7)0 A T helper A|E50] A EA HA(Th)3}
IgE XS A0 e A HA(Th)E 2%
3ol gloJM & corticosteroid®} adrenaline(DHEA)2]

of dalx AF=HEE, 1 F719 drht e
A 3le] A7} corticosteroid7t - EHH
*é 122 0 2 adrenaline(DHEA)®] $-¥4314 A
Hogzow PP, E3 steroidst Eoﬂ
A ol® e AGWSS 2 Fg
FeH), steroide Yot SHFTER StodF a—#
U B 2 BolAl Fo A ¢utpiaS(lympho-
cytopenia), ©3} 77+ Z(monocytopenia) & &3l
e Z4d) 3R F47E UG 2475
Z(neutrophilia)g 227131 T Jut+9] £gol} &
4 2 B a97Y s was IL-1, 2, 4, 69
TNFe, IFNy9] 34d-& A3} wenkge] 24
o AP AR 71e e J3} o,
StressE 3He} &ty "LiF
sl 2 7 2 o <#ER - EREERSY
o “AZ-HH HERER #mtimstad olgk shaAY
<BEURFSYNA LHEEA HEE IR RE
FF et ¥eld Exo g & o steroidsE 9] £4)

AdHe stressi= 7te] 2475 E A Edtd HYT|T
2 JAlste Aolw», <HR - BEERS B
MmE AHFE WHATE 2 & AL giFEs 4
A& e FoAE A A3 Holgt stk 22 &
3} ofzte] zpoje QAT ¥ FH= o olo] &
glola FA9 wed] A YL Fev 449
F 9 At tigt 77} Ee) o] dolut &slrle] @
A AL FA FAU A7) E FaAZ

ot 1l

F M oox 12 rSL‘ oftt

)

A

N 0

fr o
N, o 01'
rl‘:

32 m\o
nE
N
=
4B
P‘L
)
S
ok

&

—

oo gHelgelA
(AR 2 ERshel
P

Be g 40 o
#5& Ao Aey JuYS PET 23 O

T} o] AEAE F Ut

1. 2te] WBEska 75 7o) HAEHA, o §-31A
Tz WA FEA | dedl, FAFH £5471A AL
oo A T MY B A dude) 4
I AgE dFste A E, Al s Al(reticuloen-
dothelial system) A A 2] 80%°]4& A et=



Kupffer 4| 2o} WA E @ 5FIRE SR o= 3}
T Q] BEAgo] 2R o).

2. 3A 7t A7) olARH dAFL AT BA
Hog AANETE AYA e BAAS vES AY
4 AIELES "g"}?} 24 Kupffer 4| £ 37
T gt

3 doplele Wl Base qrse 449
H&TR BojehEA 2ATE witd ETEY

Zﬂﬂg‘r ‘?:}7/1] 2R YAE Bl FAAHY HY

4. 7‘*@? BA 9 TA G AGH0m A
AT HYERAE N2 vHAES 24 H
Aoz AAs HAEGA | <& Ao} =}
7t A g %S AA| g}

5.7 2] EF IgA AR R
o] FHle QAN 7HE B2 geel &
SPIARZ FEY S Wolsty BZad wout
< oA sty 223 9L Sgaict

6. 7+ 33 M & FHES 417 v)9e] 1Y
3 HAR A WU TS FFsta ok

X9 IgA

<
o
rir
o b

EnEs

1. Stites DP, Terr Al Parslow TG. Medical Immunology.
New jersey:S-imon & Schuster Company. 1997:26-29,
38-41, 151, 177, 202, 282, 373, 678-682.

2. Roit I, Brostoff J, Male D. Immunology. London:
Mosby Internatio-nal Ltd. 1998:20, 47, 144-147, 155-
169.

3. @z FAPYAT. AeNds et EwAL 1980:
31, 174, 175.

4. 7. AFIH. AFAFY
61, 85-87, 117-119,432-433.

12 HA) 1979:1-2, 59-

10.

11.

12.

13.

14.

4t 0 2 WY qFo) it 22 O)

SR, 93 md. 24U gg AL
1982:173-184, 219-280, 510-515.
olFA S FL = W FHE AL 1976:14-15.
ERE AR BaAARNISEWAL 19903,
142-143.
GRER
142.
Sherlock S. Zr =S A £&:312) 98} 1989:5-12,
25.
SELEE RN R DENE S0
1999:335, 390-395, 430, 494, 536-542, 554-560.
Abbas AK. Cellular and Molecular Immunology.
Philadelphia:W.B. Saunders Company. 1997:4-8, 58,
333.
A-gdgta ofHofE 9
. 1997:89.
ﬂé% +ER, A9 5, ), dAE, AEE 2T
s AAE, BEA. ANFAE M Esggdd
27 1989:155-156.
Alberts B. Molecular biology of the cell. New
York:Garland Publishing Inc. 1999:1147-1150.

HEeA. A

€23 B AL 1985:51-53, 139-

Agh g g 29

N{N'

o rL s

15. YA, 228k A &34 0] 8HA}. 1983:343-355.

16.

17.

18.

19.
20.

21,
22.
23,

Meeks RG. Hepatotoxicology. Boston:CRC Press.
1991:1-5, 41-48.

FUY. 33 HEn). B RANANEHAL 1997:
42-49.

ol T, EFYL A& EXNET AFE. 1998:
150-155, 262-265.

FA) 57 AAW st AL 2k 1990:121-132.
Rosen FS. Case Studies in Immunology. New
York:Garland Publishing Inc. 2000:65-67.

AR, dAE. Mg ef ol g} 1993:79-81.

AFA} el g M gi5e 9] 3 1990:238.

Lappe M. The Tao of Immunology. New York:Planum
Trade. 1997:139-140.



