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MZe| 1z2t 715

® Z(Nucleus)

|

« MZol gds =TT TF Y S otH, Lot MEo| 22t KO 2Tt

- HZ FESD A F2 FHEE2LEM HY(nuclear membrane), B4 E (chromatin), SHAK|
(nucleolus) S0| A2 M, & LY0f= DNA == RNAL}t Z2 e Ato| EXYsiCt,
« 5= MZEs I HEL @28E MelotE 25 SH(nucleus)= 7HA| L ULt

« GME2 A B2 46702 MM @2 SEMA L 142l JF M)
MM = MEZZE Al0f2 2 I},

i
[ot

Mot A=,

« DNAE= SHAte| 2X4|0|H, CHeb Aol oo it HiE S AH™st= HEE 7HX|1 UL} O] MET}
ol OHOJ| A E|E°““(r|bonucle|c acid; RNA)2 2 M™AME|0] mRNAZF E|0] MZEZ %747(1 ElE—-—
(ribosome)Of| A RTAL HEQ} LX|St= ofO|cit HYEO| CHMA = SHdE|{ O|Zd2 tRNAZE £

= HOM =702 MK ZF RUTE HAK= RNAZE =8 —.'f— 'HI O} 7|0| M= B
of %&83l= 2|2&o] PHM7F F-JElCt CHEol ehdo| gaoh MZoM= HaM7t 2

[ —



M=ol =2t 75
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HES il B

2laE . . e 2H|AZ

n|EZc=2jo}

FoEMZETS

WEMEETSE
2l=2E

a2 2-1 MIZe| o|MRA=

ME= AEYLZ Feo] glon], s 374 33 A2 E =] Ao, NELode HEL7|Hole= ot
TEA7E EAEI, 4248 7] sof Wt A2 ThE FEE Sl Ut



MZo| 1z2} 7|5

@ MIZZE (cytoplasm):
MZZ2 MZ7F &0t7t= O SRt A4S ot Al MZo| 2Y¥S 2| F= A2 ot
1 ACE MEZS| FYFELEE EHEY(plasma membrane)dt MZZLY 2 7] (cytoplasmic

=

organelle)=0| RAL}.

@ M= RAZEZ cell membrane):
NzZa2 QIX[EL| O|FF X2 O|F0AN Aon,0 Tt otof| M=o L{FE L} F =2 E&5t= HE
2 o8] 7pX| THEEEO| =0 U0 o8 EXe| =U0ILt I EF, M= HE R growth factor) &
O Xt=2 ZHOt=0|H(==E8HX, receptor), /™St MIZELE MEZAO| S E (MZEZHE, intercellular
substance)Zte| R%F S0 =22 =L}

® 2| E & (ribosome):

RNAQM CH A SotM 2 A5, TH A of g0 2H045t= MZ7| 20|k MZE WO 2] [0
EMsts A ~Z Mol oo £AS] EMEEIAES Fdst=s A0l ULk MEOM 2H| ==
CHE2 HEMEZEIASN e 20 SXHO &AM 7S =0 25| =Lt

EZE2|of(AHE M|, mitochondria):

Yol O|FAU2 XL Y= FZEEAM ATPE 2Hd510] M=o O HX|E SSotCt. W]
St MZo|M O EE2E2|0t7F MZ=e| FX| & d&0 20{5H7| = St11, 1| AK(necrosis)Lt Al &
X At(apoptosis)dl A SH= & MZS| ZS0| = 2oLt

o

0
=

Op¥

(lysosome):
A7|2 A d MEZE W FX2M ot F ez Z2{Me FXEE ME el =& Ne|
g 7HX| EaaE € UACE MZ oM S ERoiT Z0|Lt e dolM &
0f I2E2MT S2| DjdEr Zatd), &=dE M=EL =2
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MZe| 1z2t 715

® AIE"EJE(_.JHHI endoplasmic reticulum; ER):

Y AOO|M O AO|E AZSHE +REAM, 2|EE0| 2|0 s A2 AEMER
HAZH|, rough ER)Olﬂf otH, 2|2&0| B&E| 0 UK A2 A2 FUHEN

smooth ER)O|Z2t11 SHC},

@ =X|Hl(golgi complex):
FOEMNEEOSC gREtn HEH O'O'—f A2 Xtz MEEHIES0E OHE UY R EE
FHo| 2 5tH, == 28| %84 2 A 7 *ULCE

@ M ZHCH(MZZ=Z, cytoskeleton):

O] Ml 2 (microtubule)dt O] M[EHE G (microfilament), 12|12 % LR Q (intermediatefilament) S
O/M 2 e 22 HatHE HEZ Z=MSH0 MEZ| HEE |FAIAZ|AHLE 2Rt F 0 ot EO*
= HIA|7|1, S (polarity)2] |X|, MZ2A7|2H0t| F7|H 2l ol ZAEE S M E Lo T A
CHo it A2 NSTLh 9A| MZo| F30| = 20t

@ M= 7t 4 ZEHE(cell-cell interactions), MZH 7 (cellular junction):
= AF tight junction, occluding junction), £ (desmosome, anchoring
Jde|a 7+ AT (gap junction, communicating junction) ':Ol AOIM M= 28 7] A X 2l
Aste sjF=0 ME 7t A5 EL(interaction) X AMSHE =2 237 E(communlcatlon)oﬂ 8
o

lm



x| (tissue)2 o HHFC=E EotE MEZLE FHE0 UAX|TH Eh=ot Mzl T EHO| OfL g},
MERF MIE AO|0&= 22| =AY EL3E MEAIO|ZE(MEZHE, intercellular substance)O|

= Sl

A Z A5t O MEE 23t
ZE7| M Z(stem cell)7} =Xt A=,

U= s=HI XWPE?HI s "% = 7f7(|3-' A= MZ,
Ol A= 1|¢§"7|A1Iit( SHZ7IMZE, ZXF7|MZE)2t3D oLk Ol2iet == 24219 =X 0| Al
E2 MES WS OiLE A0 oot 245 AL Y E If S d2s SChaE 2-2).

CHEXQ 0|2 42| ' E 7| M Z(hematopoietic stem cel)& & 5= UL, O] MZE SAs
ANt B SR HUMER Zofots sHS U ZHX D A, ZEA O FOoi7F A= BHAHO|A
O|Aot® iAfo] Z@sHS 2l=AlZ + Qb oHE il =7 HjOF otofl= HioFS 7| M =

ol =

(embryonic stem cell; ES M|Z)2t= 7|*1|i7f EX5t=0l, o] E7|M=EZE=E 52 Fd5tn
D= MZZ 2318 4= ULt



OH'Zt|(7F=2) 2| Sgnt M3(0f &=}
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a8 2-2 29| x|+



A 1| =X (Epithelial tissue)
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LH= H| M (Li=H| M, endocrine gland)
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ABF X=Xl (Connective tissue)
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2 F XX (Muscle tissue)

skeletal muscle),

74 1
= T,

WO 2= (=

—1
—y

myocardium)2| 3

MZAZXZI(Nervous tissue)

o HBM =S| X|X|2f
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M= =22l Xt(Cellular injury factor)

HWHE MBI 7|2 7R0 MEE S MZQ A0 LEE|0f YoH, XSS W gt
M MZE JH7H9l M %Hg% SISt QULEH O] MEZS2 oA = HuX st Xt=0f
NZOo| 7|50 o} 2 Ho} Ql0| BHESHA| =ICt 0|23t MEfE OHH AEH(homeostasis)2t 0 SHC},

—|—>

JdefLf Mzzof Tt X=0| HEMEFE BHoE D=2 ZotH Mz=7F HaHl gtEeZ & 5= 8l
A 0 HEYE, T MEZE=2(cell injury)O| LIEFLEA EICEH O Me|™ HSHRE = AI52
Al A Xt=(injurious stimulus)O| 2} SHCH,

oo g A=0] MZ0| 7Iei s W M=Z= £ 7HK| fote 2 BhSoHA & =6

AR Aolld XH=0| O E7F F5t0] MZ7F A &4 X 0 Z4eet = s HEetH ME
= M22| CHIMEIE | XISHA 5._“1. 0|t Z+2 M|ZO| HH2-8 M|Z X Z(cellular adaptation)O| 2}
0 SHCHAE2-3).

=M, &olfd =29 et o510 MzEr7F 3 = U= oHAE A =W MEEH0] o
C o|if LIEfLI= MEZEH2 &4 927|= X=0| 8o TG A2t AECR 3
o= 7198 MZ&2A(reversible cell injury)t At30| Q0|7 o= |AM4OZ F|=E|X| Rt

HI 7t MZ2&(irreversible cell injury)2 2

r

—U
Bl
r
N

7hoi MELNS B4 (degeneration)O|2HILE 22|, AFF0| fotn, X|&A|Zto] B Z20f
UL, o] gistucts N Mol ks Yos|e Z{o| SFolct,

= 1| AH(necrosis)2tl = E2| 1, A=0| 012 ZopALE X[HA|ZH0] 21 320
£ 227|&= A0 FEOICHAE 2-4).

NESAS QuWsts QoSS 248 UXE 1 0N @ HALE, @ $812E, @ 2a|5e
QAN &), @ ZEY RYAMAD), © HY T= AFWS, @ FH, @ IY 238 S



M= =2QIX}(Cellular injury factor)

NELIP PN ofst x12 Aol x12

f/g‘& wiﬂ
&b

=
Hch
\ /‘//
A=2] A
- v
| ENE o oMmA

a8 2-3 X301 thgh MZEHS



M= =242l Xt(Cellular injury factor)

AT o1y MEAAL

T2l 2-4 M| AA



MIZ £ MOIX}(Cellular injury factor)

ote 7tY 2ot 8%t |l F StLO|CE MZ0| M 55 ST L= X}
4t=l(oxdative phosphorylation)7t LXK E[0f ATP2| 40| XSHEQZ M A=
'%—Ql S HHO|L} gt LHO|A LHO| SO M7l 0| s sHo| L&

gl S50] SO{E= 50| LdSt O[0f M thaTF AEEA &= A

Ct. of2iot #Halrb HFZFO|L | =X0| LOjLt MZ2| THEZ 0| 1| Ato]| x|
| BMO| ZEol, FO[L} ko] 7[=50] A ZoiE 2A =Tt

(Chemicals and Drugs)

12
v MHO

220t 22 Ct23l 5152 0|2t s 22 EXYSICIH 211 Msfj2lol E4de
| =42 & & U2, AAE _T_'%Eoﬂ Me 4ot 543 LIEfH == ULCE
THZ2 oIStEAHS0| MEEHS *l% = Q=0 tEMQ Iet=HE 522, 4FAH, M=,
=, BHHf, 243 X5 24X S0| ULt Fofst tet=20] ofH |22 HLHo| S0{7} MEZEE2AZ
Aoz A2 550|210 St=0|, MotH M AL 7HH S| Z&2 Z2otct 20| Mt &=
=S *1|£7f §3| =M= 27| 20} %%(%‘2}1—._, mercuric chloride, HgCI2)O|Lt O ZF9|
st 3}EtA (Carbon tetrachloride; CCI4)0| 2| E7|MZ 2| &4,

SLAUR Off ©|3F Al 2Ho| 2l AbGiBIE
T} 2} E (paraquat, M ZH|)0fl |3 HLt AIRko| £Aro| 1 CHEX QI ofo|C}

D 2218 Ixk(Physical agent)

=C[H 20 = 7|AH 2d, It 25, 54

rot
Al
I
rE
Ol



M= =2QIX}(Cellular injury factor)

e/ Q1X}(Infection factor)
HEO| 2] A (virus), 2l#H K(rickettsia), Al (bacteria), & & 0| (X, fungus) R 7|8 S (parasite) &
O] o{7|0f =otLCt,

o £ = &8 (Immune reaction and Inflammation)

= SOl 2o{dts MZELF ototd DI7i2 2 St YEH2 2N 02 JEO| M=
OIE &0 A7IEHGE2NE XH7| XA Q| & &l (autoantigen)Ol| CHSHY Rei= B
| o=

A2 Qlo 7|0
o= =2—1L— =
HISS €27|X| GOIOF E|=0 X7t A|(autoantibody)E &850 SRATHEISS 2
M MZEEYE 7HM A EIC
Z/d Q1X}(Infection factor)
LIRS MY ANl =X}t O|lde 2 2t Z2 St o] 7HX| CHAto| 2ot 240 AH
O Olot MMM CHALO| & S0| 0f7|0f £otCf,
Y =7 (Nutritional imbalance)
Lol 2= CHMAE-H2F A (protein-calorie deficiency)O|Lt £7 H|EIT ZAE SitZ0| &
Lol ZHEO| YOl £|0] MZZ7L =42 2Lt ZHO| HHE #oF ofL|2f, Ao MAMET A
EZO| &=40|Lt HHZ FHEHE = =4, 2M EE0| S AHZE(cholesterol)0| Ho™ Z4 =M
A3}S (atherosclerosis)& L2 7|11, H|OI2 B =2 eF SO| &AHEZ FIHA| ZICt
EZ20= HIT XM E EEOE QASHE 0| ULCE =42 Y2 M=M= 22t folof
2tA DNA 7+ Hz}, X Zoff, 0| EZ2E2|0OHALR A, mitochondria)l| 7| &0]4, tHHE ot &5
XSt ME W CHAMZ 2| Bz MZate| HI 7| 50|Lt Futdof o|At0] M7ICtn 22X ULt



HaZ HMEzEdo S/

n 719 ™ &4 (Reversible cell injury; ¥4d, Degeneration)
=40 At MIZ0| LEtLl= HotE BYo[2tn 220, £3] MZE| SEO|Lt X[ #Hto} Lt
EfLt= Z27F BCh

1) MZZF & (Cellular swelling)

=AE MEZYZ S =20 HEHO| MZEEH W2 S0t FHEL =8 W TS He| A0
MO =M M=Z7F HXN A= HENO|CE M= B 7|82 MA2ZEH0 25 O|EFE=2[0F0A
ATPL| ‘44At0| SEHE[= S2| O|RE AM=ZL0| 7|sHO0E &0F M= LE 28F80] FX[E|X] Z5f
N=ZE =50 e =20| A& dEzA, +3HY £z SEH/G0|2t 1 oL},

HY & 7t S5tH dot FElE2 2 & A=0M 2HEE = Qs 20|C) M2t Q10| KA K|
= ez 352 = UL MEFEHO| /&= H7|= S¢tHoz FUdn =ESHH o|aho|d
1 =

o — L 1
StA| 2QICE MZEZSE2 2t MEOM 29| SHEEICHAE 2-5).

0Kl r@

2) X|EHZL(Fatty change or steatosis)
Motad &=40|LE o2 dElie] =4 =2 CARY &40 et oot X|d 420] = M
I LJof| X|2-ZE(fat vacuole)?t X E|= HAOZ, X|EICHALS] o2 Qs HWAMEIH, &3] ES
0| MAE|7| = ohCt,

ZhM|z=LE A& A2 M ZO|AM Z5)
LB AMZAE OO, HCisi 2 DO o " S 3
SEF HEEICEH O|2{et Bol= 7HHMO|0jA FOofe| RQI0| GIOXH MzEEs o=z
CHE 2-6).
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a H| 7} X &2 (Irreversible injury)

£d0| oM =l5=5

S AVENZF E|B MELF ZEIS =20 0|2C} 0|HLS M MK =21t
T8I T AH(necrosis)2t S T A= H|7f@.é§ —’.Eé{(lrreversible injury)2| FEfSHH HotE
USHH, X|FHQl =4S 22 M=o X|EHQ 540

-
| Tk 280 2lsiM 7 E & T,

SEHEHA ZsHE!: ShESpyenosis)
MEE : SAN E7F

Hxt oD shet siSsH(karyolysi)
# HEZE : 3A =7}
sofst Mz

SRR $0| B : #ZDlkaryorhexs)
Mz : BA 57}

8 2-7 HI7198 M=&4 DA



44 MZEZEMO FR

a H| 7t X &4k (Irreversible injury)

1) 8 111|Al(Coagulative necrosis)

SAIALE AS] 7t 2% dEj2 YN =2 2 AAL[L MOz =7t Mzl 2O
HELO MZE RHO|L} ZEO| FRFE QAY £ JUCHAE 2-8). {0 2ot MZEAS| EFHL
2 4 E HMelet iR ZAUAM & = ULt




a H| 7} X &2 (Irreversible injury)

1| At(Liquefactive necrosis)

f

2) B

T

focus)Of| A

1

E(Ex

M
o

SHCH 1 212-9),

a3 2-9 AstulAtel S2AAA(A) R 2A0|FZ2A(B), 1E(C)



44 MEEMO F&

a H| 7} X &2 (Irreversible injury)

3) 84/ K| Al Enzymatic fat necrosis)
X ujAtE X[HES g 20 oot X|2xA o 1|ALO|Ct SdF T oA SE |E 14 0|

7|2 of, Ol #|Z0| FEHNO=E EXot= KT oL (lipase)’l FHI& S22 & 01 7
g el XEEHOILL 57 o EXSt= XGEAAE AAS 22710 XA Sor
OE 2o zte HHAHOE |_|-E|-|_|-|:|:| ARSI o 2= X|dALT} ZEE0| ATt M3 5hEl H| -

(@]
i |
(caIC|um soap)7‘|E DYZ HO|D HEH= A3H8o 2 M9 Ef

4) X|=1|Af(Caseous necrosis)

g0z alARest Xz morg molr, 2% Welo] 27 FUrolN 29| Basiol HolZ
HoZE MESO] SIS iSRS Y 8310] BT LIelE g2 HEfOITHIH210)

2! 2-10 X|=2|A}



a H| 7} X &2 (Irreversible injury)

5) 1| X 2] A}(Gangrenous necrosis)

XM= AAre] SEFAQ! HEf= OtL{1 1|Ate| oF et S 0[2tn & = ULt ot 3R=EM H
Ci2|, £9| otX|0f| dHZZ0| A E = 02 =& F(multiple tissue plane)0f LIEfLI= S&2{ot
WALE EZ =0 O] 32 MAE 30 0[ALS| HENE HO|=0H|, S11AIZ HOot ALEH A- 1|
X (dry gangrene)2t11 St1, O|O|2Hmummification)”t CHEZX Of|O|Ct & 1At ZZ|9| =£0| T
Do AXE A= &80 EFE S0 YoHLt.

St of7|0f Mz Eol A Mzt HHol goiE-&0| LOILIH &4 1| X (wetgangrene)Ef

ot =X 9| HofiLt Th|7f oot 7tA Mo = QIS £oj HAlS SZICt.

6) 8542 20| Al(Fibrinoid necrosis)
S0t HEfQ| HAIO|D HE HABZOf| 2|5t datH(vasculitis)Ofl Al 2 = ACH 2t 2HH| 7t
=]

ofet HYSEN7I 2222 RE L2 dRiet o) E2H0| HESHo] A0[B YoM g2
al



44 MEEMO F&

D M= AE(Cell death)
1) MZ=XI'E Al(Apoptosis)

MZXEAS| P2 =52 g7t 2detE|0] MZ X4 9| SHLi DNARF SHip Mz

WES THolotH MZZro| &0 ﬁ%ﬁm 2O hCR(E 2-1
jt1EIE' W7pR| MZESFS 2bEoHA o oy 1282 F2 Hli" MZ2| LE=0| H*OE Lt
7] Hof| of2] MAHZ7] W20 =0 m% tSS

I 2-1 DAL} MEXIEALS] H]| w2

5 ME b HE 0] EAY

O HFSIX| =L}

= A} M| XFEAL

A= B T2 M|

M S &Y T M 2
FE|AT NEEE E= STaAL eME st

Mz A7|2to] mja] AIEA S
DNA &4 =AM, o)2kd TEH

N F=0|0K| S &4 245}

chb 7| ATP 24, Msaf 240 kIIE':‘—. b
RKEHIS e o5t A E §=HI2S 0JOZ %EH"@ g}g




g 2-11 MEXIEAL



BoErgol $2 = 47

- "1 L O —

misfolded protein)

22 Qlot MZA}, 50| HO|H A &F
=H 2ol Hif = JdEMES X 2=
ME=d TMZO| 2ot MZEA}

S W MZAL

|

T8 2-12 TIAIH HIEXFRIA}
SAHAZ)AHE AZ47) 0} ALZ BA7 Fsi0) Azeto] A9t AZALHLES) ML 9ado) $4I5)
2 A7} $AElo] AUAE BAsi) A4zl ojal BAEc,

FEEARH|
BN =




HaZ HMEzEdo S/

D M= AFE(Cell death)
2) U3 & E A2 (Necroptosis)
%019| necrosis(ZI AN} apoptosis(Kt@ANS| B0 2 I[Ale} Xt Afe| ZBHEl ZjiFo|ct S5
S HEjENOoRE AR LIEILIX|DE QNAIEORE RIAIRL QAISH T2 10| ofsto] A=

AI2 REEl 240 2 0§ 1| Af(programmed necrosis) 2 &2 7| = $HCt.




HaZ HMEz£do S&F

n MIZ X S (Cellular adaptation)

NZXN-Z0|= M=ZO| 2% (atrophy), HICH(hypertrophy),
EfHCH

ol

Al(hyperplasia), 4 (metaplasia) S22 Lt

1) $1%(Atrophy)

o}
atrophy)O|2t 1 &= StC} O & =0
HELD 71507 8%, HEF M0 22Y = A =AS M AtX[e] 2]0| 7Is0{X= A &2 &

4§ 15 =

7 UCE O| A2 =2 7[E9| FI[Lt 7|55 A
|

® HABZO| Z2: S{EHAK(schemic atrophy)0|2tnE 22|90, BAST0| UTX| 23 AL
of HABTS W my| T mFof YH0| 20t MY HSHHF0| Y AL o ¢%0| M7
Moz gl 20| 0f7|of ShFEIC

@ FAHF EY: FYYYIZ(nutritional atrophy)0I2tD B2 FE2 AT HY 2R U JYAY
MEfOIA S RSt 3 28XE0| WL{XFO 2 AFSSHA Elof HAl 22| 91%0| AojLtn Z
= B U5 (cachexia)Oll BX| 1 EITh SRS QS HBHO|LE OB Y BRI AN 2 4 QUCt



HaZ HMEz£do S&F

n MIZ X S (Cellular adaptation)

1) -?—|§(Atrophy)

® LH&H| Xt=o| A4: LHEH|'H?IZ(endocrine atrophy)O|2t1 E2|0, LHEH|7| &S XS5t 2
Zo| AMO| 7I-AO|'7‘||—|' ST LiSH| 7| 2to| 9|20 LojLC}. o2 w|st4K|o| 7|50 ZEAL|AHL o}
WE|RS O LiEfLEE o, B4, Ha 52 =28 7|2ke| fl=S & &+ UL

I T —y [HLE

rl

8

O

rr

40
N

® =2} ol P(=(senile atrophy)O|2t1] StH, L QIOAM 02 &7 ¢F A2HE E
of 7|0f| sf EICt,

@ ‘42X ?F (physiologic atrophy): 2:0t7[0l= Z{H “t5d(84)0] 8¢2l0| ElE HAG}
HZ 20 Xp30|L} Aol F7|7F HAsteE A2 _<|>_|xo| CHE & O o44H0[ T & XpO| Al A
Lt 2 ME 52| fIZ2 io._l**%’-I:OIEF-T—' 5o de2|® =0 ZE= 75%’—7f 2o, 1

SHEt0] oot HASF| 44 S 205t UL,

Ir

A

0]

FAH
o

<

Lt

c T
2

rr
rr =

Il

H

® Y= (pressure atrophy) ZEO[Lt 7| 0| X|HHez st 7|7 Yet2 2o AR T2

AotChH o2 =0 244 2= REH2H7F YOojLf A0 X Z|H 22H0[Lt M2 (renal pelvis)7t 2t

|0 32 Qs MEEZ0| etz 2ot FEICE O|2{et JEfE =+ '%(hydronephross)OIELT'_ *FE
(=]

o, 4750 AoHA 2h0, B Ao FN=E Qo) M E0| £V #lf MRAUEFE
(pyelonephritis)0| Z2|7| &Ct. & (decubitus)= EdH B Qs Hilists HEO|CH 23HE0t
Moo =9 U= Aol A Ld5teE T RHYE 80| THsHX[ 7] £ O 7)Y H1|'='%°-I(scapular region),
TEXE |(o|ecrana| region), YX|E 2 |(sacra| region) ooﬂ A717] 2ict Aot d20|= 7t ==L}
KE[7] {0, LTk HMSIH A% M D2 K He SO C’|°F o &to] = stCt.



H|4E MEE4 57

M Z X & (Cellular adaptation)
1) $1=(Atrophy)

J 2-13 /= (A) 4. B) 9=,



AFO
o—

HZH

2) H|CH(Hypertrophy)

=1
<

(Cellular adaptation)

I =
o

=
T

@ M2|HH|Cl(physiologic hypertrophy): L7l 7|&X 29| 7Lt S 2E0|Lt G QIXHgrowth
factor)2| X=0f 2JotCt. Olz= Yol SO XA=0| HX|= AW 2552 TEHE 255 5 & U
o, 7|82 ddl FO| BItEl= AE=ZZ0 oS Aa BRI 277t B7tEl= W02, 2ESiME
=2 22| Hli= 25&2 57tz ¢lot A0|ChE 2-14).

@ HHH|Cl(pathologic hypertrophy): D& 2K} 2AAO| HX|= AR 58 Ust=r MA 1Y
Y2 BERYHO| Mdo| S7HEl Anf0|E 2 HXHERNA| A HH [ SIHE HENSE S5
= AT J7tE Y2 HUfoF 57| Miz0f 2lddel 2=0| HtHEl= Aotk E 2-15). o|f
o delo| HEFA(SF 350 gm)0il HISH 28 0]&(700~800gm)7THA| S7te = U2, HotH 2
(arrhythmia), &5 ™ (heart failure), S At(sudden death)E 22 Z £ Qo2 HXNH|C{O|CE

a3 2-14 34|zt Bl

a3 2-15 Al And I=3H|cl



X3 (Cellular adaptation)
3) &2 (Hyperplasia)
2 ME =7t 375t AS LotH, SA0| LO{LIH HICHO| At OXtZLX| 2 Z7|7F AKX A =
X

— = 1
AutE oz FA2 Ma|YZ40 gYFA oz PREIC

@ M2|XZ A (physiologic hyperplasia)

a §EE*&§*'(hormonal hyperplasia):

SE2E9| a0 98] MZI7I SALE AOZA, YA & QO] BMIIMEZL}t At HEZIMHZ2

SA 50| 7|0 &trt.

b. tH&/d 5 Al (compensatory hyperplasia):

k2 252 Z2HSIH A&22(7t M2 A0t 7N =0 o8 MYX|= ERt €0|, F7|e Y£0

=0 A= 82 Hot A= FE20M S40| LolLt= AS 2|0 otLt.
@ XS4l (pathologic hyperplasia): @ 2=2| M AX=0|Lt AR D AX=0f ofs| Ll =t
HAE=ZZHO| MARH| &= 2 Aali2fo| HA SAls o7, XKH 2 29 55 2ULh At
SUHISAS2 OﬂAEE}”Ol Oto| Tas5lH o2 E[F0tX|0 G AERZZO| X=0| SEHE|X|
0 XEE[H XY A2 02 HolMN ¢4 AasfILF2 = ofde == QUL
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3}t (Metaplasia)
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2) M 3|3} (Calcification)

M3|ote MZELE 2! L) EE= AO| RO Z5 Y (calcium slat)O] RAMSt= HAO 2 2HE AR E! Lo &
0| A&E= AS O|FY MY M 3|3 (dystrophic calcification)2t SHH, &0F {4 20| Z&E0| AAtL|

rir

=
= A& TO0| 422l (metastatic calcification)2f oLt O] ¥ M z|zt= 29 FEHL Ho S5
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H1E T2 =20l

B & ¥ (Hemorrhage)

Edo|2 HHMHE0| @t H1o =2 LI = AO|C} YUEXM o Z = 0| I YojLts IEHEYH
I ool mo| ofL|GEte ¥50|L SE0| oM DEMuHoZ 2 MY 1Tt LI RA
LHofl ZX3te 2S5 P +Z(diapedesis), T F=84=H0|2}t stch(a @l 3-2).

—_ [=> =9
cHEO ZR: SHM HUM HHEBN 5

c=¢ 2 HAWO| 0] U= T
-84 o = A2 €8 (hemothorax),
- 24 WWE 24U EE (hemoperitoneum),
- o WE H'dUEE (hemopericardium)
- 2E] Lfof| S0 E Ao EXS= BF €S (hematoma)
« £¥0| A7|: =Y (petechia), =Y, 8= (echymosis), AHMEH=H (purpura)
==t RS s
7

- 2 (hemoptysis: H|Lt 7| A2 22 EHO| =)
- Ed(hematemesis: AHEABIAOZHE 0| Q10| YAUS Zotst LRSS LET
- StH(melena, &9 2= HIEd)

- Dl (hematuria; E2A/2| 20| 2|sff A0 0| =)



B &8 (Hemorrhage)
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H1E T2 =20l

B &4¥ (Hemorrhage)
1) 584 20l
@ WS 100|4(hemostatic disorder)
@ €2 TH0| A (platelet disorder)
@ e of Ak
= - ~1 o

g U ool (&L it @ AHo| S (X|E)= s 7[To efd) 22 =AM = YO L}

@ 0| O™ SA| b= 30| LOojHLE O] IPd 2 MO O O] &=AE= A2 XS]
FE 92 oot

@ 20| oiEx|H drAE S W6 =10 U= ELHI M ZE (vascular endothelial cell) 7} =& 2
Do, Ao Ze| HE O2fF 0 U= LHI|SHE S =&l (subendothelial connective tissue)0| =
EICH LHISIAgt 222 0@ M2 & ddsts 422 71X e, of7|0f eAno| 24510
SHYEICE ol2fet MHE2 =& LHO| oL, 0|2 XX (primary hemostasis)O| 2} L},

® &% Y SHE A2 ZEQIXHtissue factonE2 EHISIH, 0|2 &S 1A (plasma
coagulation sequence)E EHTIA|7] X BHOZ daaE @Yst=0 0|2 O|XtX|E(secondary
hemostasis)O| 2} $HC},

@ O|XtX|Hof| of5f HdE dRae &4E 0| ==& 20= dF288 2 (fibrinolytic system)

= AN SOX[A =Lt



Hq1E T AH =2 0|

a & ¥ (Hemorrhage)

2) 4 X|& (Normal hemostasis)

LHz O gL BRI A| LfT|3t

EYZEE0| EEH
V A
g4mo| SEEC

SAHO| M ZE|QIXE
FHI5IH HRAs st
T gAM, dRA
o217t 20 X|Z=ch

a8 3-3 4 XEnH
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B &4¥ (Hemorrhage)

2) M4 X|& (Normal hemostasis)

o Y= 250 78 EE Y (thrombin)0| A MH =l
« EERIZ dATE 2yoiatit A0 EE 50
U dg2(fibrinogen)2 284 MFA(fibrin)2
IECIONES

o HRATL AT B HHJLE AHO|HLd 20
ASIA ol HEZ A FEo= THE0 MEEQYUE &
20| o] dXo= HYXH X2 =&

Lery 2= 9oy 3=
X —»Xa Vi
X —»Xa Vi
X —Da
Via ~1 Cat+
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T 745t
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T8 34 84| S7E
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i S 115 (Disseminated intravascular coagulation; DIC)

DICE 25 ALIPUHEDE OfL|2t 27| o) 0|27|7x| Cryst Mt Xefsl=| 8177t ojm
0|2 PABIEO=N A DM Ljo| OIMENS NS EFO2 Bt HHS HH 2
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iz AN =20l

B o5 g £l 8 15 (Disseminated intravascular coagulation; DIC)

1) M3 S (Embolism)

*Hxﬂ(embolus)OIEJ ok Lo BOIN Lt €70 2 2B 0Tl H| 85 O|zEE 1d=H,
Hdd e 71 E2e2 FHE Hog|2 Mg M E TA0M BojX Lt CHE AR 0|&SE 0
dats HajAlZIcE

M Z=0| 99% O|A2 HF MMM (thromboembolus)O|H, 11 2|0 X|g, O|2&, Z7|ee, AAIIA
s9| 7|N|, =& NS E, XNWURE ZLXRE A=), M, 7|8F &2 7iH7F 'l el =Z=o|Ct.

(2) HMHMZF c(PuImonary embolism)
MM =2 MM QZAlH QZAIA

o
= = (i
95% O| &2 =kt I-H9| HOO[LE 2 SFX|H MO L= HdHC=RH Fef

— —

(3) XM ZF (Fat embolism)

=20t HAEXZ &4, oty S22 24~72A17F 20| AL, DSt 549 XY =%|0] I} K|
ANS [l EhAH

AN = = O

(4) 37| T ZF (Air embolism)
gt o 37 B VAR FHEE H2E0| ME 20N 2 WSS =1 0|40
S7|MAZ0| ECt

ek
i
fjo
I
|0
e

(5) YA = (Amniotic fluid embolism)
N

S0 Y47t Azo| A4E Yyos

[m]
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I s (schemia)at 2 4 (Infarction)

1) {8 (Ischemia)

Sldo|gt 742 -rr°|=I b= SOl HAak0f =
(ischemic injury)O| O{t HEJE DL}

2) A M(Infarction)
aMol By =

necrosis)& €271 A

x oY
1=

10

1= op
=

(anemic infarction)

emic infarct)?| 582 @ =9
I M, @ SHZEZ(solid tissue)of &
LA AR e IYe ME HIE, HE,

AL E 3-6).

e
rc
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o = ot
Q
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@ =¢ 4 M(hemorrhagic infarction)
dMER7 2= %H._3P01 7| M=o o]

st 00| EOIMCHNMAM) SEFM

(chemorrhagic mfarct)_l Ed2 @ ol m

*HE ol 8} *H7|D1 @ d71ZZE|(loose tissue)O|
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(4) LIEE& X F(Sodium retention)
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b. Q5etdt
c. 7 |EMEIXIES
B. Mls2o| &5t
1712

2. AIE Aol Bt 22 ZHA

A F29| TirhNF U A |s ZA
B. LlEEEC| @M ME4-9 7t
1A E e
2. Renin-angiotensin-aldosterone £4|2| Z7}

I BHE0| B20I= HEQI0| AKEMSE

V. ZAQ| T4

A CHEAMM AFIREHE AMESH
B. 73HE
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2) £39| HE|etH

FRot HEfSHA HotE X of X AtAd x| H S (hypoxic encephalopathy)s 27|
S E= dlUjatstEdar v A 2|0 M20| == (contraction band)?| &4& =+ .
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Mol HEZ g5d4 2 (renal failure)Ofl WHX|H(£2 M), fILE oAM= HE=, DI2HO0|LE #H¥F0] &
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18 (Hypertension)

1) 2Ef D& e (Essential hypertension)
DHAO| 90% O| &2 ZEf Y O|CE ZEfnE o Q2 =HASHA| X FHAOI QXL HE
FIE g ME, MY, HAUE AE A S2| 2HE ™ QIXHIE 2Hojstn QUL

2) 0|7(LT'_§‘.’=.*(S condary hypertension)
010 &= 7| ME=to] &5 O|Af 1@ 0|2t oLt O S0fl= MEE(EHGAA

e 2l = O[X
Lt M SO % 5)0|Lt '—H—E—Hl’g, Ml w29 S0l ULE

(MM ZEE 2 (Heart disease)

DHEYO| 2 X|HEH HEZFO0| HIC{(ATH|ICHSHE 2N MEI=SS FX[OHCH d2{Lt 20|
O &4&5otH 25 s -’F AR AE7|S0| BO|M HEM(ZYAMET, congestive heartfailure)
O 2 O|0{ZIC}

(2) &2 E{(Vascular lesions)

TS, SSUOIAE DHYO fe) SHSUBETL FRE0] H2ZHOIL ST, (h5Y =t2|7}
egsls dlelo] Sl
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HAY AT ZE OISl Ao Z MM LA|E Rl £=Z(transient vasoconstriction)O] Y O{L}A{, H|11
o 7IHE &40 A20|& 3~5x7H Aot AL20|= = 27t X|HE|0 Z20| 5{of tHRICtH 0|0 Al 3|
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1) 72 =0} o=
Z datE 0t (vascular permeability)O] S7HE[0] O|RCEZRH MG Z0| IO =2 MO LI_e A
o a

= &= (exudation), 0| HX|E &&= MU (exudate)O|2t SHCHAE 4-2). O A=W £0]= THEAE T FHO|
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1) CFd3l Y8 1 (Polymorphonuclear leukocyte)

28 2Yo s P&' W T2 A DEF2tRE OiCh 257 MY RSO FF8E0| A0 EF
a0 M FF Q UL,

2) B ZF(Lymphocyte)

HIEF0= TEHESR BEESYE UCH S22 HIYHSo| €F0|7[k 322 HIAHtS S F=adt= E
TV @3S0 # 0] 2rof5ti {f f

3) £t (Monocyte)

et OMVHX 2 Bhdole|0] e 88 40 = Erefol HRS BO| & & UL tEiit=
O 2 LIQEH ZYSIE|0f 2 AIM Z(CHA M Z, macrophage) 2 £3}8HT}

4) M 2 M| = (Fibroblast)

“OMIi'.: o2k BH(AFO[Z )01| o= S4 |

st=20| Qsl ezt dRENEZY £ AN T2 &4 E =%
gdS= NEAZ7|2 =& Z 25A7|= dR72t |

5) & 2HLH I M| = (Vascular endothelial cell)

AS2 U2 SHCEDIEZSOE HABNE= YHOZHH EF ¥A0 S5&IH, ot @F0f &
=l SHO0| dALHOMZEE SAAZICH S| A2 AL TMZET SASH &2 el HERIE
3| M3to 2 M G=HLS 0| =X C}
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2) Ot2}7| =4k(Arachidonic acid) CHALS
« T2 AEFS 2 El(prostaglandin) % {3 E 2| (leukotriene)

5) g4 4t (ROS)
6) 20 F2lit 72]7](Oxygen derived free radicals)

7) YL

——

24 (NO)
8) E|AF falie] 4 (Lysosomal constituents)
9) YXt CHMZIE S 5 A (Plasma protease)

(1) EXf|(Complement)

(2) 7| A (Kinin system)

(3) @U-S 1A (Clotting system)

10) A uEEHd QIX}(Platelet activating factor)



5 = 28 (redness), & E(heat), S&(swelling), &&(pain) & 7|o
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S7t7F LIEFE &= UL 8d 8300 Me F2 23577 7oA B, ® el 5 (infectious
mononucleosis), 2 & 3l (hooping cough), =7 2] (mumph), & &l (rubella) s0lAM= B EZHSZ7HS
(lymphocytosis)O| LIEfLET, 7| 2HX| M Al (bronchial asthma), 712 (hay fever) & 7| & Zato| A0
= 2M71B 75 (eosinophilia)O| LIEFLHCE,
=4 GE0| MUSH2E LIEILIH HMAHSZHZ (systemic inflammatory response) &= 47|88
S-S0 2lsiM HIEYHo= MitE AO|E7HE
NEO|Lt C-Ht-STHEM A (C-reactive protein) & &
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=
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(acute-phase reaction)2 = =t
(TNF, IL-1, IL-6) S0 2|2t HAlH3 o=z YH4Ho
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ESR(erythrocyte sedimentation rate) StA| =IC}.
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inflammation)

1) eIEHo| dao w2 I
(1) A= (Serous inflammation)
(2) 32 HS(Fibrinous inflammation)
(3) L& ¥ S (Suppurative or purulent inflammation)
(4) HHHZ(Mucinous inflammation)
(5) =& ¥ S (Hemorrhagic inflammation)
(6) 2 == AAEAZ(Membranous or pseudomembranous inflammation)
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1) AXEASAXGH, Phlegmon)

A xA otof| Ch=e| 25 77F R AXNEH 7 L5t
A HEEO As EELZ, Jc"7H°HE _TI_EO| gLt
X| =Lt —’F%‘(appendmltls)ol ool HX¥M SF
O| ZdtCt

2) 1 EX(EY, Abscess)

NEO| AMEl =Z0| 1AtE|D IDfn|ECEN S50
E[0] 80| 10|l AZ LEE (&Y, abscess)0|2t
SHC}

(nasosmu5|t|s)01|*1 8= 2| FH|=0| 1E0]
E 7"°7f CHEZXQ O|2M H/s30|2tn St FH
= 72| 7ICt,

4) H L Ulcer) ¥ 1|AIHF (Necrotizing inflammation)
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n X A4 (Regeneration)

20| 01“1 IO ofslf =4 22 M O &4E ZEZ el JE A 22 X, & Rl dEti2
Sot= AS Mdo|2ta otC

AHC| MEZ=2 MUsHO et S H M (labile cell), - M Z(stable cell) S B M| Z(permanent
celD= —_rl—.._—._ CHE 4-2).

1) &t M| X (Labile cell)

2) 2t M| Z (Stable cell)
3) M Z (Permanent cell)

H 4-2 THESE0| IHE MEZ2| 2R

== z=

. | I, 72 E X237 50| SEES §1 9l PEA| EEe] BRAIIe Hi
sereHEasle oo o] O[4I, B0t Lj HEA. HIE % 2T 2y B
oFEE(siable cel 2t A% AEel HEME SREME BEIME, SRUIME 22ME X OERME
M (permanent cell) ABMIZ, SATHIE, ATHIE
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2510 3~5Y O|LHOf| | OtZ=Z|(granulation tissue)s A sIA = Mo

2o H12 M1 OfF CI5l0) ZaTt HEHE A St Ae0| UCh AlZHo|Zatstol mhat QoA
EZ25E OfulE(collagen)O| HEE|O MZE AtO[of HASHA &|=0| o|-8S o 72i(fibrosis)2tl FE
Ch SOtXRA 2 dF2t7t AL Ao X HAM THEHSEA| H5tY S (BtE) R A2 dH-d5tHA E L

B 2} (Metaplasia)

O ot = Eotk[AHLE A=t MZ7F CHE ddS 71 ME2 HH = AE 2Hd(metaplasia) 0|2t
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Ax x| 9ot SO0tx

1) HH S XX 7

a0l = Mot K| =& 2o ™ A-SH A|7H0] Zutot 2 =L EZA HELEEOZE MK 7t K|
FEl= B27F AL} StLtE F0FxZ o MtAR d(exuberant granulation tissue)2 2A, O|llf= MK E
Hh2 T4 oY 4 E SO0t E0| /1, FOIxE 2= Feb oO|x=Eo| HO[X| Y= ZL0|Ct o] 4
20l= =0 28l Bl ™ £lA X|=& = QUL CHE StLt= Z 20| E(keloid)2A HIE A X Q1 O 2 0]
WESHA F71610 X[FE MK EL[7F SLE0| 24 FO{LIe} 0|2tk 02 ZotA| =ICt

2) O|= &2 X

O| = E(foreign body)O|2t =2 1 At2|0f M= ¢ &= =25 Tt M0 A0AM OlEH2
CE2RH Es A AU ANM 7elicts d=, FE=S [0/t 0|2t Ol =2 A0 RUOIA FOoj
7t &= EMO|EZ QM= O|ZHd= M~ota il Crefet FEL 2 L=otlt = Ol &S X2|dts AO|Ch
Ol 22 M2 & U HAHst= A0| 7bg ZtEtotd £2 /UM O|A= MO{2tal ot} deiLt O|= &

Holg = e A2 0|l=220| 22 BRL O|=&0| EXst= F27F Hofstr|of Mt 20 &

3) 2|24t H|CH (7} g H|CH)

Q|tAo| H|CH(ZHdH|ChH) 2= AO0| A =4l Ol == ZEHF ALO|0 X|ExZ0| A5 &t
— Al
— =

=2 #7|7t 70 20|= ZRO0[Ct. 2| L[AE =TS (muscular dystrophy) S0A & = U
2= HI[CHZ} OfL| 2t 9550 /= A0 7|5k XMSHE|Of RUCE,
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& E(antigen)2 MUOIM HAXKES B2 Z 5 Sf = 0[-d(antigen specificity)2
StLe| R0 AN SHAM HIXEFO tibody)S FdotAL, HAMNZSE X
(sensitization)A |2 &EHOI| A S 2ot R0 CHA| =2 EAS WO 2 HYHSS LiEILH= AS 2|0|SHCt

rto

X[ (antibody) 2t 20| Q1Ko =0 9 JEl CHEEol AZ o= A, 2HRI0f CHSt
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0| X
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HOlA= MM =0 olot B4, HO2 Ci#E= AHSAH
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1) BM|ZE

@ IgG: IgGE €8 £0| 7t HOo| &RE[0 /= HI=2FE=E ZGH 0| 71
= = A

T EjEEE Sk = U=

2 1gG7} Aldotr|of Zr oo S a3t 9
@ IgM: IgM2 7t EXtE0| 2
Moz HABLS A| 7bY B LIEL= SHZEM O 219G
ZH|Y 50| Ho| gRE0 A= &

9|
J0l0| ==0| &1 RALCL.

o= Hat gHo| 24
@ IgE: IgEE LEIM o2 Yol £0| A& 0|0 HELX| AX| T L2V E L
C}.
7}t Fab)
olgst Zt W)
(disulphide bond)

cgt

12 51 BAgG)2 TE 2 2} HARST LAz o] AT8 9 oo FAeAe nen,



H2H- HAA Ol 1/
B0 oo ma g=o| E89} 7|

2) TH=

7‘°ﬂ§7lkﬂi°| EFE =70AM Liet 75 (thymus)2 2 0| S5t £2tilds AN d=3trt 7t

M well, 5 TMZE S2ICE d= TEHEZF = g Ho|M =2totALL 2= HZxA] Lo ZX{HA =
=

Ch THEZF = =8 319 70~ 80%2 AHX[S HIH *”’.f7|.7_FS HlwX ZC}

3) X}HAHSH M= (Natural killer cell; NK cell)

KA L= S2tFHO|LE X0 =X, M=Zo tES 7HX| 2 AL
O UX| A2HE SLMIELF HO|ZHA ZEMEZE Tt = = MEZEA O/=53t
AEf2t M2 EICE

4) 2EAM M| ZE (LA M2, Macrophage)
T4 QR AW &0|Me T, XX £0|Me XA, 2t M= R M Z (Kupffer's cell), 0]
M= DlA‘"O"Jj'_k”j‘_‘(im_k”i, microglial cell)2t11 & 2IC},

5) ZtX| &M 3 A 2 A M| Z (Dendritic cell and Langerhans cell)

M= 23| LHRZHX| 2o MZE Z7(8 7t MZs Mid F2F A |l(class 1| MHC antigen)
= X[ UL B =X U= ERE XM=} ofa, D2 e| Ao| LHo| SN SAHE2otAME
2} SOt ZHX M Z (= K[ & M X, dendritic cell)1)= 2XZAMZF He| B4 532 Ao SIX|T g S 2l
X[St= SHMAIME S-S 7HX| D UL

6) It
NET SN TE5A AT = EHAIRR0| QO] AfEHAOZ A ZHH 8H0j0| =20| =Lt S5 F =
TE NER MY HE & 29 0E=Z2 &4, aslcts O g 247 7|48 52 2 0jd==

AT



HAH 2| 7

2 =z mxoxt

1) AIO|E7}QI(Cytokine)

HAHLZO| 2St= MZO|AM 2H|Sts 2EEAM HABZ S ZESICH T oA 2HE I
ol (lymphokine), CHAFO|A 2H/E M 21 72l(monokine)0l2t =2|7
(interleukin)-1, 2, 3, 4, 5, 6 &1t LI A2IXHtumor necrosisfactor; TNF), 12|11 QAHLZE-q, B,
CFFoStCE,

2) B X|(Complement)
HN= 2dHe 282 EXxots AN THMAEE N LALULE X 305 F O|&of CHEE0| EX|e| d&
OC=M YN Ao, N0 2ES=E DHE=2F X0 2ESHK| E= M2E=2FEE)0| 2t Xty

A dotElCh 2dotE EMdES AMEE E5RRE SR sA|0 1 AXEE FTIoCHE
At AE). Eot ZEotE BHMs ASHLE MEYS D= EX0|LE S Yo7ICL

3) 2| Hptal (Major histocompatibility antigen)

N2 2 Ao= oA F7[e] AREES 2o7|= SRz QAL sl HYH3E =HE5}
= 58°% SRC2 LA JUCKHAE 5-2). FXHYS R0 #05t= FHUXAS T 68 SMM O 7hE
SaotA HHE X0l 2o QUCH O FHXZo ol Nl ==X A =M (major
histocompatibility complex; MHC)E O|F11, O|= HHAOAM HZ LAY DE AEHA LR

(human leukocyte antegen; HLA)O|2t 1= S ELCHE 5-

N—r

@ M1™ &(class | antigen)
@ MIA g (class Il antigen)
® Mind & (class Ill antigen)



HAA 2] 18

Pl
A
=3

‘\l

Class |

Clss i

a7 52 FEEEEE



HH 2| 7

1 gy mxolxt

I 5-1 HLA 23 Zeha JiiX f3x

A3 HMAE 82
B27 PAESESES 87.4
B27 SAMEZCorY 14.6
B27 SUAHEY 14.0
BWA7 - MBI AZES 15.0
DR3 OhdElE 7 13.9
DR3 e AauEER 97
DR4 SOE[AZES 5.8
DR3 5.0
DR3/DR4 Qe =Lt irty 14.3
DR4 6.8




H3H HAHELSZ (Immune response)

B18E-2 (Hypersensitivity reaction, €| 27])
2Z2 Mo 02 o|2&E2| Moo JUAX[T, X2 St Fa0Me Be He =39
= H._ StA| =Lt O[ A0 OFE1|E7|(a||ergy)Ef._ &1 A0, JE Clg Llst= HE L =27(S0|2t
0 oLt OEI-E-"Ejlol 2= 2tE30u Q0| 2ASHX|T 5] RHRCS ZX5t= ER0H=
OFEmEt= UL AMZBICH B ojAloz o3t Mye A Lprof @1t 218E-S (hypersensitivity

reaction), @ Xt7tH qg%(autmmmune disease), ® HAZAEHSZZT(immune deficiency syndrome), @
R ™23 (amyloidosis) S0| UL},
M7t 2o HotH 7H7t1|E HI0{SH= A8 =AM HAHBIZO| LOLEX| T IfOf| M2tM = A0 =2
= Yol= S M 5= ULCH oA j5l01| =42 YU5|= BHEE npplEkg0|2ta HSt, Ol o
7= 71710 a2t Xﬂl@ oA HIVELE EFSICHE 5-2
H 5-2 HAsHH ofi7Hof| efet EekEe| 2E 7 |H
] 7|2 &t

| OHZRAAAS OFFZIAAIA, 7[RIHA
L MESEE AP SIS, BfoPHR TS, ROAKGoodpasture) 552
Il SRS OIZEA(Athus) B3, SR, FASHIRTA, T4 AR

V. MIELOH7H a2 IEkS 23 =R, o|ANRES




B2 (Immune response)

a2t A| A (Type | hypersensitivity reaction or anaphylactic type)

TH2M| TM| =424

||_-4 . /

IL3 IL-5,
M-CSF

»I2

st
SN IERIM=

A=

ST &4
o

SN £

HEMZ & | | EHAZY|

a8 5-3 i mpigtse| EE s



H3H HAHELSZ (Immune response)

2) Mg nfoigkg £ MEZSEH(Type Il hyper-sensitivity reaction)

H}
SH(1gG & IgM)7F MZLE =2 2H0| U= @l 2251, EME 2dStA[H

(1) E*1|°|-’.'_°- 2 (Complement dependent reaction)
lg
L} ZA S &4 E&= T A[ZICH

Mz e} ol SEtx|

| — 23
cso9 ©
T EH | if
9 *r

C3b 24|

TEAMIZ \
Q

HE M|

Fc +E4|

Iﬂ

a2l 5-4 BEHe|E t::

&2l0|

Ol
PIN

= M=



H3E HAE

[ I

S (Immune response)
2) Hind apolgkg

CC

1

= MZ=/4A(Type Il hyper-sensitivity reaction)
(2) SHLIE M =O{7H M = =54t
IgGE TEEl= M7t 'C?:-O.LJ i
A 7Z|&= ZAWO|C},

S HHS]
= =

ody-dependent cell-mediated cytotoxicity; ADCC)
, 19Ge| LR E(Fcr8H)2 7t 4X[5H0] 2SS It

NK=Z|

For8X —@

SRANZ
a8 5-5 SHICIE MIZHME=SGEHS

[ =]



H3H HAHELSZ (Immune response)

2) Mg nfoigkg £ MESHEH(Type Il hyper-sensitivity reaction)

(3) ZHO47H M =Z 7|50l (Antigen-mediated cellular
Mz EEo| otlo] S22 59| +=8HQ F20| 2
7|l 58 YAX|StAHLE B 2 =8 E XISl 2 3tst
VM= Zo|ct,

sfunction)(V&)
X7t MZo| &=4t0|Lt HF 10| =EX|2|
A2 ZEMOt 242 M=ZEO| 7|sHOHE

Q.
rr roS

i

Ot EZE

F32233

OtEEE! e+-EA

A% 5-6 SO MIZ7ISEol



H3H HAHELSZ (Immune response)

3) Ming kg = HYFEA 0H7HES
(Type Il hypersensitivity or immune complex mediated reaction)

=27 W 2H SEEH=EA|
SEEH=EA

L]
2o
SEMZ
=

HI2EAMIE

2! 5-7 ’IIY 2h2lerS | W7 |F(A, B, C)



2
18
1
0l0

Immune response)

4) Hlivd nt2iekg = M ZO0j7H 22 ¥ES (Type IV hypersensitivity reaction)

(1) X| ¥4 (Delayed type hypersensitivity reaction)

SR KNS ESHH TH =7 Z42E|l1, Ol 7[ATM =7t &[0 MU E =2tstn Tt S ot 2 &
of CtA| ==& 8% 7[9THZ= 2E5tn 2x7101E F2H|5Y FJuES LIt ojmf =70l
HE |2 CHA & 20[A 5t g-d2tA|ZICHE 5-8).

——— SFRAIAAE

CR A

0=

| M=z

12l 5-8 X[¢njaiHte

[

ll-mediated cytotoxicity)
|7 A BHMEE A7 =
UMZE, EXTSE O|AIH S 2

HALSOICH BiO[2{ A0 2 M=, T
S B I, A =
oLt

M ZEMTM X (cytotoxic T cel)E Ak

= O L-



H3H HAHELSZ (Immune response)

a 0| & 7{ ELHt-2 (Transplantation rejection)
1) ARHLE0| A L= 7|

(1) THIZ0{7H2ES (T cell mediated reaction)
XA AR BHee O|AHE O|AME W =F Wo| A= =70 S0E oA HOl HLA &
AS 2|8 ste(foreign antigen)2 2 QlAlIStO Z M O A HEHHE 0| A|RtEICE

(2) 2H|0H7H2F-S (Antibody mediated reaction)

O|Al Hof| =&X0A MSAe| &0 gt XS A & Hl(anridonor antibody)Zt =X SF0] LEEfLE=
Ht-ZO|CE =&Xt7F A, =& S0 lsf 0|2 X7t S0 A= d27F A=, o= =59 HFE
(hyperacute rejection) r-S0[ LIEFLEA EICE O[A] R0 Of2] A E|0 UX|E2 =X Of4]
20| oAt e2lof Cigt A E dde = A2, O|= Q5| ARUS S do7|7|E otCt ARES
o= =54, 24, ttd ARE30| ULk

2) 7=ukS 0| oyt O k|2
JEBIS S 2219 ZOIRIO| XAXTISAS YEORM A4 4 YLD IS S0|A BI|E K
o Z{HEL20| M QofLtot £ 20l HatH ol HOoRK S0j2 HLA BX3ol )5 3 &
A 2 97| H20f Zto|Lt ARS O[AlSHE A0l HLA M of 2 wChe O[Sl 7|0 7|9} 7|
So| g £24 Eiot



H3H HAHELSZ (Immune response)

B X7t H S &= EHAutoimmune disease)

L2 59 HII7|A2 Aoz Al FJ (X7t H,
autoantigen)0fl CHSHAM = HASH g L 7[X| g0 L[F 2 (foreign antigen)Ofl CHOHA{TH HAHE
22 Lo 7ICH X7tk 0| CHal e 2 HYSA 22 (immunologic tolerance)
O|2tn Bt} Ap7tab ol CHs XH7Hek M| (autoantibody)E &45t0] HAEIE0| oid If XAt7tHARS
O|2t oL} O] B, YoA Lk S F 11~V 7|H0| Z-E5ICt A7HARSH| &5t a2
 5-31t ZCt

o
Ral
N
i
>
N
u
I
m
-
nE
of
=
<
Ot
rir

- =1 =

H 5-3 XHAEE

Cr 247 | Xp7 S ELE TS X7 fHSES
SR EZA MY FAIZHERIA
A7 fHAS SIS SOME[AEY
A7 IS A A0S
K7 PHE | & 20 2l0|EE=
X7 fHei 1 & cfay-oje 2
TMAMSR T L2Z35
QleglolEaldny
551583
J3|0|=HAY




H3H HAHELSZ (Immune response)

B X}7HH o & 2 Autoimmune disease)

SHER E A (Systemic lupus erythematosus; SLE)

Ol WRAHOIH &2 O Joj|A Bo| Hdotot oS HESt= z

2 B39 X7tk £3] gE et N (antinuclear antibody)2| @40 EXA 0|0 FHDNA &
N =]

= 372 S 1S BlIXgt Cf
ot Xt7ve A 7t 2hxp 2 LHO| LEEHHCE HigH[= 1: 92 OfXtoj| I GOl HHlstn SEUAHHZ2 10~20

cfojct.
201 SHalX| QOLt XIIEXNO| ChSH BISIsHY Lgo| 2ME o2 X7bEs Ea AR D) Cf
3h &7t BAEICE SHNOI LiE| B0l Zto] orpio]| S |

of AbN|E, B Y SO| BAED, FENFA, M,

of £ EE Y Lo AU SE oLt 34
7 SHI o8t 7k K47 = $hC,

2) R OE|A2HE A (Rheumatoid arthritis; RA)

WS SO0M 7t 2o Zetoln), IgLietE g e EFYo 2 ot #E S W|5t0] 7| STojol| O|2=
E%7F Bhh 2 9, O|f, §, dFA 0= St 427t ACE A dH 0N FROFE| A QXL
(rheumatoid factor)2t E2|= A7t (HGE 1gGo| Cist EANE & & UL HEf2= 2E L

Ed 20| S0l X7HEHSE Th1 M=o oot vadel 7| 8 10 2tEE o 7tX| 254 AO|E
7telof olgt £=&0] RALL.

3) MM 2 ASHE (Systemic scleroderma; SSD)
HAA | O|A0f ofsf mL[F0f| Ot E(collagen)O| X|LEX[AH GOl AlXtsf w7t THE
of o, M&, 2z S0z Ot Ao| FHEO|(H7|dr=h WHO| 7|5 |

p 83 Oy



@© EXZEE

@ ZANMEZL O|ZE NEls8 d&

® BMZEQo| Z&1t 7|s0|&-BHd 22012 2= 2l¥ S (X-linked agammaglobulinemiaof Burton), #H
HAEH o(common variable immunodeficiency), M Ei & |gAZ & S(isolated IgA deficiency)

@ THZ Z&-gHy HIYAEHS S (severe combined immunodeficiency), I:|7<7(|c>ﬂ—-EL(D|George
syndrome) :qowuu;_r HADMZIAZI 0|2 X8 ZSdists HATE-2C2|XZSS 2 (Wiskott-
Aldrich syndrome)0| AL},

a SHHAZAEZ S (Acquired immunodeficiency syndrome; AIDS)

At2tH A A EHEO|2{ A (human immunodeficiency virus; HIV) Z 0| Qs HAZEZ S L= Het
O Jtag Mot £ 2 T MAZ HMLZID ol Le[Lt2to|ME FAL %XWP =O0{Lt QUACEH HIV
= Aol Elmxx] Al H ZH[E, M, =2, &% Y, HEHed S0 2e(EH, o522 48 H
= g AR MRS E1 Efot=o| =X M I}t= EOH xﬂle“:f o] & 8 ’onﬂ ofoh Mit= 74
ZFot HAIO|CEH OBfLt of ot 22 A4H Ol HEO oA = Z LK 00“: Ct.

0= 2 ’Soloﬂ)ﬁ SHHAAEHSZZw(acquired immune deficiency syndrome; AIDS)0| ZZ 2 7+540]
Uqe HHOZE @ 530 E= M0 DRHE0%), @ UL A= S FTAIKH0%), @ Y X2
53| factor VIS Efat FAHEEZ XH0.5%), @ ERYH 2tV OB g E= 1 FHEdES =82
2 XH1.0%), ® HIV Zeo| IF =7t =2 AtEto| o] ATHXH10%) '=0| I T}



H4E HAZES

O| Of|0|= tXtO| 30~50%01Af ZEEICH ZSACZE 20| ofZ 1 &
Ol Lte7| &= ot e = 3~6F M0 LYBHD] 2~

Al 2l
| -

siXjo] YHOIA = H
EFLEC}. O] A|7|0fI= C

2) |50l

20| glo|, RN = =4 ’é‘% | SA0] LIEILE =
D4 A A'||ir£9_| ZEA T4 LFEFLE CD4Y A /CcD8YF A A'||j£l:l|
3) 0fjo|= A FetS4
O AlZ|0f|l= X|£HQl HAECH7 370E o] &te| 7™ E= X[E5H 4, MsSda
Ol CDAYM M =TI MSHAH AT CD4/¥E/CD8YFSE M =EH|Z7F AHE|0| 1:2

4) ofjo|=o| MEECQl Z4

oM 7|0t A HEHA, M BZHE) I =0 FHZX}S(Pneumocystis carinii)2| 0| 2|
oF W™, 243 Hiol2{A Y ZEO|F 4, 2 3 MZFZ 0| LIEFE 5= QUCH HH 00| = EXtO| 25%
Ol Me CHYFLZA|S B (Kaposi sarcoma)OIEfE HAUs3O0| UMEH, BT E YLt £
AIDS ZtAS[ 75~90%0| A MAAHE & T,

5) HIV ZFE A A}
1K} S| AAIR2 = ELISA ZATEHE AA|SHH, o °*°”01| CHot S A AHHIV-11t HIV-2)= 2Lzt E
LSS OES LIZIOA R Mo 2 HAASID QICH ELISA A ZADf Al 2k ZAIRO| 2012 o ™Moz

sfjoF sk, O| M<-E 2 El(immunoblotting) A2 %FO_IOJEr.



QYO M HYHT

H &9 IHdEBM = EEFL ZAMEO| J[SXSHIt LIEFLE

4 2A07|7| €t AEBTLME B HAA 7|SXStH7t LIEFHCE ESE 1 AHO|L 4EF

% K=o A= Eﬂiol':'—f HIAAX KO 2ot B=, ZAMZEA Q| 7| sX3H7F M EX 7t
MY I 0] Jl1|31£7W6(pneumocyst|s) H FO|Lt HCHM ZHO| 2 A

=i HO|LE A2 M(renal failure), W&
ol

|0 Aen, st FL0= ooj=e
(cytomegalovirus; CMV) H & S2| 7|2|Z B2 2 AYSHY| = BHC}

(1) M4l

@ HAZE =0 SHHE OIUZ0|E
7t% Sot YEE =2 AL (amyI0|d light chain) 20| ZHHE|0 1, CHEEFFO| 2 10%0| A LdstH
Ct. ™Al M SHEE A A0 A Bence Jones ':f A 0| AE =t

@ 93 O Z0|E
MAM O =2 AA(amyloid associated)THE A0 =X L =0f PHEESHOA] X[SE QI M mpa| 7} Q10| Ck
At 7| 24X, HEdEsY, FOE[AAE Y O 2Y 8 MAMO| 235 2XE0M = = UL}

(2) FAM
@ FAOMURO|ES

of Z7ILt =20 =¢tEICh 29| o, =+, I &, g8 S0 22



HaE HAZES

# 5-4 OIZ20|EE2| &7

Ur-eHalss 22 o At ESETIS 7
ANUEETII=S
HAZ =l SYHE ofL=0|=5 OEESZE A VEHEE | ALZMFZ2E) | HY==Ed
(HLolLZ0|=EF) BM|IT ZA|
UHolURolE A goIUR0|EE) | DRSS AA SAA
SolE AT} AT 0jU20|=S QAR A2 g2 oo|a=2==2
REVIEE oi=0|=5
P EONE S | AN SAA
7tEolL=0|= CiMES ATTR Transhyretin
ZA0UZ0|ES
L-OIAd AIEE ATTR Tranghyretin
=0 o] A=510| 0 A2 APP
L2
el +HAE A Cal Calcitionin
Langerhans A& Mo ety AAPP A oflZ0|= HE|=
TEYolHZ0IES AANF HEEE Hid 710K}
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& (Normal karyotype) 2

1 3 4 5
TE 4602 2282 SSZMA R K )‘ " B" u

(autosome)2t & 7HO| MK, F O d2 XX, & 6 7 BI ’J' " .n. '12'
H2 XYE 0|0l QACL FH oo dd2 1 i ,l " i v
2l 7.1} ZtC 13 14 15 16 17 18
= 7-11F 2Lt THRLINL 38 5 0%
D E
19 A 21 2 X X
iE BB 24 B
F 6 <

T 7-1 BN WE(Y A 0f4)

B = HH 0| (Mutation)

00|z 3 b &7 = L= = ULk
KW, Als=HH0|(genome mutation)= SMA| 0| ZA L= FSIHE Zxafsto] SHAFMA E= A
GAMA 7t 4 ZICE

|

, MEZEY Al QEXIO| RHIEE QI HMK|=AHH (chromosome mutation)= AKX Q] X0
HotE AOFICt 0|} ZO| FHAIS| =eF #£X9| Hal/txejk|= =8 HO|= REL= 0| 0¥ =
=L}

MR, FHHN A E= SAHHO|= of TR AREIE A R(insertion) == Z&(deletion)|HLf, &
7He] E71’40| X|ZH(base-pair substitution)k|= M XHH0|(gene mutation)?t CHEZ0|C} O|2{3t BF
O =CHO|= LEtH Ol MKl AAZ= & = glel, 2] 7HX| 2AHd = S SoffA =0l
3t 2 OIC}

= T A



M| Z 5 (Cytogenetic disorder)

B0 @un o o1y

Ho

Mid+=2E

Heg+=

MAR}

e AR
ofo| +=§

AAR}

HEMHS HAUGMAHES - HAEMAE ABMAS

72 7-2 FAH| 0] 0fA



M Z 8T (Cytogenetic disorder)

B
=

MA t=2| o] Y

e ooy o
3
2]
1 o(Etel)
1
L
, v v
. DD ep@® —— C(DAD @EED
________________ 2 [ -
oD aTD —— dIen» (o]
2
Y
%% OB D™
07 7-3 QNN FE L T
S A
A @a@D
v v OD@ED @ [@p]
D oy CDAED -

R
A% 7-4 SMH 2| o]



H3E MzaHH 2

, Down syndrome)

WO =2, 90% O|0] 21H HMA 7L 171 B2 & HM Al (trisomy 21)2
= = H&s =8 Al Hl=2[0f 7|QlotH tt2o| HAHO| 7ty Sast &
M Aeh, A2 AHO| 3547 B BRI 555 SIeHE.

o
47742 @A
YoIxtE o

EHEC| QA ZAL
HID o]
RISHS X Lozt i B et 1=
Zsio| 2t o B30l &5
MEAE|Y
ez
B

At 2tk Sme7 2

AolRl g2 &

J8 7-5 Ci2dsael edad

| EX EZZ T (Edwards syndrome), 138 M GMK Z Ol LtEtR Z = 7 (Patau



ol
Rl
Kl

R4

K
OF
I

|

7|

e
= —

o (Klinefelter syndrome)
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Y 289 Al

M

0D s gom g

MM 243 FEH(Autosomal dominant disorders)

FMCHO| HOj= o AtEo| 2Atv Qe l, HiE R0 LtEFLED HEHe| o "BIETF Al ZLt. O

—

rot ~—

| d o
FHYH2 O|B(hetero) M2l otF 222 RH 1712 SEFTAE &2 O|STES XN Rt&0f|AH &
5=, AFX|EZ40|d S LBt = 32 7F BLt
iEXCl ete 2= 71 AKX} AHO| 22 71 &7t2F2 7HX| 1 Qo =X OtE 0| 2ot ZA|, Cf
SWEE| E SHSt= OfEEHS 27 (Marfan syndrome)O| UL}

33 7-8 UBHREE(Cre HEH 7HS Y| oiF e

T =0



M Zgo| ol

2) SHMM HEgaHE (Autosomal recessive disorders)

HElFHE= S 7tE B2 HESS XHXS5HH 20Xl EREREH GEFHAZE 1704 Hi™ 2712
FHXZE 221 5&(homo, &) = ot 2 KH=0fA| H*t”o“if 24z Al M ERH S&5E 84
S 5 H|XK|= 427t 0'01 Ml =7t S7totC) Ol2{et REYAS Fdt= ez W
S(albinism), ¥Z = xS (alkaptonnuria), Of0| =4t CHAFO[ ARl T EH| & =S (phenylketonuria)O| L
= 0|C}

3) B g I='c=>'(Sex linked of X-linked disorders)

PE g RTE2 XYMN 2EHO0[D Ao HEEZ2 XGMHN @HdRT2 HXH0|A 2 S0 LiEt
cfCh O] RUEANZ Fot= 2= B2 E(hemophilia)Ol %l‘.:HI HO| RS 174 7PX|_' U=
°._|7(f DX g el BEIIS] ALO|of EfO{H HE2| 22| 10| EEE f/H-d0] U

_|



1) Z¢&Hl(Conjoined twins)

LEFEAOLTE 4= IFF0| M ~FEH0| 242} 2HESH| =

— [ R IR

Mz EfO{Lt= 2t ot &4 Oto|Cf

2) EfO}=+=F (Hydrops fetalis)

«EffOrS| MAlO| £F0| LIEILtE AE EotH, A0 maf HYd Ejot=Fdt H|HAY S EjOt=F 2
2 L0 Tt

«HAH EfOL=F 2 ZA|Qf EfOF ALO[2] RhE EAld 22X Tt0f o5 Y 0ofHrt.

-HHAY Efjot+=F 2 diigat 7|, AX|Z4 7|, Ho|d S0 oA YojLtH, x[Z20]= mhEH}
Ol2{2(pavovirus) ZEL 2 HE D 7} Oyl Q=M EfjOf=F 0| L lotCh= 20| 25 /Tt

3) k|5 (Anencephaly)

MEao] MMEcz il = 7HY Ao = F20| S g¢+E dE5H0 L7 M =Ch O
2L} MZ20] MEOA HA K| R FE|F0| |1, FFE O[5t A W2/ X| B HFFE
50| ElC} RL[F0M= FOoLt He|i(FIHE) 8, HEE A% L= = dZFUFI S5
Ed U= g=0| H4HECHAE 7-9).
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a2 7-9 AzEe| HAjet RiuiE

(A) A Azt vjote] S, AWE Awo] 3, AR 7 WayElo] Aol FAETh

(B) 73] w87} ojel ol ] Aojg wom Rulzo] Tt A0 ARLE W wRut wrt Aol ofzt o
of Qi WAAS ¥ 2H o] ko] Srh, ol 28T} AR QA 710 WAL F97} Wt



=%, Cleft lip)

T Y=o §5YEE UtE= 2F IAR7(Q fY= HIZE REE2 UEs ¥
ZHOHO]| CSHAl HlTICt s YT 2F E= QLEZO| dst= 3271
S(THE, cleft palate)0] EHE|= 2= ULt
5) A = H| 2l (Esophageal atresia), 4l = 7|2 Z (A = 7| 22, Esophagotracheal fistula)
JlEs AERT|Q YEXNZEH YZROE WEOHKO0| YESIH LSS0 O] &ZFo| HZO| Z0{ZICt

Of BHYOfAf o[ 7t T H5HH of 2 odEH o M= 7|0| LIEtHE) O S0fl= &FHE; ﬂILHEI_' ot
FAEIF 7|2kt 047:'EI = GEI(M=7[2HE) 7 7HE BT

6) S| 2+ ﬁ&%%‘(leschsprung disease)

S|EfAZEHE HH[Q dXot S2HWIZ EXJCE o, MHEAHLHEZ *% |2t = otCh QI
CHRME ™ot A AT| ol IIlH)I*l—‘I*WJ'°*7I(Me|ssner pIexus)Qf =o=35 AMEL7|Ql Or0{HSHAE
2 7|(Auerbach plexus) €F0A MEEMZIF ZEE0 Q7] ME0 & %—E—% | YO{LEX| ROt
AT+ ZF COfEO QQEM H”éﬁoi':f Z2&=22= &EHO 'E'JOEH S“””OHH SIHZBZNA| I A =%

£|0] ALt

7) MEIIH
ot = UF AEOl 2 J—f 2 7:'AE| = 7|§§% ME2 3 M(renalaplasia)O| 2t HCF A E O 2
dd0[Lt MEMO| U= Aldot= o|Op7t 0 AFFE0| B2 L0 22 EX7 5| Ho dd:
LpseCF o AR 6F:(Iower pole)O| MH %*—‘?'—OHH 8 LIEfL = Ol &= DUﬂl)‘._I
X
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Ch= %XH6+= Old=2 8% (cystic

(horseshoe kidney)O|2t11 $HCt *._| SESES IR L[
? M (polycystic kidney)O|2}

kidney)O[2t1® St11, ¥F AMEO|AM LHSIH {2010
1 ot
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2+ QI X} (Chemical carcinogen)

1) & s}et=E (Alkylation agent)

e SheH7F of 7|0 &3 O E ™, MO 2 XA N0 E(cyclophosphamide), E2EE A
(chlorambucil), £4Th(vusulfan), R I}tZ(melpharan) S0|M, 0|2 HAMH2 O ZX|TH DNAO| &
o2 F7 fZ20 L= EHEA ZESHC]

O Zof ZAIArZ O|R0| ==5tH O[22, O|st=20| FASHH 5 S0| A 7ICE MES| DNA,
A CHHE S 2850 22 €270, BHj0 = O] J&0| A0 HAS FEotCtn La{X ULCH.
= A4

ofgl 31 ofx M4 (Aromatic amine and azo dyes)
SEHE ML S0 R0 AS = A2, 7t HFY 5 oIt

4) XtAO| M LIEILIE ZUEE

°f 300 F2| TY=EO0| Hol™ A2, O T taEX el A0| otZEt5 4 Bi(aflatoxin B1)O|Ct O] 242
OlEH|ZEZF A ZetFE A (Aspergillus flavus )2t= SE0[0M HEEH, X HEE S5 X GI30AM
7 | O}

= 1 .

5) L}O|E 2 A}2I 9l o}0] E(Nitrosamine and amide)

HM0o AN FHE = Ues 2 FF4=2HE FOHEIAEUHNT(ZHIEZRH|, smooth
endoplasmic reticulum) LS| AIO|EJE p450 240 2l H=2 0| =Lt L H|to|L} of A
SU|Fo LMRACIcZ ATl MH(asbestos)2| =ZE0]| 2|5t o7t SEO| ZAROILE X[HF=TI0| A
WS At2|EA7F K AL BHHf AZ7[0f =0 U= EtE S YU =E0| § L} Al Q2 H|Z6 Cf

o
ot ol S REots IEF0| ALks A0 22| A [ ALY,



D =2y waox

O| 23tk Als (ionizing radiation)O|Lt Xt2| M (ultraviolet - ray) 52 =228 22l 229 StLto|Ct, Z|
= SHA|OfL} YEO| RIAY LA A LMot HAts FEALE 22 FUSHAM 4T F7(2] &
AL L40| ST QACt = SHElo| Xte[d 2 LL|'="”C)|'—f AdsMES RO

D uiojziA == M4 wetelx}

1) DNA Zehd Hjoj2{A
QI A &S SES= DNA HO| A0 = AR Y ESHIO| 2 A (human palllloma V|rus), A AEFRI-HF
HFO|2{ A (Epstein-Barr virus; EBV) 5 BH, C¥Z! o.:WfolEV\(hepatltls B, C virus)7} QULt.

=9ty &4
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| HPVES |2 053 —» bax — AEXIZA}
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TEER)  EAE worolxt

D djolzi2 == H2Y LeroIxt

2) RNA Zehd diol2{a

RNA HFO[2{ A0 oot &2 HHESS0A= Ol N UL, Wloﬂﬁ" AR TA| ZZ B S O]
2 A-1(human T cell leukemia virus-1)0i 2|t MO._|T*1|£H—H|6E*':”O| 24X UACE

3) Ae|3YER

210 Z4esHe HWalAGE| B2 2|(Helicobactor pylori )@ $I2H0|LE MALTE BlZZo| W glolol
Lt e olr $H Ljolo 2 RHx £ol0llt eer L], BetEl Xsh, s=22 e £0

oICt 0|2 ST IS NNRMSSO|Lf AT SO ME 52 HER ChRRo|L T2ero| BRisic)
& Lo o0 22 tlpa AAS OEOI A4S UeR Sl 25 Aol Sibld BAYS B

AHEHO|7F 20| 2to{otd QU= AO|Et.

SY0= HHHO|LE MBZMEZSI 20| 200 A R0 Zd5t= A UKL HEZ2 SZHESO
N LAsich dEETker 3| 9lelo] BE0| EIFEHE A 9|01| SLTO|L} HAHO| Kot 20| &
Ch SHHAZES S T(AIDS) AL Z710[A = RoiM B S AR K| 7F

2R =7t =Lt
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E 81 32 SYRHKL, ZUARIQEIAIY 1 715, HOlt LIEH = thER0l Z

SRt SR} AE(EHER] T 0|7} LtEf= FE BY
UKL
KRAS(Kirstain Rat Sarco— | MEE £2AHE 56t M 29| ASHEE | O|XIFEY), 2o ciEes
ma) S/lots TG Ao |2t E2I0H

EGFR(Epidermal Growth
Factor Receptor)

SLMES| BAE RTIGHs AP} ZEtsi=
Nt 425 SHHEZM HESA X528
M U= &

|2, &R, et

SUANIFTIXL
TP53(Tumor protein p53)

BRCA 1 - 2(Breast Cancer
1-2)

APCQAdenomatous polypo—
sis coli)

HEZESS BRI HEXBAR S5k of

BXQI Cht

Lol S RAIXfO| LS TAH= Ch

ALY AR

Ot BRO| HE L0 XIFHLS HOfst
Chay)

=5, A=Y S7IEREEY)




%3 HXH(Oncogene)

FHX= A MEZS YR K cellular oncogene, c-onc )2t HFO| 2 AF 7T X}(viraloncogene,
2 P25t 0|2 MEAH FUXE JB YR Xt (proto-oncogene)2t £ EH, =22 AFEH
2 M= 0| =XstCt 0| &2 ™= HO|(point mutation), 578 X} Zk(translocation) == SHXES
= (gene amplification) 2| =HHO[0| 2|5t0 MEZYRTAZ 2HdotE| AL, HEO|2{A0) 2|5 £
AS| FHEYEO| =YL O HO[HAZT X FHAZL EICH

S LA N5 Xt (Tumor suppressor gene)
AN FHXL] EE2 =l MZEL 542
A=l = /A ALOIX| 2, #O|7F 7|82 1 7
0 =0 A0 A= FAUTICHAE 8-11).

M OStALE M ZXHE At(apoptosis)2t ! SE[= MZE
| S0l A2t MZe| SHEETE StotALE, &3

DNA &

M= o] 7HA| & QX0 ==5(0f AL Ol & B2 AX=2 M=l DNAY &&= F=X[E
=& MZOl DNAE DNA SHFWY FT™XHDNA repair gene)0| 2Js £ =ICH J2{LF DNA £
MNeFLdE FHA &4 242 32 &4 E DNAL| =50| YOJLtX| Riof ZL=Z 2od 5= ULt
CHEXMQ SY == FHH|ZEHUIE R (hereditary nonpolyposis colorectal cancer syndrome; HNPCC
syndrome)O| &2{X UL},

4) MIZXEA =2 FHXE

M ZXE At(apoptosis)E Z=20k= FTALS| HO|Of ofsf MZXZALZE LOJLEX| GiA| Z|EH S0
dE = UACL Ol2{et MEXZALS Z=Eot= fFHAIZ= bel-2, bel-x, bax, bag , bad S0| Z&{A
Ct bel-2 & MEZXAEAS AQHots #HAIR €F SZF0|A RO S5 RUACEH

£Q Nt
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« ™ 0|(metastasis)= SYO0| X Z HME ATt Ot CHE FA0AM &=
I St a2ty EMO|CH 4MHBTU2 SUO0| HM=l AN 2T
M ot(direcy invasion)@t g&0|Lt ExaZ o A2 =& Oigkl= &
metastasis)Z Lt=C}.

« ZYO| et FO[E 2o7|= F7|0o| £E0| UA=H, 06lE 20 wYHOILE HEMYHME X
S2o| ol MO|S F27|7| gt oot LM B 27 52| siFetX el Kol oL e, ©
Ol%|= E7[of DIMELe| Mg HOo[|o 8t 2tA7 2l TOo|e] Z2& ddd, E=dd, A

GH-S@ES9)0l 2fet Aol tHFEE= ArX|ot JUTHAE 8-14).

12 8-14 EIE MREE(A)2| 7H FH0|(B)
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ol Zz=oiol SEOf el 2Xe =4 HERE 28 50171 H7|0|M TO|HHE ddoitct 2 =H
Ofl= SYM =S| =ihE Bt= HE AL S St= A0| U, SLM =V 222 EEHSl= TS A
Y ZH(sentinel lymph node, T2 E= Htedt HZHO[Et= X)0|2td 2EL0L 8Lt 2= LHE EE
Oz FO|E Yo7|HAM TIASHA EICt
ED iz @sy)ol
9

EX|H 71E59H8 A, thoracic
7

= —
ddE|=0 o|AS mEdFoleta otrt of 7[of BHSal
WO|Lt E2HS SEISHA =1, 71E58&EH pleural effusion)O|Lt E2(ascites)7t =0 MZ0| X535}
A =ICE O] HEfE ¥E7I&sSd, SS9 Eoletn St=0, X2 52 XA 2E2AI7] o7}
7t EICE Hiete| mpEdFO|0ME S0 Qs MEXtsHE=etAet) B AEYE
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o o |
B =350 520 o3 2

1) YT

SLYRA = SYEO|E| (tumor specific antigen)dt &Y A2l (tumor associated antigen)O| U
Ct QIHS| oA HAR= SYHHARASS 27| L0 E0|HS 4Xgtn &Mooz st
SA0 O M= o2 AHRO|AH SE2 2 LIEFHCH Ha EfM 7] MZS0| O ZSA0|M LIEtLLE &
2= 7K = d27F J=hl, olg2 S EfM 7| MZS0| SSH2=E 7HX| 1L = &R0|2t o}
O ZYEfOtR ¥l (oncofetal antigen)O|2} £ &Lt

2) S0 Cligt HHHLS

22 QMO|AM XpZ7] XpAO] F0 A7|= ZAO|X|TH fIA MO 2= H[X7|(non-self)@l ZdO|C} t2fA ™
Aot N0l gh50| ZefElCh Of2{st HARS 2 MLt 2XQ| 1SS W/HE She H[ADI7HHA LS
X MZOPHHAESO| 25 LOLH, So| SO HHE MESSTEHIES, AHHINWME
(natural killer cell; NK cell) H SXZAMZ7} 2t0{5t0 QUCH B SO HAHE MEZFEEH Motk
= QIHFEZIO|Lt CIHIZE2 ZY0 CHot MZEHAZ 2HdstA|7|= QAXRIEA SY0 Ciet X 20| O|F
| QUL

3) Ml HAH

@ SY0| ZAE|E= 7|70 HASYNM o2 BEY = U= HE= Al2tX|DD, 80| 2= MZTHO|

E5H Y2 Aottt B
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