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e % 3 %% (Introduction to Cell

Injury)

- \%%

¥ lmre O A - AR R enfE TR
it (homeostatic steady state) 2 ¥ &
Rk p R o o] 0B a8 (stress) %
Ja Rt (stimuli) o 2§ do%e i i
dR g & Tk g Bl i 3 F)A
A o X G T dodE e o Blim e ¥ AR
oo s ¥ @3 a i $ (reversible
injury) - &fichip T 0 F R % HpT
(cellular accumulation) ~ m %2 % |+
(degeneration) = if & adaptation) o fe4r
RITFF 2 A F ARG T e g4
B fEs A VMG T 0 A id A e
= 4edk 7 (necrosis) e

S sl 2 2 R F

# % (hypoxia) HEApE £ &
dofe RE F)F o b F o FIEE SIS R ik
odk L~ it S ek RN § R R 4R g
A w2 (B2-1)-

g T alaiauay o
£ e e

- ; ..“"l’
’ oty Jur ot
- N 4 ‘ »
S R ‘ ® %
> P fv s
b - : 5
i ST e W :
< -3 . 5 '.‘_ & ~
NAES : L e - S
i -1+ 2 o A B R

(poliocencephalomalacia) & ## 47 i5im# ch¥% 452 w
e el gtk a0 M B iz d A R (red

neuron) & # X4 &~ (pink neuron) ° i&F & Al

$FRFF pEgE (oplg ) 3
BEVEG R G TE 2 s E S BT
# iz nig oo

U E A 7 EEDCE R, ¢S
PArH R R TR BEES B i
PR UE LR CFERLHV G T
COE S R R R E S S R L
wre g T FF (B 2-2)-

L~ oW
38 £

% 1 ‘b~ & ¢ -
- 'gt y i~ﬁ : )
WS L e
W 2-2. = i1t e % (ethylene dibromide) ® 4 3l
A | BUFim B gt o

T
3

Rt A WE S HE
BE RAFHRME ST FF F R
Whm =g (B12-3-4-5-6)c

LEh A F B FEF BN KA
Fd oA L RAe R B EH T 2B
(anaphylaxis) = p %2 4 % (autoimmune)
FRORBEgExwmegd .



Bl 2-3. 2 2 &g e > Chauvoel * # B
(Clostridium chauvoei) # % 314=0vp Fug > o

a .. Ja ;
B 2-4. FERB R (swine vesicular disease) Jﬁai
514z % e chim e i % (5% (cytopathic effect ;
CPE) -

\

IRy ' v LARR
IQ'. . (
M .u\i‘ i ‘.\'"

.]/’«o *"w '.
: {.

v"

Bl 2-5. Wehp B
(transformation) -

A 51 Az 3 & e e e T

Bl 2-6. W9 n.}?;}?,ia.%- JECE T S P

1.0 R i@ 7S gk ke (defect)
TRl AenmeRilon BRF LA
oo dodl B3 F MR s (hereditary
lysosomal storage disease) - T &_Flik £
FABEED A A SR F T A R S P
BE LmEp o

¥ & ipena T g ¥R auE § R
L gl im e chgg i o ;ﬂ‘m}‘f' TARMAY R
ek Zm 5l 4= mre mh;:g ofndria s & E &
m (selenium) # Z P& ¥
e enggit () (Bl 2-T)e

Fﬁ?] 2-7. Mt ?r' E & m 4 £
(hepatosis dletltlca) LRt

Sl 8 T

o megEeA

Flak§ moilde2 e ip 3 ¥ e d
i s L“JTJ& (m1tochondr1a) e§ - FRps i
F B (oxidative phosphorylation) it # "%
f‘& 3 WU IR o ’-B]‘qu f2 (adenosine
triphosphate ; ATP) & & o ATP > &
L pF s e g E L § a4 R (sodium
pump) # i v & g ¥ LTHES S g 2ok



6  FHRpEE

oo JLkmRe N FE o dme T MEOR o iR S
(microvilli) i} % e w g 4 £ (bleb)
& p F % (endoplasmic reticulum) &% o
prebs FATP RSP e d 5 5 pEfRITY &
S OR OF OpE Of3 OIT % (anaerobic
glycolysis) ¢t =R (glycogen) ey
2 Fedk R (pH) "% 1< o pH "% MPF > e
% 4 F  (chromatin) B & &
(clumping) » = & ATP &> pF > 4248 (ri-
bosomes) € A P FARWE o Fou Fen b SR
OIS T PRI NV SN 0
FARRDG T o CAedk § FFT L AR RIT
ERKFRRRAGT o d > pl EFTE
x %% % %ps (lysosomal enzymes) - 4ot%
¥ tipeps (RNAase) ~ 2 ¥ P pe s
(DNAase) ~ % ¢ % ®i pt p*r  (protein
phosphatase) ~##f# (glycosidase) % ‘m
"2 p 3% (cathepsin) Z Atz dl » 315% RNA
R Tl R S RO S R
¢ 3l4=m"; (phospholipids) 4% » # {25
7 (toxic oxygen radicals) A 24 » ‘m%
¥ 28 (cytoskeleton) # i ¥ » & 4 PpikinjT
ABAY A A mre o T ERAT Y
S F5 0 KRG ARR T i o

d pd RAilde meip Ad A
(freeradicals) # 45 0. ~ H0. 2 OH. =

3 /w4 pd & (oxygen-derived radicals)

(B 2-8)eiztpd AhA 2 v iha (1) W
P T B AR (2) e o IRE L iEH 5 2 (3)
R kAo pd Rend & IEF H g
H lw P2 3~ g % v R W ?ﬁmﬁi A
(sulfhydryl group ; SH group) % DNA %%
#F e (nucleotides) = p d A ¢ (7% 3 imie
SRR o 51 dmre eenip E oo hor DNA iE
o R A FIRE o R ) R F G PP
d ARende B e JE g P Al & E i
12 L Fn (glutathione) ~ 4 % & it fis
(superoxide dismutase) % $5'<fifrif¥ i
f= (glutathione peroxidase) - &% & E
Hivp2 P2y (raies ,T*u”m"ﬂ—’f—' ¥ g
d K enhE % o

O Z A FUPRE I R o S TR
P T E R i T o fe 4§ feenit B

PR RHEr g T A a i
Twiz o by Fenit B4 5E (CCla» CCLe A4
RE>igmedl g FEr&Pp@Y 5 A7
i 5 CCly * 3% fm 22 T i 4] 0 F % (smooth
endoplasmic reticulum; SER) # i+ = CCls »
pd & (CCls free radicals) = CCls+ 3l4d2
Padkeni ¥ 14 8% (peroxidation) 3 SER
B

O, +2e™—>0;

0O, + 2e~ + 2H" = H,0,

H,0, + Fe** — HO- + OH™ + Fe3*

B 2-8. ¥ i74 pd & (oxygen-derived radicals)
Ay o

LA Fedn f (cisternae) %< 2 ¥
PEREAR T o ¥ > F1%3 7 F (lipoprotein)
RS @ R R o B fs B 1 (T
ERCECE AR B SRR sl IR S gt
Flde fmPe ey = o

PR dlde2 we i g TGRSR T
EEENmEEN o fme N Ras P,
IR R R LY E Ry
F R %#ﬁ%ﬁi‘,ﬁm’f’éﬁ%ﬁ foF T H
(cell-mediated immunity) m BL3fim?e o ¥
g aopd A3 g mes S DNA R 4 A e
% wre aid B L F1#5  (genetic code) @ 3l
RS o d -‘}}%fk Fldefmie B ib > ¥ Lo w
2= bldelm e B R AT 4 dhim e :;’;; BT
(cytopathogenic effect ;s CPE) - :}rﬁ% W
SR E B A A (¢ T 5P & e
f) % f & % (syncytical cells) h3)
oo R HILT A LMPMN (in vivo) = 248
“ (in vitro) ¥+ L3 e

Yok

b

3

r ~ % Bengg it (Changes in
organel les)

sm* % (plasma membrane) : L



e O R we U ¥ % B M (permeabil-
ity) » * 2 a4 R (sodium pump) # i
2 iz 84 (cell volume) + » 5 # 3§ &
fo g mre X P W FF 25 T P nre ueh
LR A A, 2k (holes) @ i = 345
(folds) ~ A= % /¢ (blebs) 2 # = 17 K
(whorls) - M % ™ %] % 4 &% %
(phospholipids) ¥ p d A4Fw| g o § o
Fe M b A% S B K pe @ R T ISE AR 5
e b B 1T % (exocytosis) & ‘b w
(exotropy) (M) 2-9) e 4eim% 5e p 354
ke o RFE S we pBo0EH
(endocytosis) & p = 1 (esotropy) eim?e
M= NhE P = x/% fmie N Rk de o B - fE e
AL TER 4 TR A p e O]
E oo fmie N BT H e ch- ASTiTH 5.
_Evim* (macrophages) &v&imjF ~ t &
10102 A5 5 5 w50 48 (phagosomes) 77
PES Y {;ﬁaizgﬁiﬁb.& E

4
f-‘\'

W 2-9. ok mpd R A Ame e sy 4
(budding) - i&H - fhmre *t fit* (exocytosis) -

2 B enP iR 0 ol AR
(desmosomes) * ¥ &% &4 & BT hif
o Ll Bop o o FORILA T BRE e R
s (familial acantholysis) % #2E{H_+ &
e g v 2 % (familial epithelial
dysplasia) ~ ¥R & Fliw®e B3 L ¥ @
Slde o ¥ ob s 4 - AL = 'l‘ﬂ‘_‘fﬁm’?é}gf‘:ﬁ?:ﬁ.‘}% » FiE
Rl %5 (brush border disease) » ¥ % 2
B RR e e o d SRR R R S
(microvilli) #h#Fa» F 3w f gt ptig
kP (deimp) e

R A¥imre o 2y

ol e 2
¥R Wi T % 7

oo S P FT Ig wre iehig T b
4o B " p*  (phospholipase) ~ 2 #
(saponins) ~ % % F 3t F 9
(perforins) ~# %8 (complements) -~ i@

7 I

RS RN I PEIE Y
(perforation) 5% e

e R E k(s inld % H_wre afE vk
(cell swelling) -

# 2 (mitochondria) : A AL
i g TR B e R R o RO
Hokz REagit ~05%k4 ~ERZ iR
1 R o RRA R 0 T 5 kg
(condensation) -~ *#% (swelling) -~ #¥
B ¥R % (flocculation of protein) -
g1~ B <337 (gigantism) ~ X352 & fiz
(fz) (B 2-10) - RSB S I eng i >
P FIES 2R A AT o R AUH PR P
KA (cristae) 2 A F (matrix) ij 4
(B 2-11)> B F1iz4: 5 2 ATP 5 3142 o
H:ngév’vﬁngih e e PO AR
g H e %ﬁf_ﬂfng 1% ] (shrinkage) ~ 7%
(fragmentation) % 3% (lysis) # % » ¥
a3 F ﬂ”ﬁ 1 (atrophic) % % ¥ % 2 &
(hypoplastic) B im¥e 0/%"1’9!?&%% NE L 9G
A, ¥ L3as & E 2% % (riboflavin)

L2 e
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B 2-10. ﬁ::ﬂmg:rﬁ% itia- ¥ ﬁvﬁ:iﬂxng b - %

Soc- kEod - e - ST f - BfEog -

AP X o

B 2-11. T3 Aacst (BM) — e S R o

R E RS SN ¢

B lm¥e enfEgE o Fp ’B]‘{'E‘ Xy 2L TR

(LRI S NI e S I SIS IR #Lﬁl'ﬁﬁ*?%?fﬁ

e sl R 2 i o F Fliwe cnfadfa § B o
i F 4% (endoplasmic reticulum;ER)

& Al 0 F % (smooth endoplasmic
reticulum; SER) e * § 3 & i¥% o § SER
LB AR L HEWE (dilatation)
f& & (fusion) ~ 74 (fragmentation) » £
4 % (reduplication) % 7% e 1t
(vesiculation) =~ & 4= F = & %
(phenobarbital) % iFpf ¥ & P> & 8 F &
SER = & 73 4v »ER + & 3 4 ¥ 51 R W+ lmPe e

(B 2-12 ~ B 2-13) - 4=k 3I T 3
(rough endoplasmic reticulum; RER) & %
LR A S Péﬂgo}ﬁ B T pERE
(ribosomes) A #ftfs » 7 &P o o 30 gt pTER
Bop o gD e 4 - % RER % i p5 >
PEER E AN FaemiTa A kAN TR
3 RE i (degranulatlon) g R
€ WIERWIEM A5 ]2 (vesicles) 4 CCla
E RN T TR

BEASH EH (Golgi complex) :
pore Eehe iy AoES BEBEE R F 2R
P HoBREASAEMET ’“"Z’-Eﬂil\'“b#%’f\
glj} Foaow o o A R
(glycoprotein) e B f: A< AF & ¥ € ¥ < »
Yo v ME & F‘? ;o g FRE A X
dictysomes ° % ENER B A AR

ho
—

i

"li}

°B A4 &M EH (laminae)
Mol o Botsol e g A o

%%*ﬂ (lysosomes s ATERL) i
L P NG TR o F A S
R @» % F %g (prlmary lysosome) ¥ &
ve=48 (phagosome) S &P » %2 - =t |+ia %
#8 (secondary lysosome) & fL& v&i5 %
(phagolysosome) % % %822 m¥e N {4

Bl 2-12. pFRaOg ta - ¥ PP FR D -
e s c- "k (distension) > d- FEpEREEE v e - 3
78 > f - 48t > g - &4 (fragmentation) °

B 2-13. 2+ &R ¥
P »«kr?f:*w”e (plasma cells)

RSP ohR
» o

AR 0 A & p M F
(autophagolysomes) - izid ¥ % &



R g B 2 MY 3 S EAKRE T R
hro o REXF 2 ZERAIR LS
@%%@ﬁéé@%%%ﬁwwﬂi L} F i
L imre 1T (exocytosis) # 11 F| e
SO I 21 I A L) IRRIRI U ROR TR o
(remdual body ) Hlir,/ﬁ'%%gm’kfgj b 1

c B H e R fEAERR gﬁ*f.ém’?é”?? ’
t PEers %48 0 LA e (suicide bag) -
’,& 2 g > 4ow 44> (cortisone) % & it %
(chloroquine) » ¥3t73 % ¥ e Wy 48
T o K2 o Mk & ANCCli2

F ZR)lAeH e e iz o

H§ - pri8 (peroxiomes) HE
pefient Lol i) %8 (microbody) - # “é-’f#
ENIVRRSt S X i A= NS i B /LR NS 3 g
= F LIF* o deiEy 4 4 f5 (catalase) % Jf
a3 itps (urate oxidase) - F]m f2 &
FLpERE o FiEF CAEMR DG TR PR
SO FEREAE PRI PL RS FF
feat 4 ke @ (salicylate) 2 7 "k
(lithocholic acid) 4p % &R -

A ¥ (microtubules) * A2 fgin ik
(microfilaments) P o fE e B e
2R APE T AR R VLR ¥ 3t (7
Boz * oo F e L T OLAZHCI E )
% 5 ke 4T 3T AL fm? R B R ° Ji
pE#l4edye = (halothane) + #r4lAgfkin g
P o i B o4k PRI B

4"_'0

o e

i3 sia A (antimitotic agent) 4
#-kin% (colchicines) % vineristine %
A R A S i R )
(B 2-14) - Agicimd endd Koo BT BB P
f ot (mobility) @@ =+7 7 o ¥4
hofert e b edg el F A T B AT AR L 2
# o iz ¥ (immotile cilia syndrome) ° Che-
diak-Higashi syndrome R|&_F]Ag g sm ¢ %
£ i¥* (polymerization) m 3l4zcf@ %4 B&
s (Alzheimer’ s disease) 4! ‘G4 2
X (neurofibrillary tangles) ¢ 7 7 42k
dmiio B2 2 <4 (Mallory body) Ay
[EEL 8 %‘rﬁ%lﬁ. (alcohol hyaline) - # =

¥o % wme Tk 9

>E & }-v (prekeratin) -7 F_ATHL v 5%
- f o

B 2-14. %% % (rhabdoid cell)

© A Sl
o 7 RAgicim sk (microfilaments) o
W (ribosomes) ¥ ;TH*" i

Tt L RWE e TR RIMET > 75K
el p BB E - A 2 R 8 f*ﬁﬁ‘“?“'
(polyribosome) =g 5 37
(disaggregation) - +% BE % o B 4
(disruption) > ¥ FlF R4 L &7 3 40f I
4% % (aflatoxin) % ethionine m i = o ¥
Fo AL §ERPIEEA S H a5l
PiER e 2o § PR A < o RIRK
ﬁ,’f il R ’F‘fmv;gé; TER) BESCE e L =LA g
¢ ’F‘T /e ﬁ’* (chromatoly51s) {ﬂﬁé kil

Bl 2-15. # G mwe dd & ¢ Fi3 a2 (central
chromatolysis) @ & & FIFApERMRI} £ hkfex o

e A 3 R OATR LAY
Li‘

WA PPERA P RS (F2-15)

(Nissl body) - & 27
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Pt s e A pEs AT A
peghce (fibrils) -~ ¢ (tubules) % # &
v (protein) =% ff o %a%:}rﬁ% R
AT APp e (L (B 2-16) gt o
¥ L3 4K E£d (duplication) % k4=
% (undulation) (B 2-17)° &3 fAf: %%
i A A o A R e T A
Poige 25 @ 3E (folds) » *HAjqdek4p
[V A N SO || (nucleoplasmic
inclusions) - “% LR RURE SL R U
d Fv B EALE P e ‘Jﬁa’é‘ﬁ“f’? ESEL ;|
s F ¥ a A pE R (glycogen) ~ g B

(lipid) ~ & 2 %% (membrane) # * E o

B 2-16. mfz{ip ¢ ;&4 (inclusion body) - i
}%}7;453% (herpesvirus) 3ldz&o

W e 3 e PR
P T A 0 R R 2 e B (cytosol) R
& > ¥4 ¢ & (chromatin) R|i3fae i £ o
2 +i4 ¢ % (heterochromatin) % = 3t
BEoR o

B 2-17. T F HIERY > ¥ AP Wiy
(indentation) 2 AL S < LI S O A
(undulation) » iZ A>T E E I F i & MR mbe o

AR T o me i Am F o B &
AECRER e S -
(active transcriptional state) - § fm#2
i 5@ ﬁk#ﬂ*i&h‘ﬂf L mre g g g
DNA 5 +%-) n"v;*’k’#"*ﬁéﬂi’ P& 7 3% A
+B (inactive) ;{*&g o

f”'f‘?’n% fu %= (nucleolus)

¥‘N*

% wm e P %

b ds L~ A3 (segregation) -~ B
2 (dlsmtegratlon) 2k <l
(shrinkage) o #:i=#i > F L3 (5 ) &

thims & g me (F 2-18)« £ 2 o 4§ o4
AR pE > P4 C %) 0 ANIF S Bme kb B
Ple PriznA BM g > 2 A0 p AR
(granules) % #cski (fibrils)= & » & 37
PR A SBFKTE (zones) o F iz s
BooF ERmE P o R IR
Sk 0 % 4 R FE (actinomycin)
24 ‘ﬁﬁ% €S o“!j‘ur%% (adenovirus) % 3* %2

% (papovavirus) il ¥ »ti%iz p 5 o
I ~ m % ' %% (Cell

swelling)

0% IR KRR S-S L = gz a )
M K ATOEE ST TR OHE T
B BT R BE FF o B (fever) ~ &
i & (toxemia) % &7 (cachexia)
BWE ¥ 5% me s (B 2-19-20)-



B 2-20, wwwa Gl B A £ ale -

fmPE WG VEPE 0 fm e gk £ (Cilia) .
M2 (microvilli) 2 mwe R L4 L

(junctional complex) Akmiik 2 Il,d»‘ P N

e e (blebs) o im¥e chfe Benfpit » L p
oo g A4 ek (dilatation)

FoF Wi d s 11

2 od Fn # (cisternae) P L% pcim e
W ¥ L wme g p e R
(cytocavitary network) %74 » 25 = ficim-k
@ o MR BRE P R Bee BT e T2
F?E‘EF\’LLB%?@A%ﬁ,p ‘H’"?%&J_/vb/%f,"‘
(cloudy) - #rreafi i 2% % (cloudy
swelling) cded F=v ek 5@ 7 -k
peim-kie (vesicles) f% % RIFL L K%L
(hydropic degeneration) -° *% % &+ ¥ icé
TR A RS R R A6
g—,ngag K’ﬁt Jﬂ%ﬁm nﬁng LL 1 “'Ll‘ﬁ%?ﬂ
m o 5 If Kk e kg (spherocytosis) @ » &
- ﬁ_l‘m e Rl VR o A M Re 0 d ’?,% f#
(chromatolysis) » 7 qA! (& tmPe "0k % el
I STy

sn¥e 8%k 84| (mechanism) iz
f?"’]—:— éﬁ-ﬂﬁm’“ep\é}ﬁ.—s‘l A SRS
2= FE AR EE o (T e T3 W ER mE

"ﬁm ‘&#f mPe ok R A R PR B e
MRS o ¥ e g R (sodium pump) #-
4+ ﬁ-“‘ﬂ?’-’? R 2 e RS L B
o MR PR 2 MAF O SRR e I ATP 47 A
AT N R LR R o S SIS L P 4
EiwFF vk ATP 2 4 0P T F R4 R
2L HFR > n BRApPF BY Lwmie p oo T
P SR s € R E Blmre @ 5ARTE R o B
& him P Yh AR pF lﬁcf ToRE RRE S & %m
Fov B VI Ime oo K20 o N DRE AR
SRS L IRE I S0 g Gl g0
ek 8 ko Fe g L o

PR ME B R - ARR PP e VU4 R
(reversible) ; RAQEFIREF» T T2
8-, (point of no return) > R i 1;.5?
(irreversible) o % w2 %2 %% M K
2= THES v fmie ) FE e o b Prenfmiz i T
SEURIE S R - RELE el SV
Fa g X e
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