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2 MY % (acute cell injury)

ol i #45 (reversible injury) . Z& M

RO FE 4 (irreversible injury) . 8BRS0 BB T
I 48 A K S T B0 3E FO #2455 (sublethal injuries)
“4BM01&E K (cellular adaptations) . #4 BE A EH 4
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1. &R I &R % (oxygen deprivation)
REMBRE ODBREETE BREENTL, HEEEFE,
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2. 14k B % (physical and chemical agents)

LY UEVRISIMBR.BE TR EH.
3. M. (infection)

REWE.FEDR,

4. %% & B (immunologic reactions)
HXAGEMAENIEMYR, BEFRER I,
5. 2 & X (genetic factors)

6. & 3% % % (nutritional imbalance)
EFRTR.EFIE,
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) RGNERBATHBMER REFERM,

QBIREENSZHRGNARR . BHERE FEFREALK . Z
BEMERARZE. SERBXANARBATEM,

(4) A TFHRNESRIERBEVEX, TR BVRGAHL
B— &5, AU KT Z B

BIRAEYHAN—LBEENLEURRARYBHRZE, A SER

2. %44 HLE (Biochemical mechanisms)

(1)ATP &> (ATP depletion) . X B RBRMFE P ENER,

(2) ¥ B E R (free radicals) : R K F IR B = 4 By B 7=
L, TR EBELS KR IEX, EENEE#KRERAREMNE N,

(3)AB ¥5 - ® % i8 (loss of intracellular calcium homeo-
stasis) . MG SRALMER R BEAEAAERNER, B08H
BB ZBAYIE BREME S R,

(4)EM R ¥ (defects in membrane permeability)




(5) AN TJ 3% B9 4 KL 1K 43 14 (irreversible mitochondral dam-
age) : XA EBEMXE AHEE c HAHE,

3. R M &R 3 AL B9 #R 4% (ischemic and hypoxia injury)

(1) AR T 4 45 4 (reversible cell injury)
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(2) AR oT 45 (irreversible cell injury)
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BRED BAGEEUBK, RAAKN SRGELE R
HRATHAR MTEETREEN T4,

(3) %R M 75 %% 3| % #4948 45 (ischemia-reperfusion injury)

O B B &M (increased free radicals)

o RGNEREN FERERLERE,

b. R M &K # TEHH> EHEERE,

C. MENEHERAAERENZ IR,

Q% ¥k ®E M MK (increased mitochondrion permeability)
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HEo
@B E F 3R 55 M 4> F 3 A B (increased expression of

cytokines and adhesion molecules)
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BRED. §6EABBERED PO AAFRY

EHRWEXNRRLIBF . 28R LmE .8
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4. {5 ¥ R B B 40 B 38 455 (chemical injuries)

(MERSRENAFIRHERLEE—EHEABEMN

O®|UK - SEBMBE S, MAEMBBHBEN, DH ATP K&
Y Bz,

QOFLY M EHHRL,

CIBERFEHEENYR

OmEUEA KRBT RE PO KRB Y ABE,

QEEERLNEQMEEXANES,

Ofu-A-1::F 9

@S HAEX T EM KR (lipid peroxidation)

Z . Ao 6y T i M A 4% (reversible cell injury)

TEMRGRIEAMSBMERZRGE B TREES, @
EHEEANSBBEIRALAREYRIEEYRREERAN
R, BEHEBMEMRT,

1. 4Bk B ( cell swelling)

(MWEERGTBRBEINHE,

DNGHEZRESBATPERRL . HBERBT ATP RO ®
RENGEER , MNAKRETARRA,
3) B T &I AR R AK

(OBERRALAE, RAEERHE—RPF ISR
HE,

2. 497 BE B 35 % (fatty change)

(MEXNERER, RENBHBAEHER,

(2)FHRREBRR 5 LIBEA M,

(INHEEEVREAFAMIERI TR AR, B

HEREREAEB . FO I K THEREBTERSBIEHTM,
teanti.c B . NE RS,




3. T E (hyaline degeneration)

MEmp R FERPHRHE REAYRERL L EFERNE
BRER, B,

(M BEANEEHEE

OYRAFHAER MK, L THRERP,RETHEAZEEHN
KRR,

QB Et/NELRERKRRTINEER, LRABBHENE,

QR BEPREREAGNTZ, K Rusell /MK,
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Mallory /M&E,

C)AREHEREBET . RREFEZUARR,

(B)AMKBEBET A TOREARSAMEER R,
EERE,SROESNREMRS, BHEM,

4. B B ¥ T (amyloidosis)

WMEER, SN2 N\ NERRBEUEREZEAR-HEIBE
BV

5. 55 1% & X 7 ¥ ( pathologic pigmentation)

(MR FRAR

HERMABREN, 0T ITHNEMHB.A5%,

(2)ABMHERERR

@ & %k #¥ K (hemosiderin)

o, AEN MR RBEEMBREN, 14 E S P&
REAGE HRSBNER,

b. #EEAT F. . ERTELVBSGUNBEREAL,

c. REMARRREM,

® RE#® % (lipofuscin)

o MAEREBREAN KRB EHABERE L RK, ZIERM
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b. FEHMEE I RAME. EAERABMBIEITARTE
HEREB R,

c. HEMERNOUNAKE FRETEERREAR, 2%
FHA,EHEHERGIEXSEHLNRE,

@R & & (melanin)

o HEECRAEMATREREAXRSMTENRBEAR
¥, B4 AR B E& ACTH 0 MSH f94238 6

b. &Ko

c. EMRERE,

d. Addison mB&E .- ELRERNERT 2 SMRK . HE
HNRBERRE.

@ B4 & (bilirubin)

o BIHAREEHFE,RBOLER,BRE%,

b. HEARFNRFHRGEHE (joundice),

6. 5% TR 14 45 4L ( pathologic calcification)

EEBTEINRALNEBARSBHEONR,

(1) B FHRTBM 5 (dystrophic calcification)

MEFSBEFREES  SHRBLER, KX TRENER,
ERB B pR, ERREEH,

SEETHHREHBUNRERGOOERE, TREEAR
BB,

(2)# B M 51 (metastatic calcification)

PRERESDITE LLEXDBALTZ BEREUELNS
BMAE, A ERHELKF IR LMEWL,

w9 | 48 J 89 R 7T i 4R 45 (irreversible cell injury)

1. ¥R % (necrosis)
(V)R B4 & (features of necrosis)
OB RAHIBE R,




QFEAaREM,
(2)IRFE e 5% % & (morphological changes of necrosis)
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 ARRENERHSFHRE, —REKDHE B
mﬁmmxanxsxsquﬁhmanzma
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DA A& B M 18 AN (increased eosinophilia) : 2 & G &R
DkEMREMEAREEZ BEBRAL SH.

@YW E R A B HZE (more glassy homogenous ap-
pearance) : & B§ AR B TR B M K AR RS P& MR AR B AR 4 o

@3 £ 3 28 (vacuolated cytoplasma)

@454, (calcification) o

OHPZMNEN

a. % E % (pyknosis) : 4RI F & it DNA R B . B %R, F4
PRI/, ER M A0, 32 7~ DNA X &1k,

b. B# % (karyorrhexis) : 40 Bl 4% BB F 1% 3+ & /5 AR AR 0 4% A8
WRMAERR, I BLERBBAEH X,

c. #& M (karyolysis): BIEH5 1% DNA S ZE LM AEH
B ONAMZBEAFE,. ZEEREEM TR, LT RELE ~
2d WE K,

(3)IRFL A4 2 (patterns of necrosis)

(D% B M IR (coagulative necrosis)

a REFELNBEBEY

b. 2MAERMANRR, AR REL,

c. MEZLMELOETM , EMLAE T T, M 7B RAM
FIIt 2

d LFEMBRO =4 T (AR, 00N
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