FEA O] AStEHA S8 PR
Yohe 229 371&S A|Asto] welsA w2
3 4= Qloke Ao Y v, gt ATt
2k AAISHA AESUAS 228l AR AlA
o) 91x]e} SjHe}E HASHA x| o 23]
2 oYFE £ 5 U Dol glof FEt Y]
B FoAo] AEH L e Aol =
A E7IHAS 718 Ao Apdg7|ek= EE,
AH o2 B 3718 WFa AR 3718 &
ojdo] = A o=H, 71E9 | farte
£ =4 ez wiEsdle Aol $8& F3A
ok F2 OiFEe Al e FHeR d
AAg o] F ol

ol oA AVt TR TFEA =
efoll e AAkAF o Aot Ao A Al E2}
ChgRE 7)ol it kAl gRE A, At
&33e] T84 tisf Lok} A,

PS5 M(Respiratory failure)0[ 9

AAkaze] Holo] ob, B2 Aol

FHA o sl WA dokE B}l

SERHMo|g} g2 T/ ALE S|
A)3}aL(Aka8}; oxigenation), ©JAFEFEEAE A7
2 ==

710 olito] A7 Ao AF9 7l Aofol
ot 35 FAe FA4 S TR sk, o
A 42742 ¢ chfsict, 34 IFRAE A
e ST 4 9o A - 947] FohE THE
4 Qi Hho| Ty SFRAHL AA3] 3
I YAFH 2 FAto] gl A= Stk

4 ALAEFA 385 H(acute hypoxemic
respiratory failure)& A1E 94 TFHH &2
Ar23}E A (oxygenation failure)o|2} 31, G4
HetAtd FAd 54 (acute Hypercapnic
respiratory failure}& A28 F4 TIHA 32
271 % A (ventilation failure)o]2til F=m
7|2 okt Aot

1) MAAESY SEEX @ PaO(HIE MAZ
21 ¢ 50mmHg at room airALRE 7|F)

2) MEMESY SERM 1 PaCO,(HZ Ot
SIEA 22} ) 50mmHg & pHAEEX 7.30

i
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X&tAS(Hypoxialel doI9t 2
A

<8 1>ZATS FTO|| AR M E 25

%!—/\-] /g-j;]i 33 H X-] = X‘]/ﬂ- g%./k | MARZE BCoh Bx | apoptosis
A 19 54 3354 s 3 | AR 715 A3t |
H 7)1101 Hl'i, ‘X])?.]_'—}J\—%(hYPOﬁa) 0]1:]-_ failure of . .
- Sralein OLAXIY AYAF ZEA mntochqndnal
OJEAoR, FUHA] Ak ool u] PO sweing
AAHor B2 AL (7] FAA
60mmHgo|3hE AHAtaEZFolzt HE
31, HFHol RAA|ZO] AbA HQlo] HIA failure of ATP - 9|ZA M=o switch fo
membrane Ho J|1d 208 anaerobic
AR o g e H9E AikAZF(hypoxia) Na/K ATPase metabolism
olet Helgiy, T}, AR QA R ree calcium
: N - enters cytoplasm
A ZAN|EL] AAERS ZA3)1717} 4 sodium
S el o) — and water activation of
A ¢¢7] wiof YA o 2 AAAE S0 enter cell phosphalipases fall in
o0 ANAFE P Slckn Bkt Al
o] Aubole 27 U] Aka Suteo] sweling of  membrane damage
endoplasmic
Aot AhduEro) Z7i= A 239 reticulum pH7t RE45
M3
AAEAZ(Hypoxia)e Zefjshe] 249 Aﬂ HEY LES - 8 e
g £Xo=
=2 et 2ok ojje), A BEL og 20laE ne
AN 4= ek, g
AX = - - _
HAAS0 Of8t HIZE B0l J|s Hgt A|E gto 2 YERT} Bo) 23S fwdlo] A=

g D2 37 FAf 23t & (ische-
mia)2 3| AtAel FFE F59 APl ot
A Z APEIEE Yepd Aol

AFE A (mitochondria)= AHAE ©]-881e] of|u
A Y(ATPrE AU 333 22 982 3}
£ 8% AEY 7)ol o]t AFAS
7l 6A 8 Ah E YRS ZHo| 2 YL
2 2Hg5H) Eu| A= oW X Y(ATP) A 4
ghe 21 Yt

R HATP) Aito] HAEH ATP-9E4
AEzer HE 717 Ewgoe] dojuA Hol A=
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7 BN A B, A Baole

(free calcium)&

NEZ Qe B {5

TFUAIA T}

BE 7% oAk Yot} FhA, Al A7
o] ok} M| ZZH 9| FxF

w7 AL E3E )l

S, elola

&Jo= Qlsld &
ot g atol Extdol
Z(lysosomes)®] TFE =11 &3

E47H HIE Aole] felpht whass s

E)EHA A|27} B2
XAASH ot

A=

PO

st prlslel, U712 Bl ol8s}

A S

2318 J|s Bigt



<ZTI3 2> AN 22| £yt BIE ATPE L 2221 FH2! 8IXIQ)

Miaze| ey oy

k>

2 X MEAE

Mitochondriat damage can cause apoptosis

‘ ATP

species

membrane
potential collapse

mitochondrion

cytochrome C

apoptosome

;:\'}caspase activation |
APOiY}OSIS

high—amplitude
swelling

PTPC
megachannels
open

L 47|42 ARAS) o3t Wet B 2
o}, o, AAkaEe] AR 447, 2 A
APAFE, SolAA, ALK oF| 183 A
ol whebA] chopst A7g 29I,

7k, Z5FLBH(CNS system)

& A0 vj3f H2A2 AiaFe] 9
ol W Held|, AttaFo] HY HEyto] &
Ao} HBFFO] Yol HEFo] dojipy]
T2l Hte] Se7HA Hrh bt ZAUEW
FEo] oA WSS Holthrt &J4o]
A "o, A3 QA AikaFol we- gl
A FAE ATl g EH o YA HH A3
e A "o AR ofvA] Zgef vie- w1
wst, &= e 45 dRE= HE2717t of
Aot ALkaEH S8R Qg HEo R U Y
ol dUs] ofFofx|A| FA =W, AFo] At
Bk, FAHA v7tg 8/ 1Mo Q9
| 7ZAo] dojun, o]z Bk I3t HE A
Eo| FF& A Eh

L}, A&z (Blood-Hepatic system)

Aaze] HHH gapo AARTo| 2
A5l Weto] Z4diet. 2710 B Ay
237140 93 Aol 371517 W] &
A} a7k AY LolA] G, Aol
ASE YuEre gas AuEgE 4t
7] o] ol WolA) Bk, mrebd, Huks
G gt AEFO A7 71 B AWHAS
S sk At B 4 Ut 5 27l
WIS w0 Lhehka, AATAZo] B 7l
A3 Ado] LehheA] Alska A1 3AS o
oA st B,

i

C

C}. £&7|7|(Respiratory system)

AitaFol gt el W0 R HEWS 5=
28l slol B T2 S8k sheu)
AARZ0] 717t ALGEH Eejjo] FEHIE HE

% gl vl7lely dEe 4%o] dofut ) 2
EZ3} H4 4 (corpulmonare)®] EAYsHA
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MMAZE o= 671X 7|1H

1)
2

sl= 37| B Adszo| A

27 |(hypoventilation) : AtAADZILE AABHZO0| 0|RX|X| e AL
U AtAol LY SHit Eoff : HDAMSE| St HZLY 7tAS| EXE Rt

7| - 22(V/Q) 27

E (shunt ; ZUd &5 7IA WS &0iX| 40 2N SUEZ 7h= ool H|)

P SERHO| WX eiXe] Mz Qo RS, 18 &2 Ho2 HAUX|A| THLE HZLE M7 [2EX]

{20 M7 [=Cl|, 0218t HZESE 7tA Wwato] ZoiE 4 glon 0|22 Sulsh= U2 7iA m

OlAl= MEZQ| 70| EICt. 0[2{8h AR MAS S25| Z&lohs At Aoz SUS X

RESHA Elct

ASt AtA ZSIT ZA : HLHEL | Folzt T AliERio| ZAE HL

oy

Rl

[V

w

ok [IIOII

4
5)

)
)
)

rx

1o
OII

10
I
I'_E

o

e
5
‘N

0

12

ng 0
o

6)

POInt)Xt S0| ME7|Lt ZibEol, 27 -5 27l dR0il= Aak|z2 1‘.‘_ S0 & 'W% ALt 1A
= %*01| "*QBH = I, EAHED| F MAE 20iE=JHEY & g% ZZ5h= Hioct,

|
|
|

1. HAAN XAAS(hypoxic hypoxia)
ARA

Suysiolo] ALAROI0] ZAEID] Z2fE MMABOR EUE B7| Fo| AT 2AS 22, T

ZEDPL YA AAEESE O, JIHA|, S5 ot HEoIMe| 71A mElo] BAisiel Uof
L 227, HE, H9E) F5l0| MAAe7} B7I5l0] Loits Z(DY, AEIHAL 817) Sof
ofsH wrayat 4 ct

Egpﬂ = [ SAHAT} 7I~Ao|.l3=1 =oj aong| AABIRET ZEABIA| S0}

3. YAl & *é.—{stagnant hypoxia)

 SUSAHO| MARAUS FAO|X[2H ZZ]o| Holl~2t FHOHZE QI510] Uilloh= MMATOR AFO| A
IS20| ZASI0 Lt ZAXMOR S4SR, QY UMM MME SO Ol Llg 4~ UC
E=M XALAS(histotoxic hypoxia)
D MERel IS AZEQ ARA|(D|EZE=2|0t ; mitochodria)2td| U= AOIEIE &4
(cytochrome)7t ARIS=E1 22 A<0H| DH|=|H ARAS| MA0IEE0| RO HMASO| &
ek 4~ Qo

JE

=
B

220 2008 -2 - A=



MiaFo| Ha|sty g

o, =3 ARFE 718 98 S5 A ofuA et A4t thAte] B3 Egl=EAl
=< ol Y3 |FEH ST Sr|hHT 2}o| Etriglyceride)®] F2HE YoA, 7HA|ZW
SF57HE715HA . off A -&o] A% FHE & 4 Uk

2t. ZHHLiver) of, A1Z(Kidney)

72 FHEe —’\v_\—ﬁ(portal blood supply)°ll 2] AlzFo] AZA|ZHsurvival time : Eo<43o]
Eat=t|, AstaFo] HE dAeto2HE & kel RE A9 7150] HEHZEAIY Al7h
Ho| tha =A ail—i SHLGANZET} Gt 2 digF 108 A=, HikaFo] A&=H F
o7 SAS WA "ot 34 AhtaFol Ue A AN =T AL o Zolof 417 u]E o] 7
S, SHLGHEZE FAtE L B7)3} =H A AZE A EHA Hok, B3, HEF 2EAF
SHfibrosis)7} dofitt. (erythropoietin) 2] 3H4o] £ E 1 T2 HE

E3L AhAF o= Qlsle] AHTte] U o] AET WA= EJ=HEE AL ojzH32d
k. dukF o2 AHPAYE E4(55| dZET ¥ 415 th5(secondary erythropoiesis)®] &A%
SERLE), T AT G osf ¢ 1A it

Point) 23t Al

T oiEe 25

3

oI[_|»

AR EiXIE

[[H-'?—Oll RN

XIAS7 | EAtel= 2|, o2t RFE= P—J E7|H2 X! 7|2t Hi7|2 0|R0K U

TRl 02Tt o] ALK Q7[R 1 Otofl EBIE ALAO| XS 4 Ut B[] B
|

01 SN0l SOE T S8 VIS HOR Acis) IelE 4 2Ust, s B2
£ (0] OfLizt 5 S0{X TAWEHof Ukt BIEIXDE EUSBIM 22 SR SN 20l
CiE, A EAIL B7[20] RESCH 5712 8 4 UCt S8, StADY Hgo| sl

PRRS2H PCV20i offt ZPlAHEie HEAo| Zhe] b= i3}

Z0| SoiECt SMA| Sl0{of Bict |
= MABIRES 20.8% 0|0, T 190t ZASIOIE QA MA3! CIISH QA 18 |

312 QA ATHE 0|2 A0I LISS AR TEA BRHs ZHolck

Q—: IL

JHAE HHESHUE XMoo= 7|7t O|R0Xls S &V[EHE M85

= 20| Mot=lu MFo| HAsiH 557

E
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mjo
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