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1. ZERF—XDEE

7R b= R LRI, MIRERENICER SN, REBE T 0 T A S #IlE3E (programmed cell death)
YLUTHBEIh W, Bb, Fur s a3 n MK, MiEooBE, Mate &b, Rk DNA OkH
{ERfES TR —VRAEETN2ERERCEET S, LT, WENEENERTEISRIZINEFED
ik, MESCESHELERET 2527 0 - Y XOBBER A LEZ SN TWwz, & I 508 TIRMEsss»
S ORI, B2 ITPREFIRHMEHRIC X 2 HIIESE, FERP VA VARSI L 2 MIE3ES, HIREERY v BKIcL 3
EHIREZE R E T 7R =Y ADOBRBER2ENHESLIZEN, TR MY 2R 7075 LI NMEFEE ST
[REOMFELEZ ST w3, 7K b=y AIMIAOESE - /b, FEOHKE « HERXFARTHY, wAL R
§—YADMRFCEETH S, 7K b — Y ADSFEEDIY S 102 212 00T, RREEBCHIIZICST 27 K
PV ABEORYE L UTIRZ, -0 OWESBACTbR TS, HOAEESR, BER, FER B
B, DEBEEHSOIBREOERIBLT, 7TRN—VAOEEENEHINTWS, FETIE, RIERERES
KBITE7RN—VADBERLZOWIHNT 3.

2, RUEMBRBETRF—-X

Acute respiratory distress syndrome (ARDS) ORE XMt (BALF) fuziy, REMRO7 R —v
2 2 HET 2 EFHS, FBEEEEEIE, BEFIRCIENEHERO 7 R — Y A 2HET 2 HTFUNEET 5
ZEh5, BEOHBOMEE - BECBVWITR NV APEETHLLEIONTWVS, %72, MEHOEK
&, FifE MR P53, p2l & Wwo MR L 7 K b — v ABS T 2 RFORFEMBIEo TT R b=y 208
FHah, EGET R -y AOREIIMEET 2 Z EWRBR I TW S,

BRUEMBEOET NV TH I~V ADREEAEFLREMBRARE T VT, MlE RO DNABELT R
F—Y R, RUZRICHES p53 ® p2l OFBFWEBFRL 5B, 2, <7 X lipopolysaccharide (LPS) <,
tumor necrosis factor-a (TNF-a) 28ET 2 &, FMEPNEMIRC, Mg LR R —v R84 3,
ZDE3 I, AEMEEOREBIBVW IR —YRAREETHSH, REMEOMECL > TEETHL—H,
MBI, L RARRIOIEE & o BT ORI ORE RO D, 7K b — 2 OHIEEREE L UTHIT 570
IR REFEMRENTW S,

3. RIEMI - BREEL 7R — X

BFEMRIE R, FHEHEE (PF) 13, WERERTHOHEERBTH S, IPFDIF LA LDEMICHB WV THE
KB FER U SMIE DNA BEXIX7 K b —y X 273 TUNEL (dE#&38w DNA BE2BRET 25
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) BHATR & p53, p2l ORFHED SN B, FROFTRIBBERICHD HEMEME (CVD-IP) PRSI
PERIRESS | RS BHEE T HLRD Sh 3, Th o OFTRIE, MBI SELOBEIT I, p53 % p2l & v - 74l
A 7R b= ABERFHIEEGE L TwE I E2RLTRS,

7 E b — Y A2 #EL RERWEEF DI Fas-Fas ligand (FasL) pathway 235 % (K1), FasidH 50 241
FCRIIL T 388, FasL BEEEM LI T Y U oSBRICHKIRT 5. Fas 2R T 2 M0IC FasL o5& 35 L7
R =Y AEFEHT 5, IPF 2 CVD-IP OMKE B, Ml - EMlazid, Fas OFHHEFEMIC B L CHEE
SLTBY, TRF—YRAZHIRT VI L 2FRL T3, %7z, BALF ¥, ROHHBICIRE T 2IFPERP Y >
BRiZix, FasL OREHRD Sh, EEMERE LB L, BRICHEHEL, Fas 2% T2 LML 7 R b —v Rz
FEL, WA - BECORR 22 Z ERBRE NS, AR, vV ADT VA4 ¥ VHRIEEE T VB Y
T, MISES - R BRI Fas %L, FasL 2% T 5 ) > BROBEIC o> TREIIC 7 & b — > 2 1 HY
ahd, Fiz, TRV A%2FH TN Fas ik e EHBRAZIE S L, HKEX LK, MEERCTRF—¥ R
PREL, MHSHENELC S, 3512, FasL 2Hf17 % Fas-Fc 3 FasL AT EIC X > T v A~ v >
RS « BSHERE 13 8A & Dz ilEI X iz®, Zh oD Z kb5, Fas-FasL pathway & 7K b — & X d3#E{L 0 @R
CEECEELTWwE EEZo5h3 (K2). Fas-FasL pathway O iE»IZ b, hepatocyte growth factor -(HGE)
I L EMRED T R b - R 2HHIL, EROBERZRT I XL 0TI VA <A ¥ FiFHERE DR & fLE 5
5 bMEIN TS, FREERRIEHRODGFEB T I L r o BRETH Y, ETEEMCLD ZFR
Wigwicd, LEMROT7 R - 22 FIT 2R —D0OHELE LTHFEN S,

K[EXMBORREITIE, FEEER, MERHRE, Voo SBREOGEHSME L e L KE OB ERENES L T
W3, SEXHMEBEOREE T, IL-3, IL-5, GM-CSF&DH 4 v h 4 YHEHEI N B, Zhd>DEFHEF
BERMSEREEHEE L COIFRRE LTFRRO7 R —Y A2 IFILTw3 2 eB8diFon3, LT,
IFERO7 R b —Y A 2HET 2 2 L IFEIWEDOBRO—D L LTHELSNS, KB, FRREDSEALE
RFERLEYRE, HiFas k2 REENCHRES T I L L > THBRIC 7 R —v 2 2HHE T2 L, TEL
FEPHET 2 Z EBHMEIN T EY, X, [EXMEBBEETCHZ 7 VvaanvFad R, 74740093707
4 RRMEFK S FBEIRO T R =Y A 2FHT 3, £/, [KEXWMEBBEOMAD Y 3Rk Fas DFHEBMET
Ly 7R} =Y REZEY AW EBPWES I, BERECPERDO—DLEISNTWS, TR N —YXIIRE L
OBSEIE» D T L, [RELEHEOBE L OMERLHREI L TnE, SEXWREREE, LELERE LR
DHBELTED Sh, FMLUILHCE 7R —VANEDohs, KEIMBCBY 288 EEMIEDOT # 1 —
AT AR SHBOFETHY, FBREZIUD & L REMRO7 R —Y AFEE2HRBEE LTHYBL
AR R EEEE L SN S,

5. WML 7K F— R

MR TEEENT R =Y AORBCRENDH D, MEOEFARRERNIED SIS, TR -VARE
il & 7 o T FERIIIS S e D 5 Seh 5. ST TUBAICEHRIRER N L C O BRI R T 5 & 512k 5. #EE
B 7 8 b — v AEFAEORMS L LTI, (a)p53 SOMMEIEET, BEETFOL EYRHORY, (b) iR
HE D Fas BEOEE, (c). bcl-2 family Z D7 R b —¥ AHEREAOBEFFEER, (d) 78—y 2A0OHiRAY S
FUDORER EHEZ SNT WS, Bill, AT FasL 235%H T 2 L OFMENRIN TS, Bl ED FasL »s
Fas # B U 7SI 7 R b —Y A2 ERL, vwh® % immunoprivilege site #TBR T % & & THRISK#E)H S
FNLZBFIRREINTHS, .

TEEHAR, PRSI 7 K b — v A 2FRL, ZOMRERT Z LMo Tw 2, Th s OKERS I DNA
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Caspase 3

other effector
caspases

ICAD —— CAD

v

Apoptosis

Fas-Fas ligand pathway @ 3 7+ V{5 &1k

Fas ® TNF receptor % ® death receptor 2/ L7:7 & b —¥ A##1%, FADD (Fas-as-
sociating death domain) % TRADD (TNFRI-associated death domain) &\yxo7-7 47
F—+7u7AENLT, ZAN—EEEELL, SPaVFIT7E2BETE7 K -2
DF w7 « KA Y IANYTFNVEGETLZ—FT, THROHAS—E¥EFEELL, HO»IC
TRMN =V RABETT S,
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infectious agents
immunological abnomality
toxin etc.......

lymphocyte neutrophil

FasL ®§L

Fas
Fas
«
@ [=) ® Mo
epithelial cell fibroblast
sensitive resistant
to apoptosis to apoptosis
[
apoptosis % @. *° proliferation

fibrosis

2 Jfif#HE{t & Fas-FasL pathway i X 27 H b —¥ 2 (K3)
IPF OIFRIZ TS 208, 74 VAR, RERY 2 EEET 2 EA a2, ilacE
U7 »RER, fFERiE, FasL 2% L, MIKEX LES, Ml LE#O Fas &L T
TRV AEFEYT L, BETIRELBERF L7 R —Y ZA0OEE, EEx LE#lEEbLA,
FRHEL DS HEIT T %,

BELY pS3 2NL, VAN—CEEO EAE»ST7 RN =Y XM 3. MBI, ps3 OMEFERIK 50%DiE
BITHE SN TE D, WRESNEO—E2H->Tw3 EEL5N%, LaL, ANNIFIHECIIENIFEL D b
I pb3 BFE D 5 b DOWEMBIEHIE & <, p53 D & THUREH DRZHE XS T X v, HilHI X > T
s FasL & % \» (¢ Fas OFBEH %5 Z# 2 L, autocrine FIZ 7 K b — Y A 25T 3 2 & H38 72 2 HEH O
AA=ALELTHRES MY, BENZERS SV, BEHR, TIEBARSC X > T Fas ® p53 IHEERIC 3 +
IY PV 7B B EEREHSZIL, cytochromec 23HH & H, Apaf-1 (apoptotic protease-activating fac-
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Anti-cancer drugs
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Radiaton —» P53
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o Cytoch
Cytochrome ¢ ytochrome c
other. caspase Apaf-1 4 ATP

activators
Caspase 9
Caspase 3
v l
Necrosis Apoptosis

SPaYFITREBIFEBTRN—YADY T FIVEE

7RI =Y ADY 7 F L, Fas s TNF receptor %0 death receptor %73 2 #lli, 2408, Mg r L
A bV AR, TUBAIRRERBS I £ 2 DNA OEBHEE, HEEFREHRIC ST 2 BRTOBREZ 3,
Srar N7 OBEEMEZET XY, ZOFERE, Fh7o—2animt+ 2L, ATP, Apaf-1, & Z,8—+-9
EREEL, BRIEEICH Z3—¥ 3 2iEEIL L DNA BiE &£ 3,



338 &g F N =

torl) /caspased ZiEMILL, 7RI —VA2ERTIEFEIMEINATWBY (K3I),
I

D EDFR DM b MEEN% ORI IR EE T 5 5FHERD 7 # b — > A OB, 71 VA CRELEICRRL
TR 7R b — Y ACEET 2HF, T4 Py ARBT 3 ) o BROAFEO 7 R b — Y AOKE, MK
B3\ BIFFRERD T K b — S A% ERER AR S, WRBERCBIT 5T R b~ ADEEESRES AT
3. 7HEN— /X@iﬁ%&&$7%kkUéﬁﬂ&%ﬁ@ﬁ%éh% LItk oT, REEEREE VDL ER
DRFEVHEL T 2 REMS IS h B,
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