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HE.BH ZUEERAFEIRAINTA(SM) S R1G 3 AR, i d Ak X R &M AF 3R 45 AL A e
FOBA T8 £5F, ik I Sprague Dawley X R 136 R ML A 5 40, B SR 8 R, Hfl 4 AN A MRE
SM 28 MRS R —BE AT BRAE ALE SM 4L AE R BT IR 40 32 R, MLRE SM 4L MLIE M IE MG SM
0.1 ml(0.96 LDs,=8 mg/kg), &% SM L4, M iEAMEH SM 0.1 ml(0.98 LDy=2 mg/kg), % %+ B 20 K K
ALAT R 3L % P K B B A T B 2 A B 508 dUTP 2 Kb A7 2 3k (TUNEL) 3 & Fo 5 2R R A5k B
WAL, PR TE R, SR OMLAE SM 284 i) 18 B & 18 Fa TUNEL 3 & rabk gm ik ik B8 5%
SM #13% % (P <0.05), @MLAE SM 28 & B 18] B 614 1% 08 = % & Bax FAbL & ik 4 4,% SM 484 % (P <0.05);
BLIE SM 28 BB 1) B 6019 % A =% & Bcel-2 Mk & ik R A SM 4K (P <0.05), G AE SM 28 & bt 4]
B 8, 18] [ B £ % @ B Caspase—3. Caspase—9 /M A& & 3 A% SM 413 % (P<0.05), D42+, F 4 72 h,
MR SM 4iAe 5.8 SM 40 [ A Fe 11 AR 6, L A B = tm IO S 4 AL 0 L % am OIE TR & 0 ok B AL sk, 371
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Changes of apoptosis in acute pulmonary injury of rats induced
by intraperitoneal and tracheal injection of sulfur mustard*
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Abstract: Objective To establish rat models of sulfur mustard (SM)-induced acute lung injury via intra-
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peritoneal and tracheal injection, and compare the difference in apoptosis of the two models. Methods A total
of 136 male Sprague Dawley rats were selected and randomly divided into control group with 8 cases and
other four groups (i.e. intraperitoneal SM group, intraperitoneal glycol propylene group, tracheal SM group and
tracheal glycol propylene group with 32 cases in each group). The intraperitoneal SM group was intraperi—
toneally injected with 0.1 ml diluted SM
tion of 0.1 ml diluted SM

SM-induced apoptosis was observed by TUNEL staining and immunohistochemical staining as well as electron

(0.96 LDy =8 mg/kg), the tracheal SM group had intratracheal injec—
(0.98 LDy = 2 mg/kg), meanwhile the status quo was kept with the control group.

microscopy. Results In the alveolar septum, the expression rate of positive cells by TUNEL staining in the
intraperitoneal SM group was increased compared with that in the tracheal SM group at the same period of
time (P<0.05). In the alveolar septum, a significantly higher positive expression rate of Bax protein was de—
tected by immunohistochemical staining in the intraperitoneal SM group at different periods of time compared
with that in the tracheal SM group at the corresponding period (P< 0.05); while a significantly lower positive
expression rate of Bcl-2 protein was detected by immunohistochemical staining in the intraperitoneal SM group
(P<

0.05). In the alveolar septum, the expression rates of caspase-3 and caspase-9 by immunohistochemical stain—

at different periods of time compared with that in the tracheal SM group at the corresponding period

ing in the intraperitoneal SM group at different periods of time were increased compared those with the tra—
cheal SM group at the corresponding period (P< 0.05). Electron microscopic observation confirmed that both
type | and type Il alveolar epithelial cells in the lungs exhibited apoptotic morphologic features, such as
break, loss and disarrangement of the microvilli on cell membrane, blurred mitochondrial cristae, and detach—
ment and dissociation of the ribosomes from the surface of the rough endoplasmic reticula. Conclusions Our
results showed that dysregulation of apoptosis via intrinsic pathways in the intraperitoneal SM group and the
tracheal SM group leads to up-regulation of apoptosis. In SM-induced acute lung injury in rats via intraperi—
toneal route, the index of apoptosis is significantly higher than that via tracheal route, which may be related
to fast absorption of SM in the peritoneal cavity.

Keywords: sulfur mustard; lung injury; apoptosis
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FHY 52 4% 7 S DNA FIEE A sbe b D Re e o 5k
IR AR R H 3= A R AN e B AR , 5 3504
JiL LS Z B, AN T BT T, HLITAE W B PRl 4%
iE N, SM i Sl S5 A iR T VA G, B
A TR SM 7 SR (1 B EEHLH Z 1, Zh)
SCHGFAH, SM AR IR BRI O I VR
TRAR I AT SRR 47 , I HLEAG B[] 5] AR
PR, ARSI AT T A SM R s R iR AR
SR B EPE AT S AR | PR 45T 40 B 08 T %) 240 it D
S FHLE, Rl ok i T HUE IR Y7 BE e S A

1 #HEREZE

1.1 ZIRFI 5SS
1,2- N EE W i R SGE 2 A PR w4
M, 2E S AR P2 S AR D BRAT BR 2 ) AL,

e G vl A IS, 550 Fr A Ak T 4243t Roche 4
L 98 T35 H e 2 IR R 4 ] R I, Bax
Bcl-2 3 fL 14 e K 85 11 i ( Caspase )-3 . Caspase-9ix
& F AC I R AR AR MR R A BR S FI 4, H-7500
RUESTHEEH H A H S A al R
1.2 XWzh¥5H4A

fat e Sprague Dawley K FL(SPF % , A
ARG ZEF R 2R B S g s b 4R 2, &
F&IE5 :0015902)136 H , {A& fi it 280 ~ 300 g, 4F- i
158,

PR A IR s SM 4H(32 1) I T — 4l
(32 H) A& SM (32 H) BTN (32 H).
IERXTHRAL(8 H) . SM ¥k (4l >90% )il FH T A
TR R . ORE IR Y s Y g
ST SCHRHTAE SM AR TN I REL KT SR
FE4%(0.05 mg/kg) , 30 min Jim 18 i P vE 5 £ B2 S
(100 mg/kg ) Sl BRI , U N IE AR RERY SM 0.1 ml
(0.98 LDs=2 mg/kg) , TN B4 E AN 2 0.1 ml,
QM I i A2 Y35 WA RI ST « (W] b 7 ik Sl PR
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PURA, 45 - IF T AR VS EOR R 20 i T2 1k

JE I SM 20 R RIS I T AR BE Y SME 0.1 ml(0.96
LDs=8 mg/kg) , IE TN —BE41E AN L 01 ml, 1EH
Xof R ZH AT T &b 2L

1.3 WZIER

131 #1& o) 5 a4l IER B4R
PR3 136 1y, 10% H M i 2R H bR TR I A A A
24 h, FRUBK A RS U1 IRAKE - e
1 (hematoxylin-eosin staining, HE ) & &, , S 55 WL 2%
il £ Y] R BURTEE R A 1 mm?, ] 3% B
[ 2 bRAS , HI7E 70% .80% 9091 100% 4 i 16 i
7K 15 min, A AR AL, BT R AT 6 B G
FLARLER o

132 ABLEM RIS EENF49 dUTP £t K
s% AL M 2 (terminal-deoxynucleoitidyl transferase
mediated nick end labeling, TUNEL) %4732 /8 =
aafie Apm AEED) R E LR IR BRS , 0.3% MU
7K H,0, #b ¥ 10 min;1 : 200 A Proteinase K i B
THAL 10 min; bRic 22 il R I % # 1 (terminal  de-
oxynucleotidyl transferase, TdT ) Fll 552 J 7 b 25 55
TC AR T A 50 S0 PR W E % 1 — 1R ( digoxigenin-de-
oxyuridine triphosphate,DIG-dUTP) 4 1wl, JIA
18w | FRicZé ik, 48 - 20 1,37°CHRiIc 2 h, EHH]
W 50 w1, 2 IRARFE 30 min, PR B 1 100
W YR i e pUR, B 50w 1,37 CiFE
30 min. PUAHBM | : 100 MBEER ERME - W)
FKEAY, B 50 wl,37°CHEE 30 min, HrEERCH —
S IR iz . (0 B € 20 miin, FR AR 242 4% ,0.01 mol
SR - ERIR 9 v ER WL (Tris-HCI buffer
saline, TBS)Z¢ 1k iy, Hl B ES o RIS TDT
BRI B 2 31 BE DD R R P R

1.3.3 A% 9 Bax #= Bel-2 4 st A4k
P PE T 1 Bax Ml Bel-2 ik . AV W
MRS bR, bk B Bax Al
Bel-2 SraREhiik 20w I F, A N 4T, =245 =
Jti¢ (triethylene diamine, DABC) i 1, SR ARG #ef 42, H
B IE B o BEIR 22 vhER % W (phosphate buffer
saline, PBS) 0 —Hr /BB M XT B, FH & M BH P B0
YEBRM:XT B2 .

1.3.4 Caspase—3 #= Caspase—9 #4328 4 414k
223K Caspase-3 Al Caspase-9 ik, 151
A E R HOR IS BB RS bt R Bl Cas-
pase-3 Fll Caspase-9 sz EHTIAR 20 w I/ F, PRI —
$U, DABC b €5, R ARG R G , H HR L Ao PBS 48

B—PrAEOIPERT R, FHE N BHE DT VR BH X R4
1.35 SEAZ 5 H K Image-Pro Plus 6.0 Ji§
PR ER T IT R GE, 44 2H TUNEL #ric & Bax.
Bcl-2 . Caspase-3 . Caspase-9 % 41 2 fk 24 1k e {4,
YIR AT UG 38 , S I 5 S48, I BH 23 i B
PR BB 1A S AL (400 %) BEH 1 -0 BF
HEATIRES , B9k U R LS8 =5 S A ALET , oH 3 L
TELTVIT R Pk A L L 58, gl ) s B2 240 A L 36 =5 4>
PR AR LT 1) B 1 20 A/ A0 B x 100%, 3153
HAP(H.
1.4 SitEFHE

K SPSS 17.0 G H A AT E I o3 Ay, i
PORFAIH + 44 2% (X + 5) FRon , Z 4 A 8 &
B Z KR T 22081, P<0.05 N2 R A5 1T

2 #R

2.1 KERAHEE R4 AT ER

2.1.1 TUNEL & JEE SM 2H 6 H1 24 h Jiiliyfufa]
B T 40 S IR 20 A, 48 il vt Tl B A T 4 i R
AR, 72 h il ) B 0 T 4 A P R R SM
2H 6.24 .48 F1 72 h i [ 55 240 L 0 1 SR AR AU s TN
TEAE O R A T A R R A (ULE] 1), 5
ZH A TR st (] 0 200 B R T B 2k R g SR E R
D5 1y 2250 s 3 - O I R4S SM A ]
BRI 20 A T P R A R i, Z R A SRR
X (F=18.479,P=0.000). Q= SM 215 HAth 4 211
P T PR A R A, ER AR E L (F=
1318.654,P=0.000). DI SM 4154 SM 4111
YRR T PP E R A R A B L, 25 A Geit o
= X (F=4.623,P=0.000), FiIE A (ILE 2.3),
2.1.2 Bax #iznsihsik BEIEMSA SM46h
it 7 16 B 9 7 2K 14 Bax FHPE Rk AR 704,24 h
JityE BB I T8 1 Bax PHIEFRIA AL 48 F1 72h
it ] B 0 T2 1 Bax FH ik 2 AR T
FIE X R Al o (B P 08 T 285 1 Bax PHE R IR %
B3 A (WLIE 4) .5 20 A R a) 5 48 B 7 BH P E e 3k
AL, SR E A I 50 19 25 0 A - (DR s
FIRE SM AL A [R] B[] % 48 i 0 T2 PH A 23k R L
W, ESA G L(F=23.202,P=0.000), @
fiE SM 215 Hifth 4 20 (9 40 B JR T B e IR R LA,
XA G F X (F=490.828, P=0.000)., Qi
SM 41 5748 SM 4 1) 20 I 0 T PH 1 38 8 R AR AL
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P, 2 A5 E L (F=8.031, P=0.000), &
R ILE 5.6).

213 Bcl-2 #iEsibdiE BEMSE SM 4
6 h i la]FE I T2 1 Bel-2 PHPEZR A S AR, 24 h
it v ) B 0 T 2K 1 Bl -2 BH A ek B AL 1% , 48 F
72 h Jilia (Rl B R T8 A Bax BHE SRk SRR A .

DS PRI I % R 2R i v 1) B 0 T 2 1 Bel -2 FHAE
FIREFTE A (WL 7) .5 QUSRI At a6 20 i 0 1=
FH AR IR 23 L, >R FH o 20 000t 50008 1) 5 22 43 W 46
(OB A SM AL R B] ) 2 AR A 1 B 1
INFRIEL, R A g5 L (#=211.833,P=0.000),
Q& iz SM 2155 Hoftl 4 ZH A i g T BHPE ik K b

20 m

N o]

A ~D:6.24.48 FI1 72 h [ J SM ZAfili ] B TUNEL 44 8 52 BHME R IR B TR 0 BR AL (5] B TUNEL J e (7 Sk B R 35, Bars,
20w m);F ~1:6.24.48 F1 72h <45 SM ZH i fa [A] B TUNEL J o 52 PR R 0K ;0 1 %) HRZH Bt vt [a] B TUNEL Bt (%R BHPESR A , Bars,
20 m); K~ N:6.24 .48 F1 72h S AEPY ZBEXT HAZH It A1 % TUNEL Y685 O« 1E 5% B ZH Iy [l i TUNEL J% 8, (/7 Sk FHE 5K, Bars, 20 . m)

B 1 XRAEER TUNEL & (x400)

60.0000 |
/ I sm 4l
R A
5000004 povs
i — RN
3] 40.0000- R B
b
oz 30.0000+
20.0000+
/—_____-_—_”l.a
et g
10.0000
6 24 48 72
1] /h
B2 5AKRAEER TUNEL &R T RtRIEE
AEBERHTES

701

1
60 1) D ) =g sma
1) 2) 2) e

50 2) 2) S SM A
N
g@ 40} wEE TR
4%30'
ig?* 20}

10+

0

6 24 48 72
A fa] /h
15R SM 41k, P<0.05;2) 5 1E % % HRZ LAk, P<0.05

B3 KRAmEER TUNEL &M RIAR
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B, ESA YA X (F=617.955, P=0.000)., G

SM ZH 5548 SM 4 4 i g8 1 R 36 38 SR AR b

AL, Z RS X (F=134.574, P =0.000),
I ILE 8.9),

2.1.4 Caspase—3 %92 224k HEERIR

2H 6 h iy [A] B 8 T4 i Caspase-3 FH M ik 7
AR, 24 il 0 18] B U T 41 i Caspase-3 FH M %
IR , 48 N 72 h il [E] R JR T 41 i Caspase-
3 BHE ek 5L A FOIR . P9 A IE B 6T R 2 i 3
J6] b I T 41 i Caspase-3 BHE 61k 52 & &0 A (L

20pm |

N (0]

A~D:6.24.48 1 72 h i SM 2 il 6 18] B 8 72 11 Bax S PHPE 3K E - I F 0) RAZH Il 11 B 98 7~ 25 11 Bax Fe3k (5 3k 7n PH 234 , Bars,
20 m);F ~1:6.24.48 F1 72 h S48 SM 4t (] PR R 725 1 Bax PR IR ;3. IEH X R [ [ -2 (1 Bax £ik (Fi/nBHPERE,
Bars,20 um) ;K ~ N:6.,24 48172 A5 P B X HEZH Aty (5] B 8 7 2 1 Bax 223 5 O - 1F #5 X HEAZHL Il e [a) B U8 172 1 Bax R3b (1 ks BH MR

ik ,Bars, 20w m)

4 KREAEERBTER Bax Ri&  (x400)

60.0000
— M SM 41

:g’ S SM A
¥ — R m
7540.0000 1 TEH AL
£
£ 30.00001

20.0000 _

10.0000° w

6 24 48 72
Ff 1] /h
E5 5AKXRMAEREATER Bax AMRIEE
NG e

70
60k 1) = i SM 2H
§ 50 1) u 545 SM 2
$ 40 = EE TR
S|
30
fesal
£ 20}
10
0
6 24 48 72
A TE] /h
1) 5545 SM 41 b4k, P<0.05;2) 5 1F 3 % BR2H [X 4%, P<0.05
B 6 KXEREEREATER Bax FHERIEXR
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K 10). 5 AT IR R bR, S X (F=759.817, P=0.000). @M ¥ SM 4 54
KHEEMEEAEN T 2R OEBEMSE  SM AT R AR b A L, 254
SM A FIEF R AR TR R AR IR, 258 Gt & X (#=18.073, P=0.000) , &2 i 3 3 (I
GiiteFd X (F=34.201,P=0.000), QMK SM 45 K 11.12).

Hofth 4 AT TR R ILE:, ZRAEST 215 Caspase-9 #2045k EEEHMSE SM

"3 F
b SN . 3
3 - :?—?- | .,i"ﬂ! B! = e - A
= e "':3}4!1;:@@- 516 T Y By O
% bt § g."20 Zb H 3 M&t L 20 =1
= i (LI E o SCA LIS, = S e TR R 20pm

A~D:6.24.48 F1 72 h 5 SM LAl B FE YA T2 11 Bel-2 2 BHPEFR A s E: 1E 5 X REAL v ] B Y8 T2 11 Bel-2 3Rk (F7 om PR %,
Bars,20 wm);F ~ 1:6.24 .48 1 72 h % SM ZH fili s |81 b 8 72K 11 Bel-2 52 263K 5 3 TF B o A 2L Al 960 1] B 6 7 2 1 Bel-2 ek (F Sk BE
Feik,Bars, 20w m); K ~ N:6.,24 .48 1 72 h A58 Bk IR 20 Ayt 5] W 0 725 11 Bel-2 63K 5 O« TE 5 %) IR 2 At [ B 03 T2 11 Bl -2 3k (i
K/RBAMEZRIA , Bars, 20w m)

7 KERAEERATEA Bel-2F&i&  (x400)

80.0000 9"
— I SM 41 80 m i SM 4]
R R o
@ 60.0000 AU SM 4 1) m S SM 4
ﬁ ' — T AL & 60 =2)
X T4 Bl ¥ 50 - - 0 = IEH IR
ﬁ 40.0000 1;3) 40 2)
= 1 30- 1) 2)
jung
= 20-
20.0000 i - . [
e e e, -
0
6 2% 48 12 24 48 72
Bt i) /h fif i) /h
B8 5@AXRAMEERETES Bcl-2 EREE 1) 5045 SM 41 HL R, P<0.05;52) 5 TF 4 % HR4L He 4%, P <0.05
RER BRI AL R S B9 kRAGEEMATES Bol-2 FIEEAE
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BRI, 25 T T AR U BOR R RN 40 A 04 i A2 Ak

21 6 h fili v [B] B A T4 i Caspase-9 BH ik 22l
ARSI, 24 h i 962 5] BE 95 T 40 Jfl Caspase-9 P2
KB A R 48 AN 72 h il B) B O T 40 Cas-
pase-9 PHPEFRIR R MR o P SRN 1E 5 % R 2 il
TELIE B T 4 ifL Caspase-9 BHPE 35 B & B 40 fi
(DL 13) . 5 AN [i] A A g T BH A R A 2

B, R FH A I 5 1) 7 200 s - O s s,
B SM AN [F] B[] 1) 4 B 0 12 FH A Rk Rt , 25
YT L (F=24.755,P=0.000), @Jf I SM
H5HA 4 AR T PHIER AR LR, 25 F
Siiteg 2 X (F=2087.109, P=0.000), @JEHE SM 4
5558 SM 4 I 40 i 0 T PR SR IR R AR fb A L

A~D:6.24 .48 F1 72 h JiE 1= SM 4Lty (o) B 7 T 41 Y Caspase-3 2 BHPERIA ;B 1EH X RELL iifd [a] FR Caspase-3 #&ik  (#ik/mFHEEZR XL,
Bars,20 . m);F ~ 1:6.24 .48 F1 72 h /<& SM £HJiiyu [] B 8 1411 g Caspase-3 5 BHEF 35 5 3. 16 H X BE 41 fifi Y ] b Caspase-3 3 34 (% ks BH:
Fik,Bars, 20 .m); K ~ N:6.24 .48 F1 72 h S 9 Xt HE AL Aili 0 A b Caspase-3 3% ; O« IE # X HE4H fili 2 [A] b Caspase-3 Fik (7R BHE

Fik,Bars,20 L m)

& 10 XkRAHifEERE Caspase-3 &Rix  ( x400)

60.0000 |
Fun — I SM 41
N 50.00003 T —m
B BC-RE
3 40.0000 - = — T
= E A AL
sl
= 30.0000 -
20.0000 -
I—=————CC s ...
10.0000 -
6 24 48 72
fif 18] /h
B 11 5AKRAbEIEFREET 48 Caspase-3 FHMERIAZR
AERERTHEE

: = g SM 41
60t 1 1) .
2) o) " AHE SM AL
s 50f 4, 1) = EE TR
4 40} 2)
4;2 40 2)
& 30}
H
E 20}

10}

0 .
6 24 48 72
1] /h
1) 554 SM 4H L3, P<0.05;2) 5 1E 5 % BRZH [ 4, P<0.05

12 KRAHEEREATHA Caspase-3 FRERIAR
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B, ERASIFE L (F=10.844,P=0.000), &t  SUTBWZLEIC, HEFIZKEL s SR AU AR | LI P i

Hekag (LA 14.15) 0 2 T B AW A I 3, T 3 T i v, 24
2.2 KRG ERMAENBHEETN RO JTE R o P RSN E 5 X BB il b BB -

Qedg 72 h, AU SMATRR T RN IR AR ZmriA DR T P o 0 | 20 A 2 €5 JS A DL
it b B UR TR MO AR R AR B R R 16,

20 m

A~D:6.24.48 F1 72 h i tE SM A1l EIBR 4 7408 Caspase-9 L PR IK ;B IEH X BEALL i (A Caspase-9 ik (Hik/RPHER X,
Bars,20 . m);F ~ 1:6.24 .48 F1 72 h 4% SM £ fiti o 6] b7 4 T 20 fif Caspase-9 52 PHH: 32305 5 2 1F B ot e 2 Jii ¢ ) %) Caspase—9 72k (7 3k 7% BH
Fik,Bars, 20 wm);K ~ N:6.24 .48 I 72 h A TN %t FRZL I % Caspase-9 3% ; O« 1E %t FRZL it [F1f% Caspase-933k (ks P
ik, Bars,20 . m)

13 KERAHEEFE Caspase-9 Fix  ( x400)

| 70[
60.0000 1) m g SM 4l
— JBil SM AL 60f 1) 2)
g 50.0000 — BRE = 545 SM 41
= S SM 4 < 50
iﬁ 40.00001 = %’g‘rﬁ:@ﬁﬁ E w EEXTIE
v R R ﬁz 401
# ' & 30
= 30,0000 By
= 20
20.0000
——— — 10
10.0000 . : . . 0
6 24 48 72
T s
B 14 54AKRAEERAT M Caspase-9 FHIERIER 1554 SM 41 i, P<0.05;2) 515 % X 40 L4, P<0.05
NGl A= F) 15 XRAGEEREATHA Caspase-9 PFAERIAZR
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BRI, 25 T T AR U BOR R RN 40 A 04 i A2 Ak

E F

G H

AR SM 4L, T B b i 4 i (B AL, x 20 000, Bars, 1.0 wm); B: I B FIAS A SM 21, T B it b Je 20 i (A 4l 3L x 10
000,Bar,20 wm); C: I RASAE T B, 1 AUfliif - p 40 (il U4, x 15 000, Bars, 1.5 m); D IE X BR4L, T B filiva - iz 40 (A Al X
Y, x 15000, Bar, 1.5 . m); E: B SM 24, T Rt L Jlz 4 (il , x 10 000, Bar, 2.5 wm); F: A4S SM 40, T R fitiita b fz 4
ML (ARG, x 10 000, Bar, 2.5 wm); G: RSN AE Y W4l , 11 Byt L pe 4n i (34 , x 30 000, Bar,901nm ) H: 14 %t B4, 1T Z84 ilivta
- e A (Al B, x 15 000, Bar, 1.5 . m) ;N : 4l i 4% (nucleus ) ; M- 2k ki 44 (mitochondrion ) ; Ery : 1 41 i Cerythrocyte ) ; LB : 4 iR /M (lamellar

body ) ; i Sk 715 L 1T P95 199

B 16 XRAHE _EEEMBRMEEEL

3 itig

LA T AL PR (LR ) RSN (FE T
S WP P, N IRMEE R S e T4 (4
JiL 5,25 C) AAZRRLAARE Tk 2 LK P4, 53X Caspase-9
PG, B a0 Caspase—3 5 #MJE P % 25 20 i % 1
VT2 IR5 S, il R AT 45 #4) 38 A ¢ 25 11 (adaptor
Fas-associated protein with death domain,FPDD)#l
BE TSR SRR OC i I8 SR FE K 52 44 (tumor - necrosis
factor receptor 1A-associated via death domain,
TRADD) , {3 8l A e K 2 F gt -8,-10.
FPDD/TRADD A Procaspaese-8, Procaspaese-10 #H
G WiF I T 5 & G 14 (death-inducing signaling
complex,DISC),DISC fgfie it {4 &%, Jigh Pro-
caspase i fb., I IER B IR -8 -10 N M
B AR E . Caspaese-8.Caspaese-10 1] B %34
T% F il Caspaese-3.Caspaese-7 ‘5 Z 41 it ¥4 77,
Caspaese &= — P X H i3 25 11t , 78 199 40 it 0 73
i A AR A T, AT 3 RN A7 I 3
o VTG Caspaese-3, HJe 4 M I 1~ rf Al 500z IR 719,
EVFZ AP BB, AR AR A ST BRI Tk
PRI Bel-2 WML - Bel-2 IR A 2 Ji T
(Bax .Bak .Bok) F14i # 7= (Bcl-2 . Bel-x1) & 4 4 A%,

FBAELRLARIK P4 Caspase Jif:L, Bel-2 Fl
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NI AR LG E P o 2 Bax JG I, AT i A Lok
AMER, BIEIMEER C Bl fMaET. Kz,
Bel-2 Feik4d 7 AT #17] Bax {87 , BH 1 DNA 51450
YLt R C R, AR IE T4 40 MEA% TR A ek
A AT /IMATE B T BE R LA AR RS Fi 57 FEAIK 4
MINTRAL | 22 TR W AR T FE AR B T A M 3R T 40 A 45
45 R, SM AT fil Ak Z A o8 I EURR 7, £
AR AR ) N I A S L I - S VS S 7
B KRGS R OE I R, 3
LR SE B R R HE R, RN SSE IR IFST
SM == L3 Ao 2y A3 [ R BT T 32 AR K5 T A
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Pl 22 24515 4L 2 1 I (mitogen-activated protein
kinase, MAPK)) i j# FlI#% Al F -k B (nuclear factor
k B,NF-« B) i [ P53 It K (1 - 25K 8%
R IR A% M 38 5 T (poly ADP-ribose polymerase,
PARP, Caspase-PARP )i {# | 45 I 25 i 2, i
2B R, SM I S A0 IR T 5 5 AR
RAE SN DNA 05 R, I HAR B Y S FE B2
SR IEARSCE, iy ] WL, 7E SM 5 il 495 v, 4t
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