* 494 «

- WS -

FEEEFRANEY 201048 A% 22 5P 8P  Chin Crit Care Med, August 2010, Vol. 22,No. 8

WRTES 78 B/ FEE RGO P RENEX

HA FERE

(@A) WEAHES 78;
BKEES 70HSPTO R B H
ETRBRMEBEYARAN—HESD
B REANEIFHFAZEARNE
RS B SR URZHEHRN
BEBR.ER CERESFASABER
/B EEA/RBERAERPERDY,
WHAWED 8(GRPI) UM A ERE
AE#ZA4EA.B5 HSPIO X KRR
6 B[R R, T B b 2 HSP70 &K &
RZ—. GRP78 e M @M F 4, W3
0B T, R A R IR R A IR A AN
BB ML &Y FEM ., GRPTS £
EHAL /R RGP RE LA, 500
WHNESEREEENRPERS. B
BEAXT o0 PR AP)X /R #465
O WLF GRP78 kBN E W%k R
HE. LR EHEMWE IP 0 GRP78 &
HEWE, LU N.ONLI/R RGBS
FG K F FE 87 AL T RAIKER .
1 #BSH*%
1.1 $HYHARI/RAGHEBREY.
HHESD KR 56 R, & (2701 30) g,
HPEE¥REERTELHAFTLR
34 b0 R 4 (A BAE 2. SCXK (&)
2005-0001] B BEN B F R EH AR A
HBERA B H)I/RH 24 B).IP4
4R, DM /R BGERA YK
BEBE TS RR Y, B YR
PUAR 55 7 15 8 9, 3 B I8 S MM E 1
HEREMLE, FELETEHA0.5cm
&b, R &AL 22 R s Bk G BK ) T RE XX
TEBBE BT I 3 30 min JE M H &
BREEEUSHER, UASOBER
SBRMEARANBERETRY STR
HBEXTO0.5mVE.L LB MFE,
HROSTETHE /2L MEKR
ERERE.EHFOBEERLQEY
B A EEERGER. IPATF
I/R Bi&5 342 5 B il B 32 5 min 9 3
5min, RE 4 K. BERARERARSE
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BRbL/EMERG, O S

K. 1/R 4150 1P 4% B & i E
X4+40.5.2,4h 4.

1.2 BMERERF®

1.2.1 REALLE . BEAEOZHER
Hol. 28 E R DR EAREE
KELE, HERBEARDA  HERE
% ¥ (pH 4 6.0) & %, GRP78 #i &
WBEL1: 1I00ZRSIR, “HERR
H1h,3,3-ZHEBEKDABEf,
HAREY, GRP78 BN Ik 1gG 1
B % B Santa Cruz 2 7, JE £ K ¥t 2
BRIER(TUNEL AT RM X &AL
HEREKRNEWTERPEEHEY
HRAF . LYY R 245 5 6 0N
Bt PR R A X BELE 5 M LEF, W
TV HEKE (A EE AN RA .,
1.2.2 ¥ F-K A4 8K (RT-
PCR)# ¥ GRP78 mRNA %3ik: Rk
LEMNERGLONLAE5%KE. A
TRIzol — # 3% # B & RNA, ¥ # §
# cDNA, 3| % ¥ %: GRP78 L ¥
5-GTT CTT GCC GTT CAA GGT
GG-3', T # 5'-TGG TAC AGT AAC
AAC TGC ATG-3', ¥ # = # kK /M
181bp. ¥ & M B 3) & B (B-actin)
E#5-AGC GAG CAT CCC CCA
AAG TT-3', Fi## 5-GGG CAC GAA
GGC TCA TCA TT-3',§" #4781 K/
285bp, PCR ¥ 3 & #: 94 CH& #
3 min, 94 ‘CAE#£ 30 5,58 CiBk 30 s,
72 °C % f# 1 min, 30 /3,72 C
5 min, PCR 7= 47 2 3y i 3% B % 3 3k R
BAMAARBEAHBS AELEN
ERERSRES ABRERR.
1.2.3 B H K% %9 & % (Western
blotting) 1 ¥ GRP78 B A ZEX BT
BHRGONAR X ERRES . T
ROTBBERE R 0k B, B8R,
im GRP78 % £ SR HiH (1 + 500), iR
S EAYBARE AL R AN
B, BESG % ABB BT EE
i, WE KEE, L Bactin Frfk.
1.3 SEit# 4. B SPSS 11. 0 43
B HBERBUSEEHFEE (L)

EZRRAFTESHAMLDRR, P
0.05 HERARIHFEX.

2 B/ R

2.1 GRPIBREANKLER (R D 58
FR4KE,I/R0.5h.2 h 4 GRP78
BEEER;IU/RAhGAHABFAN, BB
SHFI/R 0.5 h.2 h (3§ P<0.05),
1P 0.5.2.4 h 41 GRP78 X A& T
I/R0.5.2.4 h 41 (3§ P<0.05),

1 FHAKBRLOHI/RBYGE GRP8

REARERER (1)

45 Y%  GRP78(A )
BFER4A 8 0.23540. 021
I/Ro.5h4 8 0. 24310. 032
I/R2hd4 8 0. 255+0. 020
I/Rehd 8 0. 380+0. 027
IPO.5h& 8 0. 3950. 025*
P2h4 8 0. 4574:0. 032
IP4h# 8 0. 63740. 053*

H.U/R. gl /B ME,.GRP78. MA Y ESD
78, IP.-BMMAE; 5SRFEFRLK
8,°P<0.05;5I/RO.5hM2h 4k
,5P<0.05, 5 I/R M R0 b ] R AL B
#,°P<0. 05

2.2 GRP78 mRNA X4 £ (E 1),
I/R4h# R IP £ 41 GRP78 BEHF
HETFEFRL (Y P<0.05); /R
0.5.2h HEBFRALBERELEH
2% L (3 P>0.05),

]

1 3 3 4 5 7
j -actin
GRP78

I/R.$k il /FM ¥ . GRP78. A &S 78,
1I~7T /KA BFRH,1/R0.5.2,4 h 4,
gk 11 Wi 4b 28 0. 5.2.4 h 4 ,B-actin-B-HLFNEH
1 PHF-RAMERMBMEAKN
ML I/R #1455 GRP78 mRNA 3%

2.3 GRPIBEHAXRZELR (A 2):1/R
th#HARIPEAGRPISELORLEHE
R FEFAREHGY P<0.05);1/R0.5h,
ShAS5BFERAUBERET AT 2R
X (3 P>0.05),
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I/R. Bl /B M, GRP78 . M@ EH 78,
I~7T KR -BFEARAI/RO0.5.2.4 h 4,
gk it AL FE 0. 5,2.4 h 4, B-actin.B-PLSHEH
B2 BHASXDARRMEAKXR
LALT/R B4/ GRPI8 B K%

3 #
LDR/RAESEHERZ L RE
B2, 0 Fas #1 Bol-2 EE M R KN, W
XHEERIIBOINI/RBGRARNE
EHTEM., HHARSLOM /R HX
MERIER . OQRATHXER, UM
# Bel-2, Bcl-xL. Bel-w. Mcl-1, X & &
MEFHLDEMRE H B (caspase),
Fas.Bax.Bak %, Qf X HF AN
I 85 FH F-«B(NF-«B) . 5 F ¥ 1%
HF 6(ATF6), @W EIM RENE
BE ALY LB (SOD) . —E L B4 W8
(NOS) . FF 4 {1 K§-2(COX-2) . B i3 E 1k
HEMPO), O KEF ARKAK
BEHEERKETF-10GF-D) . ENEH
ek BT (VEGH) KEFEREF-1
(HIF-D), @LmEEED R, RUHE
WEX NERKR.EE. HEHHEILR.
EHEEBRNSRHSEHRMB R
bl azbol-d - - 2z vk, 8
BERTEEARN . EEOREESD
RE,EOARMH, LLEN N BE
B [8] oF 35 A4 P9 R 9 1 38 ) T s 3 4 B
F1=%), GRP78 £ /4 Ji I i 3 iy 28 St
FEEWZ—,GRPI8 ELHERT . &
EBAEYHNANBELES SHE S
EHNBEREHEESRNF, AR
HEARNERITRAER, HHBHE
BREBEARMBESEE SREED -2
MR BRESMUMEAHT AR
UFEEREARTRES A TREAR
R W[ GRP78 K%Kk, F 5HHENF
SBERTBHXNTBYERLES . KEE
HEERHE ERAFEHRE, Wi,
GRP78 fER M &M FH MR R,
ABHRBR,IP R A GRP78
FXREABRRIPATUBRERSIARRN
L R % B P B OO L R L) B )
GRP78 e F WU ZEAF N A B
BB, 40 Ha 35 BT R 387 A T, AT TT RE L
DE /R #b. 2RSS RNMEETIH
3K BB I/R B3 GRP78 1 DNA #

%S % % 3 A (GADD153) K ik
G R A — Btk  Hayashi UM%
Sk 1 S 17 e L 40 L F 805 GRP78 2
o R ik, W T S 4 76 & Fi A B 2
F B4 40 fa Tt 3% B RD BT . 5 GRP78
HEHFEHRET «2 ¥ M 3(PERK),
MEERES 1URED) 48, HF X%
MM AR ML, %S GRP78 KB4 R,
M4 4 #i% % PERK M IRE1, #
FEHRERMNBE RS EESELE, R
BERMEKRE. X5FLRF P4
GRP78 R RAME E— BN AR
B ey— bR B R R RE
B BT XS 4551 &2 GRP78
LI 22 34 3 # K 5  Novosyadlyy %L
ERRTFEAAIGF- 1 BERBREAR
BE, 3 5% S 40 8 GRP78 %3k, ATi 5| %
MR P AER . Shao SUIEHRBP R
B, @£ 7 L GRP78 mRNA MIEH
RIKAKF b, AT BEL O T P9 SR PR 3K
REIHRE.
GLEHR.AEREY, P EWE
5T 0 WL B P9 P R SRR, BT LA
GRP78 ik b A E , AM#HITHRR
POURNARELARSEEERERR,
AT B IR LZE B T/R 445, B R 4K
YL ¥ Fe i — BB . BESR i GRP78 4t
T8 9 P R S50 AL TP B KL 3R
4> AL o B8 A5 38 T TR JR P R 3 AR
KEFRRE, TEMN.OHPEFGBIT
RABEBX.
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