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[PEEBRABYEENHES] R329.4

N & M ( endoplasmic reticulum, ER) R—FEE 4T
B EBARAH . BFEEEM 7R ERAME R ERB
KBS WHIAER, A S5 ERER S ML EREEEG AR5
MEAES, MEABRE B HELmE) Eun.
BRMEL REHRARBLERZERT, WEMEIES
BEASEIRITEEORE,5E ER N, ER 5T @M
BHE, BE 3h4E47 & % B S (unfolded protein response,
UPR)'Y, BF5TKH, UPR TEiF S U # A1 s BT , % b
J7 A ML HE G S B R IR VE AL 3 L RE 5 ORI a4 T B
R, ASCHIES A RRBTR SIRRT AR, 3 ER RS
Jip9E = 2 R HALST S e — SRR
1 ERBFARMAMABERENS

ER A A 5T B KT &R LU B AR #
B R R R S 4 TR (R (3 RO B & T8 R
MEAREILEIREMBBEMNERTITE . NEER
FBNEAFRGIRETE ER B, HBRAHERA ZHE, &
265 & LA, it BT E ER I FHEEEARNS
54,

ER ML B B AR O R IR A ER BAEd
BHERITAEOEESFHER M Y. ER KA, 401
Bt — RS NLBUR L5 5 3 B 0 BUE R B e R R
5, BljE 3 UPR,UPR B—RE XM AZHEMNESHERR
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[RESTE ] L8E A & FESFTEI R (No20027023)
[fedfafi) SERBE BT AP HBE , K8 S8 233030
(EHEN) B (1980 - ), &, LR,

UEIRIEE ) #6430 BRAESIT, 88 BIR T MR,

[ X#kFRIREG] A

RN, BESERR IR IT R E A B L. BRI 2R
ER J BR 2Lt 40 i 88 1 43 5 , Bk 440 B 0538 i g2 40 W 19 5
B BRI LE . (BRI R A9 UPR REG8 f3 2 40 Mo o T i
1), 75 ER B8, 8 AR S A0 40 AL T R RL 2 Je) Y
K mBESERKEE,

HFLE4 9 UPR g1 3 MBS IR F S 30, 5 I 2 ATF6
(activating transcription factor 6 ), IREl ( inositol-requiring
enzyme 1) #1 PERK ( double-stranded RNA-activated protein
kinase-like ER kinase) , IREl 1 PERK & P4 Jii [ B _t ) 55 5
EOHM, R UPR EHERZ S, ERERET, ENHN
WEEIBE S SR E A T 8 78 ( glucose-regulated protein
78,GRP78) M R E AWM A REREM L. LIEHBED
#% GRP78 5S¢ {if e at, IRE] # PERK 3@ it ¥ IR B B 1L
W% ER MR RI{ES s PERK iE{L S BOBIFRHNT
elF2 (eukaryotic initiation factor 2) # o WEBEEE (L, & H
& R Z4W;IREL 53 {& /LAY IRElp #9H R M YIEE L) &) XBP1
( X-box binding protein 1) mRNA HI{&k, J& B {& ¥4 /9 XBP1
mRNA T EA F. TEREM MM GE, ATF6 337 Y12 M
pSOATF6, B & B AP MW IFMIE R & A ER MBS RN T
{4 (ERSE) # ER fH{BRFIKH T
2 UPRWHESMBHAR

EFWEME UPR R B P BOEHIER. 3R
HEER P LB, ERFIFAF XBPI A0 ATFO BEBE, T i
5 C/EBP [7) % ¥ & B & ( C/EBP homologous protein,
CHOP) % ER 4+ F#£15 GRP78 .GRP94 .GRP170 i #i5'",
A R ez Y AR Bt
g R B, R T ZFFSIER  GRP78 e & & R B %
MR P RE S TERSEZERBERE T o RS, BB L
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KR SIS L R R AR XK
UPR MIE SR LR &M BRI X R BT, Bt
4 UPR 7] BB4R 5 byl 40 AR B S P T i3

REBEHME KRG RBEE KMERERNEREE,
1B E B EE B8 PR 22 24 IR 80 8 1 # ( mitogen-activated
protein kinase , MAPK ) Z %)) i —=-ERK1/2 fI p38 LS5
P, ERK B# BOMMME S 2 FRISH H 59
MAERAMAIKER ., R ,p38 WY IEE #7EFE 1= Z &, caspases
BiPRFI DNA 50545 S T . 45 p38 thik, B A LTS
ERK1/2 55 7% (A py fib3d 60 {2 W A A 4K 1 9, 1T 785 7K #9) p38
TEHEA B TN B AR AL RAEHRE . fd KIS
AR B K F p38 #1555 UPR BYiE S E, i & K F
ERK1/2 8 1% i {2 W P £ K 40 R 18 4 UPR 16 MU 1E
£ X RYT ER WETER B MOBKIR P A A EBIEALE
7 p38 7E ER NI P RIBIE AR RIS,

TR AR 2B 2R T LME B 1% LA T 7E, M 4
REFLERT UPR %75 RE 9 1 25 40 M0 /5 390 BEL AR 44 BIR 777 38E £ 4
=, B, BE & B89 B30 ER N8R 4 58 2o 48 o B A
BRTFMEER, EAETMEKRRAZETREE. H—F
o, BEROMRIRR SRR MR AR R ET, 3 AFEN
FERH TR EE RERWILE,

3 ER W KRREMEMARAT

ER Rj #ik4e 4R T BE A Bl F & UM R Bk 42 F
2R FEMET, L5XFMET RS RFTEET K
R I3METRBRAHEE T caspases K L 55 5 41 T 14
T, caspases B2 —HM LEHEMBRESHAEMERES
B, FT LA N R SRS S i85 b U7 caspases BT VR BE A%
TS , 31— 2H R R0, AT S 8O Ty A psE ="

ER NS KT K caspase-2 ,caspase-3 ,caspase-4 ,
caspase-7 ,caspase-8 ,caspase-9 J¢ caspase-12, caspase-12 &%
BEIATE, K ABRZ caspase-12 B R 4B XS ER N B i S
BT RIS SR, caspase-12 S ARG H KPP RIE,
EMARBRRY A S B E TFERMITRK, ALY
W& B4 ML K Hela 40 L BF 52 o K B, caspase4 JB 17
caspase-12 M LI BE, 7E ER W BiE S B T & r HE/E
AT BE5T BN MAPK/MEK/ERK {13 7% /2 % 055 1
A FET- R AR A T MR T 00 40 A TSR B A 3
IR i MEK/ERK {5538 B 7 LA S35 3 208 40
a3t ER 5738075 S 08 T M BUEAE: , 3 BIERA B caspase4
EN SR, [ B4R th 0 ) MEK/ERK 15 5@ 8 0T L F i
GRP78 K45 FIMLET =7 UPR B R IE S, X 7648 & 41 i st
ER ¥ ASATPEAEEERT,

HeAb , c-Jun FIEFR 5 #HE (JNK) .CHOP ,Bel-2 BT iR LA
BB T A KB U AITE ER MBS R TP HER
BEERA T, CHOP™ 34y i /1N BUTE R LA 4 40 B 7
B R b B2 40 R 4K 8 3 (tunicamycin, TM) i SR T3 4%
{5,188 CHOP 7£ UPR MXMEMsE TP A BB,
Fi siRNA fiff CHOP B9 % 15 W LI/l TM 4} i) DRS #9i%
B T EI 4B R -1, CHOP {2 R T-RIBLEIL L 5
FERAAT-& B Bel-2 iR B A B AL P9 IEHE AR (ROS) K
FRIBENE X, XM EEE A THRER C ARBIEER
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B, BRMERAE C MIEMRE RN AT EAMY
1% P F 1 (apoptosic protease activating factors 1,APAF1) SR J5
BiE T U caspase-9 Fl caspase-3 {KEOHBER L™
it , UPR 035 i 85 5 ) 2 M Fr 4k ki fk A9 Ca®* K25
MR Ca®* KT A& 51 BCL-2 KM Bt BAD b g%
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Ca®* WS Btk | R A 4 H B AU TS, AT i% S caspase-12
R kOB, 4€ ER BIBT , caspase-12 — ELATR , J
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C W BE caspase-9 BB M e Shi@ =,
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1RSSR AR LA 25 A0 BE ] AR ER AOTEIRIE NS
UPR iR — 7 i A DA #5 B X e S SRR S R tO M 1T
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A2 BRI R BB, B . 5 LA Topo T ARE S MZWAR,
ER Ji 7] LA 38 & AR ST XTI IR SR T R A
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