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PN 5 M (Endoplasmic Reticulum, ER) 4243415 T~ ELAZ 41 i 41 it
B EAEARE K., 1850 WD aen EE LR gy, K4
30% RYANALAR T B2 Nl TS . I RYEM , TR A
TEPEMDIREE R A I, WG . BEZS A R
AREEE SRR IE AL R A s B WGERE .
BT &N E A TA RS s % B R /R IR G, BT
N AT AR 1 BT D2 B A N I I v i AR A o A T S
JEE RS S A ) S A R, B B A . B
Sz BB TR IE [P B A A R B [ S A AR . Mz EI
PR AR L e (0 Ca™ Bz . B R . A RAR R
&), WRMBEAFRITSIIRE S 2430, WEMIENES R
HRBERITS ISR ENEON, IFTRE—RING8 RN, R
AN J5E I 38 (Endoplasmic Reticulum Stress, ERS). A JiT % Ji7 ##4
WS, N TWKEMENIREERS, MIEESR shRkIT&EA R
J¥ ( Unfolded Protein Response, UPR ) e ZE 541 i A A7, P9 W)
N7 e UPR AN 2 20 B RS ZS AR iR 2 A8 Bir b =5 1, 17 L] ik %2
FESHEANRAI A RIE N, S5 RAEHLR I L
2 FRMEEARNH=LKER

L% 4 ERS BF, £3) 80 UPR il ad 4 Fio5 2Ok ER Figl
PR E A BRES, 4G QW EA A ; @K ER
EOPTERET; OMIKRITEEAMER; @F Ty,
BEGRT R AHLARYE 505, UPR (55 @ A =g lugts - &
I R FE P 5T 99 308 (PERK) . %5 K1 6 (ATF6) AL ity
la (IREla). TERASKMET, VBT IN 7 1% 8 0 A8 I 435 # 35
it 545 A e Bk EE 1 8 1 (Binding immunoglobulin Protein, BiP;
WHKA GRP78 Fl HSPAS), #AiMi, T BiP X i{fr&E I AA
SRR, MRS AN R R BURRE, BiP Y
TR S S b A g ok, W BERON IR ias . fifF FEE
S

2.1 IREl o M

I TSR AR 1 IREL o 119200 5T 2 3 HL AT PR AN BTG 1« 22
TR / 92 I8 T 5 R0 R A% TR N VT 45 K Bl S IRE1 o DA
BiP B, At [ B R4k, 0 RNase {i 1%, JH3hgts X —
box Z5A 4 1 (XBP1)mRNA W8Iz, J724E T — M3 ik
WG, FRA xbps ("s ' fRF " splicing ') o xbpl Sy v 240 AL A%,
TEANMUAZ NI T 2R N B o TR RS BT & R %, ¥R
THEMMEREE ST, BT RS89 0 XBP1 ki
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R N U)IE RS, IRED o MRS RIDD Y0 JF: K fi# ER JEAH OC
mRNA, PUS/DIE A AR 0 8 A S . IEAh, s e
P4, RIDD KW Al 4t Z MR EE R &R E B, TR R
NSO RE, AL MOUEE RNA P28, 80 408 A R RSS2 S s
R JRERCI P S AN, M PN 5 R A R IRET o« RI(R R AL
RAS, L BEOE H T RNase 258988, F3 XBP1 ZAMyiF £
il RNA AYE0E], G/ RNA fFTA, imfedtE T, Fitk,
PR S5 190 07 B8 ) 82 o 2B T BT TRET oo A8 R MU 7 1 5 78 Sy {1
PEJAEFANIAET

2.2 PERK ilifig

5 IRE1 « 2581, BiP M PERK HJNELEHIBE/ S, i PERK
TIRURAGAT B WAL O BT B S A I, A, ER BERYE
JRA AT LIRS PERK, 3X 3B T g B Qi vl L E A & UPR SN .
WO 1 PERK @R AL elF2 o« AT I elF2 — TC MYIE AL, I8 55
mRNA #i%, fANERENS A HE P 0T R . (EARE R, IHEL
B elF2 o W] LL3E ) — R0 P o N A s R A . — i
P4 BELE B PO 2 (GON2; AR N eIF2AK4), LML #
ZF5 | 5 R 0 7 O (HRL, e FRh elF2AK 1), %Mk
NIRRT S 5 8 T R (PKR; tRgFR N eIF2AK2), &
AR R T IREYUR RN ) —B5, HIUGE RNA #0631, M2,
XA elF2 o BERRALHLTHIE WAL A R I (ISR) &48, %
RGN A 22 A B O 3 — R R AT AT, AT A —
MR I elF2 o 31 BEMR ALY EE T & AU FE R . fFldn, b 4u
FR ARG (DCs) #0G GON2 BER AL eIF2 o, DA R 24 JE R
F, AT AN, ISR A MAE B

2.3 ATF6 %

ATF6 JE—F Il BUESHEEE 11, 7EH MR Z5 5N & A bZIP %
SERF . BARIEFLANY IR AL AT A TF6 2K (A TF6A il A
TF6B), {H3iH UPR LKA HFFEE ATF6 o 41, M BiP BEilUS,
TF6 o R EIm/REEE, AR LB S /RIEEO 2 1 2RI (S1P)
FIS2P AbHR, p=A—ANBT pSO F B, TR RIANMUAZ . pS0 A
B S R gm0 2 i ek, X BB R 1 I T RE 238 0 Py o ) 25
7 [ £045 BiP, GRP94, p58IPK( th 75 & DNAJC3) 1 XBP1],
& ERAD i i .
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M, SOASAMAAERE, MY B S  EE, 1BE S2 L.
(HI SRR RV 2R AR, A58 M R RE P R . B R
5. RZRIRA TR ARG . FE SRR B (4 R4 UIEE £ ERS
WA RIE, P HR XA TP ARRAS 1 e A3 P R V., e 4 i
WREFAFZECEE, (AR 4% P, ERS #4H
SRR RAEE S, LIRIFANNE . RSN, B 4. B
I 20 A A b R A

PRI P T S RE #8 A2 PR R 0 S | & A B AR s vy, AEL N SRR
T2, BaER BAWIAE, ERS S45EN FUAH EAER ik T
Tl A, PRGN, i TS (ROS). TLR BRI —sL4y
MUl F (IL — 17 1 TNF — o) 0] DATE UPR, #F— 3 iR 9E0E o
ERS 175 S0 480 S Z R s BEIERE , AU3RHEIRIG . e
95\ JRRE . SHIKORARREAL | P R | IR MR L TR L IRAR A
FERIR I R 2R T . Bea, R =03 54
P IE IV LS 5, W NF — « B HI INK — AP {5 5 gL M
SR ST B A Sl A AL

3.1 IREl 544F

IRE1 Z A fR5FIY ERS /4%, T LIl id Z M LS 753 R IE
SN o TREL 2B 3 H C i J S5 08 4 14 5 I AT A2 AR A 1 P VD i
(RNase) 7 14 A 45 ] 200 A 15 5300 65 oA 9 1 4 i 4 i PR 9 7= 2
FWF5E RN, THLAY IREL o Fl TNF 2840541 2 (TRAF2) &
A W% INK — AP1 fIINF — k B, 1 i IL-6 f1 TNFa f /=
A BT A G R A 1) 1 A AT A IV A3 R G (T4SS) 5%
W 1 VeeC, TR #5i T NODI/NOD2 By 77 =, i IREl o/
TRAF2 i SR R AN T IL — 6 (7= 2E ), JRZ 8 (LPS) i i
IREl a/NF — « B 355 Atk 9 B2 41 is (HUVECSs) 7= 4 IL —
6 M1 MCP — 1, FENEZIIAERET . IRE] o 2R MK
FIN YIRS /IR, 35 4) XBP — 1 mRNA 540 Jim it 55 7,
FRiE L IREL AR A g (RTDD) 4 HoAth mRNA V)51 400 25 1%
&SR RIG-1 TiefR, #id MAVS filk 455 v . ikl Jigh &
HIBshF / Bk FIX B, B E WA TNF — oo B4k,
IREl a /-5 GSK — 3B ¥ iG#H XBP — 1 B4 IL — 1B
PePEIERE S, HRATE PSR IH ER #E H Sigma — 1 244 (SIR) 7]
DI IRET PR E PEFD R W40 M N 19 7 A, (B S 28 it
RRE(E S T 25 PR, IREL S0 THE = A4 45 40 A
TR PR BOR T B E

3.2 PERK 5%J4E

PERK/ EIF2 o J& ERS I 5 44 W 9 42 B 8 . PERK 4K
F EIF2 o WEFRIELT R AY BHREBEL T X R R PR ik B e
Hi ds — DNA HifA& il iF PERK — EIF2 o — ATF4 P4 57 I 3 854
RWIENF — « BIF LIAARBEAM P IL — 18, TNF — «
HIMCP — 1. 7ESCEME B B e R EHE 4 (EAE) /N RS
PERK jffijd JAK1/STAT3 55 IL — 6 Ur=a:, Mgl & ¥ K EIE
JH2 R A LR/ S 2B ) Ao I %, AT RS 28 RAE . PERK-
EIF2 o iSRS RE IL — 6. MCP — 1 1 CCL20 Y% 5%,
AT ATF4, $04] PERK R U] ERS N EYSAER N, H

S5 T () 9092 J % . PERK/ EIF2 o 75252 T2 5 P il £ it

A PR S, g PI3K/AKT/mTOR {5 53 BTG 1:
A BEII IR T AT . 48 LPS AbFAY 2S4S I % 40 i i PERK
Fl ATF6/p38/ERK i 42 U 9 BEAAHH 56 4 FHLZX (PAMP), T3
IL — 6 FIIL — 8 43t ),

3.3 ATF6 545

5 HAh UPR 375 ANG], ATF6 TE485E I Hh AV i ok 2,
M. 7 ERS H, ATF6 I 55 60 45 17 5% ER PEMF Y o — H @b
fifiFE & 1 — 1 (EDEMI1) FI&E [ 6 A EAH ¢ 6 (PDIAG). TTEK
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EDEMI f3/& ATF6, 3Hil ER 55 ik i1 2 @ /R LA, il PDIA6
PR RS AT I, ISR ER R T &, 168 80 REE
ATF6 45 5 PE455 XBP1 i 81, JRIESR i irel o 879119 XBP1
ik, 1E LPS b3 i JFAR BRI A0 i b, # iR ATF6 & 35 R A%
pS3. IL — 6 ML — 1B AYFRILKF-. ATF6 JLI% B8 B wean
i (BMEMSs) ¥4 3% 1" TLR4 3 32 ) il 42 48 3% AKT H1 GSK3b 3
5 NF — k B 5%, (A0 IL — 10 8% AKT BRI .
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