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Fig. 1 Overview of the ER stress responses in eukaryotes
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Fig. 2 The recognition mechanism of misfolded N-linked glycoproteins in the ER
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Fig. 4 The ubiquitylation mechanism of substrates
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Fig. 6 The degradation mechanism of substrates by 26S proteasome
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Fihh, AR A4 R PR E B W)
FUK AR CBHI AAME & R LacA 1 B U
[k 5L ERAD &428, &I CBHI 7 43 W4 A
2x 5l & UPR Wi A1 — & 72 FE 1Y) ERAD i B,
HiZE B RAE T M, 1 LacA A R¢4E 5]
UPR F1 ERAD M8, KE5 kA T M P &g (45 2R
e ). X AU BRI 9T [ — 2 2 2 1 2 b
JIWENEE, SR R AN R ) B AR 2 B T ERAD
BURIEIERN T AR, JUHZ, AVEM M CBHI 297
B 5ot B B AV D Re i B A 0 B A AT RERE )
A7 E] ERAD &4, B 5t DR R0 B4 B A AL ol
HANEAERE, X — W REEH M E A W0 Hmg2
() 4 b i R PR A7 AE

4 BHMARAE

K9 ERAD 342 i 52 18] AH EL AT F 60 1% 5205 3
A GPILUTIE . S SRS BB P B 04, IX
JiE Wt ERAD HLAIBL5E T R 4F BEa . 1k 2
M5 r TAEYZ T HMITR, RN ERAD
WAL TIRA SR, BN, AN ER TR
R DS /R AR NP2 R 4 BULN S B i s
il AR R AR R MDA IR E iR T — 2D
I IR A ERAD (%5 5E D0 3. IX 8 H R 1 2
F N R GE 7R ERAD T REANT P Joit W 2 28 1~ 4ie {3t
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FE i SN % o> F IR, (HA K2 Haex 2
YR W AT 0BT . G0 Stein ZEEIR F R i B
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JEMVE I R, R Hedl F B3 K 1 1 i i 25
MBS R TTENZK, BAREAAN Hedl
BRI TS EGEY. M Cded8 B AW B Y M
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Abstract

Endoplasmic reticulum associated degradation (ERAD) is a mechanism, which recognizes misfolded

and unfolded proteins of the ER and retrotranslocates them into the cytoplasm for degradation by the

ubiquitin-protesome machinery. Since it was discovered, many researches have conducted to contribute to

understanding the mechanism of this conserved pathway. Recently, with the significant progresses in identification

of new components revolved in substrate recognition, retrotranslocation and ubiquitylation, as well as the

development of new techniques in this area, the specific molecular mechanism of ERAD becomes more clear. The

recent progress in the ER stress response and the roles of the components related to ERAD process are summarized

with focuses on their molecular mechanisms to provide an overview of this field. Also, the model ERAD substrates

and the novel strategies recently developed are included.
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