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TRIE mRNA B 50E, ERAMFENZ N, EAZEYE A 4 FhE OB R mRNA R BEAALE . To & T 1B
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mRNA J& i %15 5 A DNA ¥t [n] £ 15 (1 2
Jr» HHT DNA 842, Besgolohn TH R, 4 fqE
HE S A S ) mRNA. X 4% mRNA 54 1]
DU SR B B AR AT 4k, 8 vl DL SO AL
mRNA AR K, 45 B0 40 il i ™ E i . E
Vi T 2R, REf G N I PRI L
H ) mRNA, DI4EFF mRNA (5. o B E
Ly N S S I 11| /S I W O = S 8
(nonsense-mediated decay, NMD). No-go [# fi#
(No-go decay, NGD). Non-stop [% fi# (Non-stop
decay, NSD), MAZBHAARLLI A0 5 A% (ribosome
extension-mediated decay, REMD), 4f B I 3= 224K
Ji tmRNA-SmpB /i F 1 s AR PR B Bk 2
FIBFFT AL, X 265 FEAN AL AT DASE ] mRNA ()52
&, M HIG RGN R A R EE T, I
5 — B4 ¢, W NSD nJ R4 TVl o UL
BREE F R AN [F A 2R e MR GA M, NMD B2 3 4y
FNE 10%MFE, W K KE) 30% 0 N 95512
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1.1 NMD &#ZHi3%2

NMD & 42 0] LAY 5 B At 4 iy 461 250 1
(premature termination codons, PTC) [] mRNA
(PTC-mRNA), X mRNA & ¥ 2k [ 5515 5 5% .
pre-mRNA Hf4 8 B FE RS 10 4%, L P
77 AE ¥ PTC-mRNA JLF- 0 LA 21 $f 482 5™ 4 1)
30%P. NMD @4z dEw Ry, JLTIT A e AEY)
WH — R IZ 0K T UPF1, UPF2 fl UPF3,
1o S5 ELAZ AR W] BEIE T 2 SMG1 R SMGS~ 9
FIE. N8 NMD IFLEDE : fEsi—feRiied #
W mRNA 45 PTCs, Upfl nJ LLIE L5 eRF1 Al
eRF3 M B AEH], 41 55 213X 46 535 1) mRNA I,
LLJG Upf2. Upf3 fl SMG i NiXANE &4k, 45
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R mRNA 7E5ET PTCs 47 B 4% SMG6 N V) DI,
SR T A0 M 1) A0 DI Y R I e e A ). i I Bk
B, mRNA Rl Ft 32 22 o DL AR I A 4K
PR T N2 Bk 5T, PRl S ) Xml B 5
—3" 17 AR A /> 50 mRNA € 25 B poly
(A), T/ MA (exosome) LA 37 —5"J7 A B, R
i ) = Ak U7 SURE . 5 3R mRNA i
T2, WL FIN AR SMG6 Fil SMGT7, 1#
BRI SMG7, 1 i AT SMG6. NMD Hip= 2k
FR IR I 2 I A R R, Upfl 78 Bk 8 1 i
AT mRNA B Ak F v #R AR .
1.2 PTC #9235

NMD &2 F % i PTC 51, Sk NMD &1t
TE AL B A7 e, HAEW RS, (EX] PTC 1
WA 2R, WRREESE T NMD 255
pre-mRNA FIHFHZAMECS.  — A LIS PTC 8
W70k 2 B A PR S A (exon-junction
complexes, EJC)HHE (1) F1HE EIC AR 1)
P a. BIC AR LA Lah4 gy,
177 2 24 11 pre-mRNA & $ 7F HE 2 HLAH, X i
NMD (151 % EEAMH T PTC R EIC. %15
#L K, EJCs {f pre-mRNA BY4Z 8B i, ik
PTC S PFHEAL p I BIE T 50~ 55 M, (3
235 NMD.  HED4H f H 357 & ) mRNA 545
B T 4% A 45 1 (cap-binding protein, CBC) JE &
CBC-mRNA H&W), Jeitr—4mie, s
NMD 35 % PTC-mRNA Fl55 55 (0 8 (1 . AR Le %
A PTC 1) mRNA # R Tk, CBC #(elF)4E HX
RIE (elF)AE-mRNA 52540, 784 K4 i fg i
TR BRI, B I e 5 1) IS 6 3t ] LA
FAEDIREEE I, WAHBEE AR 1 2 IR g
P2 B R EB 4> LR KU, b, FJE EJIC 4 M IR
Al NMD BuE R EE 2 ANRIEE S mRNA 37 s dERH 3
[X (3" untranslated regions, 3’ UTR)JK &, XFpK
J& 23551 5 poly(A) 2 L EE B vk . PTC-
mRNA 8 #47 LL A4 7 mRNA 5K ) 3" UTR, &5
REPELO LR RRL, IF BRI Upfl 454
Upfl 24 3" UTR W #s, REBE U 37 UTR KK
¥, H Upfl 44 mRNA (i FE#RHEAT 3" UTR K
FERCHENY. {H Upfl 7F mRNA L 212 mRNA
B A 1P 6 BS54, AN 78 03 45, DA 51 R
NMD 2 5 g 7% & 3 808 3211 — A sl 2 AR EOP IR,
R R B A LS B Upfl g7 EUAR, 4146 NMD &

AL BSREZ BT, mRNA 1) 37 UTRs 1]
REAZ U mRNA JEA7 . B BRI B I A L2, b
bh, BT PTC, mRNA [ 352 HE 3 (1) 15 152 4
(upstream ORF, uORF), ] LL5|% NMDW. [#
BENMD [J#EFR mRNA 1, K2y 35%[1 mRNA 1
uORF, AZEH7E 17 AMHEFE mRNA HEILT 11 4
HAT uORFM. A7 BRIF 2, WIS BE 1 mRNA &
WA TS T TR S AEDS, A AN 48 X 2 15 A
DA% NMD [Ef#, Sl L, NMD nf fg LA —
SE PR EEE .

2 No-go [&fE(NGD)

2.1 NGD &R1ZHI I T2

H i NGD R Al BERIL, VEH T A58k
A mRNAS, NGD 1, Dom34/Hbsl H4Y)
EHE RN, Hrh Dom34 ek F 52 LY
ff) eRF1 [F] i, {HHZ eRF1 /K fif K EE -tRNA (1)
GGQ 45 F RN U 26 1= %535 1 1) NIKS &5 k4 35K.
Hbs1 )& TR RE) GTP Bz, SIHFENEAH
eEFla. eRF3 J¢7t NSD R FE/EHIY Ski7p, BrlA
#EM Dom34/Hbs 1 /& LAl eRF1/eRF3 &4 4 (1)
O NS KR AR A 209, {H i T Dom34/
Hbs1 S IRBEDR A A28 b, e AT nT figde
FEATHPE LR O R K PIAZ AR B2 AE FH U9, NGD
PR 1a): ERIPRMAEMLfE g, 2R E=
A LS SO BE R AE mRNA [ 4R K, 41 mRNA
A SR . (BT (pseudoknot) . H AT EE Y - BY,
PTC %507, X i a0 A% A& A 7254, Dom34/
Hbs 1/GTP N A 7, 5|k NGD, T2 3 /M
PE R AE——mRNA B ), %W A i 25 F0HT AR
BefdE. BAEXX 3 NI EATE R, A AN
) mRNA FEARLERT, R 5 BB A A B AT A ik
Befgs 1, A N AL AR B AT, B 2
mRNA FIKEL RNA (PR B b A
M JIKEE -tRNA K fERETH,  BUIREE -tRNA BRI
TERT, 105 R A AR 25 BT % mRNA Py ) [ i 20,
N, IKTE CRNA K R 5O A A Mt 55 33 N
I FE S, (5 Shoemaker 252235 7 41 14 1)
R AR AZ A R IR RS, BRI
A g ] DI TIRBERE A, BRI RS nT g
EAER. XFE NGD 1 3 NI, A A
AT T 2 S AT ABEAR T
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Fig. 1 Quality control mechanisms of eukaryotic mRNA
B 1 E%%EY mRNA BIREEHIHH
(a) No-go [#fi#. (b) Non-stop P, (c) AR LEMA T 1 A%

NGD ' mRNA [F R 7 20 JeEAZ R A B
AT, AR T LA 7 2R, ek st
BEpl M (exosome) L 3'—5" Jy s M, 37 i ) B
B Xrnl BLS'—3" JraC . SRR R 2%
L4 B tmRNA-RelE i 12 2, {H B 76 I8 AN 75 %
NGD @8 & A FI i BTG, 45 AN 7T R A2
LR 0 P DAL IR, SRl T B (AR A48 R
BRSERIRREA L, TR L S R AL
1 Dom34/Hbs1 454 JE Wm0, i Ak vl ik
SRR, B TE AN AR AR s b, AR A T L
76 A iz P9 ) mRNA B, 36 45 A WA 4 W) fig 2
Dom34, [H % Dom34 7t it 4il Bt 11 [l 5 47
Pelota FL A7 P VAL BRI ME2 20, S FLAA AL 9256
% Dom34 [ T 41 8 11 FLAT R E VES, {H 4
A5 NSRRI A, DR SR A R B R P B
TAERR A AT RIS, B LL Dom34 [
YT B2 5 Hbsl — i TR PRAZ RIS, ol DL AE
2|1 B R TR 1 3 R e,
S BRI K IR % 5 K (¥ NGD o R AT L
A Dom34/Hbs 119, NGD FFRRHL 1357 2 i f5t
377 2 (Ub)E B2 3 (Notd) - 8 1 14 2 45 4%
i, XTI AERAAERORER L, ORI S (RNA 455

Z 5, WA RER AEAEIKE RNA 528K 7 5,
IR - (RNA 7K il /K i J s,
2.2 5l NGD BYEMEZE

BT LIRSTIRLERL . AR RO AT 20 T2 b
A SR ZREE 5] & NGD. a. mRNA #i{%, 0
IR, S Y S s e 7 A 1 T LA 2 A I 7
RNA JBERERS, S 30N AR AE 2 o B R ARk, &
BL9%5 B RNA JE ik NGD J7 aQB#fift, Al R4 %) %00
BESCAEPLIERY. b, BEAEBIE S, RE AR
(-1 ROF 5wt et R, DUS 7 sz A4
PSE R Al 3], AT DL mRNA FeoE AT
mRNA i# it NMD 5§ NGD J5 :Up#fk. EAZ A+,
K 10%MEER P ZBLT -1 RE 155, 475 NGD
AT EAEBLAZ AL W) 3% i i DRI 3RS 1 b LA B 2
IR TR AR RS A5 5 70w L DAl 4 v ()3
Wik, NGD A% 2 7 AL 40 B B 2 D)
BEAE TS0 . A7 1R & N SIS 9 a8t A% B0l S5 1A
PEGI10 f5 2 /> ORF (ORF1 Fl ORF2), H H %
ORF1 It 2 i & 25 -1 2 7 PE B 1 i 4 g & &
ORF2, 5 NI\ A Bl 7 thi2F ml LU A ¥ 97 Jee i
SORETE ot s WS b E AT 8 RE S P BV RS
PEG10-mRNA iifi i NGD i f& AR, c. Rk
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BB (U AZ B A IRNA 5). B AWtttk
TGN RNA BT fEipL, XML B R oA R
i fg M) tRNA % fi# (nonfunctional rRNA decay,
NRD), AJ LA 5 B A A7 B 128 5 B4 11 rRNAL 31X
FIHLHI 3 2 Bl — PGB AR RS 0 BT AT
F5AR() 18S rRNA(18S NRD), o —Fini (A b 44
JIR e R g b 0 BT AT T S8R 11 25S tRNA(25S
NRD). FLH 18S NRD th AR B, R 2K
LUNGD #:12, R ATEPE 18S rRNAs #EA
AN RS SRR RN, & FER L
1l, X Hbsl/Dom34 Z 5k >k, e 4G
), W) RNA, 7240 rRNA F B2 5% Xenl
1 exosome PAAAERY.  18S NRD if 0] LI thil Az f A 40
T, PO AR BB 18S TRNA HI 4 (208
pre-rfRNA) 7] DL S 5 AR 4125, (H b1 g
N5, BURAANGESHEM, SR, W
BB NGD 75 K A#BY. 258 NRD 5 18S NRD A
[, ANF5% Dom34 1 Hbsl, 1 5HARZ ZAL
ﬁ;‘%m]'

3 Non-stop FE#E(NSD)

NSD fg R BT IERE, B S 2 ALBhY), mT
AE A7 AE T4 22 20 B ™). NSD [ bR 2 [ B2AE
Wk = 2411 %09 7 ) mRNA (non-stop mRNA), X
L6 mRNA /D HCk B 3L SR B ER 5%, R
533K H pre-mRNA [0 T2, W45 R 1 poly(A)
£, non-stop mRNA F] AFHTEH C i LE K R 3 2
FIJ5. [ RENSD (1o 2 2 (B 1b): BB AR B e
non-stop mRNA I, £ —H# % mRNA [ 37K
PR, T AL T, SkiT 45 A B
WEAR L, JEH 55 exosome, 5K mRNA [ 3’ —5’
P BRI %A Ski7, WEMEE¥ Depl-Dep2 4
Jii 2 mRNA ) 5" i1, 15 mRNA #% Xl it
5'—3" BEfER. SR, A I non-stop mRNA 1
ReibAT — AN VIR 7, B Repddp 1A DIBETS
PES 20,

NSD & 12 8 sk, 78 R Pk #2 vhon L
Wiz FERMY E3- Linl (WFCH Rkel)iz #4415
Bl A R AR A A A IKBE T Notd A
SHATIZ BN, ME R A A RERY, X5 NGD
HhHT AR IR R IR B A 7 XA RS, i LB P
Dom34 [11[F]J54) 4 Pelota, W25} Dom34/Hbsl 25
NGD #&1%, 1MW FL3) %) Pelota/Hbsl/ABCEl &4

PIRLFE, XHAZBEAR P A7 LS I mRNA K5 B ATR
SRICROBIME, B NSD, A& NGDP, 3% 3
B{ NGD 5t NSD 7 I FE AN GE™ 4% 43 IF

% RE NSD [ H5E [K 1~ Ski7p, #&—Fl GTP fiff,
I C U4 # 18 5 eEF1A F1 eRF3 B4 [R5,
AZHEAR A A7 25805, Ski7p AT LR BIHE K Rk w
A, FF4H 35 exosomeP®. Ski7p M) N iy 45 #4) 35 ] LA
5 exosome #HHE/EH], /& NSD ! exosome & 41
H @50, Ski7p 5 Hbsl o4 RIVE & A, b3
1% B[] I 775 Ski7p A1 Hbsl, K#B4r BB M H
HIHAZ —0 phsIA FERF, 18S NRD 772 Ski7p,
BV Ski7p X rRNA )5t 542 il B A7 DT ke

4 ZAEREHT SREEE(REMD)

REMD i 12 B A 41 fude =k, Hur R 1
erythroid 4 ffd b & B0, i FE02 (B 1c): #H1F o ZK
BAR, BTAAERZIERA, PEAZR AR R
B, 1E poly(A) 15 5741 AAUAAA bR E24 11,
PEAET AR T 31 AMEIERINE (T, mRNA
Vi Al SR A 1D =pub S A TS = & e S P
TIEPAE, (H AR R 75 23— o,

5 EZEVMERZEMEEKRBIEY
mRNA FR=EZHIH ] L3R

FECOR DR A% R B A 0 A T PR O P )
mRNA FUEFIHLHIEE 1), HERB KA. REE,
JE A% AE W25 77 42 PTC-mRNA, {HiX 48 mRNA #5
SR — B AR IR B AR, H AT AR RIIL AR
BUNMD i&4%, VTS T R A W)= PTC-mRNA
LA, WL 2. i B AR Y A7 A
pre-mRNA [ £ Pf 2, &7 4 K& 1) PTC-
mRNAP, ft CLECAZ AE WA T AR5 1) NMD &
2. 51 REMD BN 22 I RAE 5 AAUAAA, %
FEHE IR RZ A T ANEALE, P LUJsRZ ARy AN T e
HAZIEFE. 0N AZBE AR K 51 % (1) NSD 8 NGD
B, FAZAEY) P EEN tmRNA- SmpB /151 %
ABPE. HAR tmRNA-smpB & 12 K 3G, ArfA®#!
BY YaeJ®2I SIHLHI 0 L 78 MIL D Re a1, DUREIK
$E IR AZ B AR B i S W I B A R, H L
mRNA [ GLIE WA A CHRIE . WAL A X T
M2 ) NSD i&4%, Zpifkrh ) R A1 ICT1 v
T, ICT1 A4 Yael WFYEEM, FIFFI{EIEA
2 ZIE T mRNA )2 @,
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Table 1 Quality control mechanisms of mRNAs
#1 mRNA BIREEFHIHF
HUbR mRNA ‘ mRNA WFFRFRLE 530k
HAZAEY) FERAEY

AR A 120 1 1) mRNAs T3 AT (1 R ? [5-6]
oA I B AE 1 45 4 1Y) mRNA No-go Ffif ® tmRNA-SmpB 5 [ A [18,20]
(In RNA [f) —- 2R &454) @ ArfA (YhdL)/\ 5 1) 5 fig 2 [41-43]
LR 28 1125 F (1) mRNAs Non-stop [ ® Yael (ArfB)/ S HIBFAE? [34-35]
[41-43]

TP ILTE T mRNA KRR IEAN A 3 10 Bt 7 [40]

AT SR B R A /A 4E mRNA
K, tmRNA-smpB 7] DL 45 & SIAZ BEAA 1K A
AL, AR BEA M 5 mRNA BEHCEE S tmRNA |, R
BEAR mRNA #% FfAE,  AZREAAR I DL emRNA Ay AR 4k
SR, — HP tmRNA B IESI T, EHS
B T, LU emRNA A AR 8126 1 Jok B mT LA
8 BEARARSE, BEER EIRECA ClpXP)l, NSk
PRI B, s R AE A% A b AR
WAERSE, (A A HIB AT B S AR RAT TR
MM E R AT REAT . o BHEELFEMRE . B AEY)
mRNA K ZLS N poly(A), X NEIE =4k 2 5
I, H 2 R R vT DA BH W RE B9, i LLAT
RE 2 BHMT tmRNA _FIO#IRE. i Hfom R, I
A A mRNA 47 Y)4 poly(A), HSEAE N
Tl AR AR Z e A, W 70% 1)
PLEE FF IR AT 2 A LR poly (A) A7 &4, fir
DASUAZ B 5 B AL — B s L, DU
poly(AVLIT i . b. FEMEFRZEMIIRE. FAZED
NSDEIFT NGDUIH R B Al bR 2535 12 25, (E4I i
Cafrqe, HaTULEERA, TR ALRBTS
FHEE AP HEAT. M40 tmRNA-SmpB ™ 1] bR 25 -
OFF g TV VI o 3 S S PPy ataw il 78
fitts @S5HEAR—EME, AREwELIRA,
Muge & Fis s @A ER. . EAMR
BEARIEARINIEIN . 2 Z ARt B A% AR R oA R
LT BRAR (075 DLIRAR,  SRE B AE 50 IR 1) At
CN T8 WA AU B i& 42, 1 tmRNA- SmpB
BefrtidAr L RE MR AL IRRE . BT LT A e IR 1)
B fi# M tmRNA-SmpB X Fi % (A Z S S Wik
AHBAIEARGZEZ) NS, BEETERMAN
tmRNA T, A BERIE R 285, I T b
(7710 . ELRZ AW 4 Rl mRNA JiREHIHLE 2 1)

IPE R TGP0 9T, A4 PTC Ml H 51Kk
NMD, {HA WML 5]% NGD ? #%Hi A1 (-1 RF)
Fotgunt. &7, BREERE XA EAR, At
44351 % NGD 1 NSD PN I F24:2

6 &

W VE R AR AE 1) mRNA 52 4% BIL R i T
FALE2E EN T oAt R, AN
AR XA HLE] E 2% 55 EOK, tmRNA-SmpB 7F
JERZAEY AT R, HERAEY PR, thiF
AIDAER RIS R, WERRER S BRI AN
P20, DA A BRI (1995 Js il 2B A 24 1 1) R
7E40 P mRNA Jit &= # H HL I, tmRNA. SmpB
H1 ClpXP 45 #B4 7T e Jl ok B 25 ve vk e 2L, (Al
TZIT A NITFGS,  H A SRR A
ClpXP. SEHKHL: ClpXP FHIHIFR] F2, AMXATEL
B SR PT R BTAE ZR R B, i AT DA
PO S RGN UBFR . H. ClpXP by
A5 SRR VAT I R £T Al b 1 EARE BRES. R
JERHEMTT, NMD BE5HEMINERCOEH TR
ZRkiE, XIS A B, A2 non-stop
mRNA T E5 , SO AT BEAS[F . 4 AR A
TREANR, JFORE NI B 58 5 S0 2
B, A TR K AT T A . (HIELE R,
W g IR SAR Gk T NSD, S EUH KR
JRFIEFARS, BRALTEIL AR T, VA9 SR R U e B
A B A B g — 28 JL Ath F 6 1, non-stop
mRNA EF e, A51% NSD el #6504 AHEN
SRAFSEOA RN, W RARIE A 2L S T AAAE, W]
BEANTI K NSD, WAL IR AAEIR, {H 40 AR
B, HIRESEIR NSD, FERIH IRATEIR®. It
DATI 8 SERENGE S ORI TR = N v N e A ) R

t8
=
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0270

2B B 2T ISR dysferlinopathy #9959, 5 NSD
DG, HEINE, JRUOYIE IS AW
Wik, AHEOHT R I Z A A, AR,
IR L AT AR R 24 259, fr T NSD i&
£, NGD 52851 0C, WR 28I BUE 1T
57, JeE RIS AL AR, FRAIAE A H R AT
RE Q™ A2 T S I BRI 0T, X8 R TR AT 1)
mRNA #HIHUE S ~, AN AT eI ARk,
BSpak e S PR RS NI BUB S5 il s (A
7E mRNA 7K, G mRNA ok B 7. el
X mRNA [1)J50 5 45 il AR AR A ] 58 25 A AH G
PIRIATT IFBFAERR . W17E non-stop 5848 F: 2 AX M
(PP IR D RE AR 5, 30204 NSD X B AT
B8, TR XF NMD & 42 187 25 PTC124, Hurc
ZUNIGARIRGE, 0TV R AR dith . STk
JUVES FEAS BRI A 55 BAT JEH I I 5. BT A
FHPEARHE 1) mRNA i3 B — D,
AR AT F B ES RO, i R AT R 1 N
Hra.
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Quality Control of Eukaryotic mRNA in The Process of Translation”
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Abstract Production of mature mRNA consists of a highly complex pathway of synthesis, and errors often
happen. Both prokaryotic and eukaryotic cells have evolved remarkable surveillance mechanisms acting at several
steps of mRNA biogenesis, even after translation initiation, to control mRNA quality. In eukaryotic cells, there are
4 translation-dependent mRNA surveillance pathways in cytoplasm, including nonsense-mediated decay (NMD),
no-go decay (NGD), non-stop decay (NSD) and ribosome extension-mediated decay (REMD). These mRNA
surveillance systems not only contribute to recognize and rapidly degrades aberrant mRNAs, but also play an
essential role in gene regulation, and associated with several human diseases. In this review, recent achievements in
the investigation of eukaryotic mRNA surveillance pathways will be discussed, and their application perspective
will also be speculated.
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