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Research progress on endoplasmic reticulum

autophagy in plant cells
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Abstract: The endoplasmic reticulum (ER) is a vital organelle in eukaryotic cells, serving as the primary site
for the folding and modification of secretory and membrane proteins. Throughout evolution, eukaryotes have
developed sophisticated quality control networks to maintain ER homeostasis against fluctuations in both
internal and external environments. Among these, ER autophagy emerges as a pivotal quality control
mechanism, selectively eliminating protein aggregates and damaged ER subdomains to maintain ER
homeostasis. This review synthesizes recent advances in ER-phagy in plant cells, elucidating its discovery,
fundamental functions and the molecular mechanisms, as well as its role in plant development and stress
resistance. Collectively, this paper provides a comprehensive reference for further exploration of the regulatory
mechanisms of ER homeostasis and the enhancement of plant stress resistance.
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FM 2 T G A, A BT Dk T 5T A
(rough ER, rER)FIYGIH P J5ii ¥ (smooth ER, SER).
rEREZE M TEE MW EENE RSN T 1M
SER ¥ %255 55 8 254 o AU RN 40 45 8 1 P it 17

FEAM AR R B, 5T R ZEAN T B
IAERF FOR S S5 MMy ae e v, DLORIEZH i
Fai& (homeostasis). AT, MWL T &R T5F
AR 55 AN R BEI A 5T R ) A BT S
e AN 2H 2 T R 32 B AN [RI AR BE R 2, 1 ) 3
B RTSEEENTM BRI R, AT KN R
KA il (endoplasmic reticulum stress, ERS)Pl. AT
Bt DR A5 DX o 2 1 A 2 ) I A A O A 3 P Joi I
B B AE RIS, FAZ A MR AR A T FE e
A2 TR R (R RTL A SR A1 A0 B BRI P J5 19X fp 3 25 4 i
TR AR — J7 T 40 ] DU R B R
11 3 (unfolded protein response, UPR)HL il P4 5
RO S ER =R S u TR i O N ichei s ak £ SN
Pra Mg S LR )Rk, PAAR my T M i A 2
BT B R s 53— J7 T UL IR e P 5T DX AH 5% 8 1 J5
F%fi#t(ER-associated protein degradation, ERAD)AL
i, 6 PR R R R T S A AT R A
FAH, WM — e TGA I I ERADIR A% P AR
B A R (aggregates) LA K 52 B 7= A2 1) Y R 1
F AT DUE i I R SR o R R X
— I FE 5 40 H I (autophagy) B A — € FIAAL 2
Ak, WHEFR AWM E 1 (endoplasmic  reticulum
autophagy, ER-phagy)!’. ER-phagyft 5ERADAI
UPRIBE L A 4ERFERIARAS, AT 35 Bl P Bt
R g puN =l s 1l STERU

AL ZNER-phagy 12 L. fEYER-phagy
AR S A R I 3 T LI EAT £508 , [RS8 dx
HT U2, B 45 ER-phagy {8 HE 47 HE 181100 35 bl
EHAVER, IR ONBR R A 5T I B 2 R0 A AR K
RERBEEENSE

1 MM BB RIS EARIN§E

2 W FAX AR DR B S A SRR AL
FRy— b ] T 3 gk 4 e A K 20 R N s AL 7y
I OR ST AL, @ B R R iz i
B B A SOBOE AR AR R A IR PRI
ERCIRYS SR SN s Spri S A S IR e S =

W, ek, R AR BRI AT
Rt , Tl B R DR A A R e

ER-phagy I K LA IE#1 #19734, Bolender
2 LLOTZE K BRI I 0 40 A rp ) 2K B2 B 2 (pheno-
barbital, PB)U5-FfH N T MY 5K, & Yol BT
B M 8¢ B ER-phagy ia Bk 2 AR BS540 (1) 1 72 .
19804, FeldmanZe!" ik — B4 T 2 42 ) 9 Ji )
J 3 T R AV B R AT REAE AL . B 312006
4, Bernales®§!"/EBE RN R I, UPRULIE
FER-phagy ™42, HIXHAE [ ERA] A H ARG
BEESE R . [F4E, KruseZ:!"R I, ER-phagyHf
P2 EamIae. BEFTBEN,
20144, SchuckZ:!'"7F Bernales5!" 2 LRI 7t 1) 3k
fih b, WER YRR o R RS S AR B A
S BREU(ER whorls) R AN 15 W A4 T B34 26 ¢
PEF IR BRI 5T B R AR A AR
A F W R . 20154, Mochida e I7E X &
() AT 5T H R I T PN N R B R 2 AR A
Atg39(autophagy-related 39)F1Atg40(autophagy-
related 40), EA1Z5 7 NI S A iEE & H T
H:SEC63(translocation protein SEC63 homolog)HJF#
fit. EWASMME, FFRNRBEI, Wh
M H W52 AAFAM134B(family with sequence
similarity 134 member B)7EAR 3t P 5 %4 25 58 AR 45
£ 8 P9 Joi I B et 1 Wk A B 1) s i 3 9 il A P
R R b R4 T EEAEANY, bR T AR
WA B WAL R RIE A

5 AW 51 A0 R s B AN, A
Jo3 X [ W A A B TR LA oA BT Y i A e R
MBS 2 A AR B N R AT EAYT, B
AN [ P9 5T ) W 2 AR A AR S R ER AR S L
L& AR B AE ) 0t T B R

HRAE WS40 DA PN J5it 1Y) 32 i 38 s il A R 1)
BWRAE, AN E A5~ EER H B (macro-
ER-phagy)(1A). fMER H Wi (micro-ER-phagy)(
1B) A #E i 12 % (vesicular delivery)(E1C) =
MU, HERH MRV R ENgE, B
SRR P 5T X 45 S 0 9 o € I ER-phagy %
PRI “FRid” J5, 40 s B RR R G R
G EBREER S, b5, Atg8(autophagy-
related 8)/LC3(microtubule-associated protein 1 light
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A: EIIBROUZ BB B, B B RINER F BY(EEERAME); B: IV IF B GWER i BUaUBL 4 H (ER H IE);  C:

HEER J Bk iR 1 B o (I B8 B s A5 MO R R (BT IS Han)

El EERREY A R B R i

chain 3)/GABARAP(y-aminobutyric acid type A
receptor-associated protein)# 7 55 2| A K @ 55
(growing isolation membrane), BRI 3 10
AMER-phagy 3214, $5 2% H Wi Ji A A H Wik 32 74 4
Iv] ) [ Mg S Y AR A I A ERERE
H, WA GURIL, 5 R EOE B 15 5 AN
T B A bR T (0 Atg B A Atg39F1 Atg40) i Al
SLHFATARER H R, RS2 fEUPRIE MR, ER[)
RFREERK, ZIRIERE AR e R 54, 8T
PR B 10 5 A A 800 Tl A PP g AT B 21 kg
RgARIE ] B S A R AT AR I RS,
AT BRI,

ER-phagy [ V) it 32 4R I 7E [ fift APk 52 9 A
Jill e HBUAARSZ B W ia S5 f BT, ER-phagy 2
TG LA L Y J5R R R R, ERGE P A4
R0 i 73 15 A 35 10 2 B RS AR R K Al AT T SR 4
FIER AR X 88, %% H & A ERN H K44 (ER
autophagosomes, ERAs)iz 1% 2|17 A S i it &=
Wl 5y —J7iH, N0 IR )5 ER-phagy g #5 )
P Joit WA FHERS 51 & B9 A BT 4k, AT R 4%
ERI K/, EHIEHWH. Kk, ER-phagy A
ASCRE I B Hh P JoT 9 RE ] R B B AR, BT LA
VER—FRAS AT L], FEHIERKIA N,

2 1EMLR R B B

20124F, AATE KA KM, fEERSH
ROl T, ERJEAS KA, #7 ERWE i
W A B W A B 3 02 1K B V0 gk AT B
flol s X — R BIAE W T I R A A 4T R T
ERSHARHE N 5T I v BEANET iR 3T B 81 1 B A 1 B 22
B o
2.1 1EYLHBE A RN B RS A B R

5 il 38 5 3 tunicamycin(TM) Al
dithiothreitol(DTT)Ab #E4LL g I+ 1 %) ¥ 0 A5 S ER-
phagy 1774 . WEFE N R 4 B A B s Wl g%,
A] LI B E B ER-phagy =4 f5, P 5 IR RE
Bl R S J8 1 B R AT B 2016
L, YangZPTHF stit— b R0, miRA RIA
B2 mEa g nA M RS EA KRR,
M35 K ERSH-fih /X ER-phagy .. #R1, dFKIEST
AR B (AT LABH T ER -phagy (115 5 . X % WA i
W R AT B R A B 5 R ER-phagy 7 AE 1
55

LR M2, ERSIEAZ K ER-phagy M
—iEE. AU, EARIERE T, ATIL
(Atg8-interacting protein 1)F1ATI2(Atg8-interacting
protein 2)7] LL78 *4ER-phagy {152 4&, HrhATI
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%57 MRYLHE S I ER-phagyid FE{H A2 HERS
7 S HIER-phagy it #2170, bAh, RepE A A th 2
WOE LB 2 i A2 P I ER-phagy, f15C53
(AT5G06830/C53)E & 14 - FJUfm1 (ubiquitin-fold
modifier DI, iz Ate8HAERT, MINAHE
JCER -phagy (3. I 5 912 Bt 0 10
.
22 EYHRARRNBEERZ SR HIEE

ER-phagyid 2 i ZHF E ) HMEZ A S5, X
Loz RAE S by b B AT R RRAE . 9, EEREAN
R 7L 30 470 40 . ) WA 2 A T B 5 A LC3 A HLAE FH X
(LC3-interacting region, LIR). y-Z3& T IRZAHA
K& FAH EAE 27 (GABARAP-interacting motif,
GIM) 5 Atg84H EL/E FH 2 ¥ (Atg8-interacting  motif,
AIM)P, G s SRR A BT W2 R S R G
BEAEWER T Atgs. WA HMLC3/
GABARAPP*PHRERAMELE L G H BRI K,
B S R B A

ER-phagy 2 7K i) K IR R U HE D) 1 HAZ 240 i
P ST RS A TR LRI RIS, H AT AR FLah A
i BEp R LT 2 FHER-phagy 214, f#5FAM134B.
RTN3L(reticulon-3L). CCPG]1(cell-cycle progression
gene 1). SEC62(SEC62 homolog, preprotein

F1 EY. BEEMILYT L IEIER-phagy Z 4

YiFh e VA ER-phagy % {& SR
LRI IT MBI ATI1FIATI2 [28]
LEIT P I AtSEC62 [44]
LT 411 a5 AtC53 [45]
ok P RTNIATRTN2 [46]
I M RHD3 [47]

iR TS 1 B3 A o A Atg39 [15]
TR 7 B 4H i 53 Atg40 [15]
BRIy P ) FAM134B [16]
LRI P SEC62 [41]
L3N P B P RTN3L [42]

L BRI P I CCPG1 [37]
LRI P I TEX26 [38]
BRIy P ) ATL3 [48]
BRIy 41 5 CALCOCO1 [49]
LHERZILY] 4 a5 Cs3 [50]
LRI B Sequestosome 1/p62  [51,52]

[

LR Rk A B A NBR1#loptineurin 53]

translocation factor). TEX264(testis expressed 264).
CALCOCOI(calcium binding and coiled-coil domain
1). ATL3(atlastin GTPase 3). Atg39F1Atg40
AESI63T81 - Horh, WEBEAtg39F Atg40RE IS T A
JBE P AN [ DX 3 1) B A, T IR FLBT Y FAM134B .
RTN3L. TEX264. CALCOCOIMATL3 :# % 5
40 B L 51 2 A ER -phagyt'™ 13741 dy Al L,
ER-phagy 2 R {EAN [ AE )k b B ) Rede 1k

G RERI FLah W) O 4 %08 Y 2 FIER-
phagy 24k, (EAEY)H ER-phagy ) 52 &A1 5415 4k T
WIS B Y b 4 S ER-phagy 32 14 i [7) ¥ & (1
ST B 5 0 P 3h W RN IR v AR AT T R v AR R
B 4, HEYH S A R R E SR (S ik
EWR), HEMAEY AT B A7 EJURF ER -phagy 52 14 .
2.2.1 ATIIA=ATI2 4R

F v 1 YRR IE [ ER -phagy 32 74 2% 38 i /% 1
R A8 4 78 H R A e I At 8 1) LA B T AT
ATI2, HJ ZAFET BF A A7 a4
5 HABER-phagy G B EIANE], ATITAIATI2 24
Wi R B 4, AT FIATIZ SE AL T 5 I,
B — A, Nt —AIDRER, C
Uit 5 I G R IR ) R TR S — MAIM R
FRU8, ATIEE A/ ER-phagy B A A4S 1970 T-HL
#il: ERIEIFH, ATIVS RS 5 T BBk
7 FMER-phagy, 1iAZ 5 P W R0 5 RER-
phagy. [FIBf, ATHFHAHEBES WAL, M2
T B AT UMAE, B 5 4 B WA Rl & Fn 5
W, I &I S W R R
2.2.2 SEC623%:4k

SEC62 /2t W A 7. 20 9+ & 57 IFJER-phagy 5%
PRIOL, FERERE R, SRR A 1 ks s S
PR HLE . LR IR IE MISEC6IpR Ak
SEC62p-SEC63p L & &1/ T M #ll i J5 #is .
ML, LB 3 ARG T SEC61-SEC62-
SEC63E AR/ SRR 45180, WFfe £, IH
FLENYISEC61. SEC62. SEC63 5 EESEC61p.
SEC62p. SEC63EA mEsr LY. SEC621E N
ER-phagy 2 /4, REME1E N I I IO [A) 1% 6 P 4%
IE SN N R R A B, R 4ERE R E N
Joft I R A 1) R e

20204F, HuZMEMlm e 7w
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M EIFISEC62, 7~ | HAFASECEARKIZE G
K EEH Sy, EEARERKE. MMWAEKKRE
N S ERNA U I SNl R (Y I VP
AtSEC62 ¥ CoAR Ui A R 5F I LIR &5 14 3 AT TMD 25
P, RV L5 W L B A AN R B IR AR IR A
FIR AR, (HARE TR RkegEwgl, %
] AtSEC62 N fit {57 HL.YEER-phagy ' A] it H A7 5H
FLBIWISECO2 LI ThAE

AtSEC62/2 —F B A AN AIMZE 7 T ER I 2
Ho fEWNFMMNEZ&MT T, YFP-AtSEC62ft 5
mCh-Atg83LE A, I HAE WA /K ¥ X ERS™
A E R N, UESE T HAR NIEYIER-phagy 32 14
FIYfE. fETMEDTTH FERS T, AtSEC62IH
HCRMIRAE R SR AP, FHAIMETS
Atg8HHAEHA, # )5 iEiTER-phagyi& 24 KV
IBEBIEMR, i 4ERFERFAASM,
223 C53%tk

Stephani 523 i ik 57 445 T 1) S B 0 v - o
43 HT(immunoprecipitation-mass spectrometry
analysis, IP-MS)H A, $EHEY TS5 BT
Ry SRR (1C53. %R (IR A S sh P
J i e 4 S (1) Atg8AH BLAF FH 2L 7 (shuffled Atg8
interacting motif, sAIM)5Atg8M HAEMPY, HA
S 15 W L R A 0 o R v R R A A i I
i, IS4 EERER A 1 B

CS3TE R T — A m AR SF I A W2 A 5 & 14,
83T Ufmylation 2832 # Ak R 400 B W42 5 7 5
REWE RS HEYIE R . UfmylationZ8iZ RIL R4t
HIIEREEL(Ubas). &5 ABFE2(Ufcl). EHREE3
(URIDIKIRAER, #2RZ REAUmMIIEMEE RIR
WS, IEEEAT, C535UflIK R
£, —#S5ERIE%2{ADDRGK1(DDRGK domain-
containing protein 1)JEBifs e HAR I &K,
Ufm1 7] L IEC53 5ATGS M EAE . 4R, 7
Y R AR R, Ufm R B 2 58 H1C53 1)
SAIM, HEAEREHEENTN, CS3REHH
WEAZARThEE,  PRMARRSE A P o X P
2.2.4 RTNI1#4=RTN2% 4k

PRI 19X D6 20T AN BRI YR R GO /N o TR DA 2 4
RSP ERKEKENTR. EMaSEwZ2
P E R, H AP FERTNs(reticulons) 8 H 5K

BRI, AR R 5 0 M1 7R, RTNsFE R 5K iR
TEREYH LEAE B Y RN B s =25, U T A
IKAB I FL R 5 & A 21 1 7ANRTNsFHE K, TiAE
BERERI N R AL & A 2R 144N 236 Y, RTNs £ 2
EMTHTRM, &R ZAETHERE. EHYHM
Y EEZ DR RE D, BA RSP
B A R 45 ¥ 38 (reticulon homology domain,
RHD), 7RI AL Eh Y h O 2 & H
RHDZ5 #4385 [ ER-phagy 52 14, W REAtg40. T FL
HPRTNILIYFIFAM134B!Y, ©A11338 i AIMsEL
HGIM%; & Atg8/ MAP1LC3/GABARAPZ 5ER-
phagyid 2. SRMEMEY T, HE{URI S ERHD
ZENA I B2 AL, R K R LA A O RTN AT
RTN2. ‘EATTE R KGE R X FRR Z 4 b s R ik .
BT VA XA 2 AR R T K E T A A R
NN R B RAEE DT, RINsHIERIAH B T4
FE R IR FURBIA 20 B 1 P J5i P9 R s,

RTNIFIRTN2 [ CA A PN AIMEEF?, R E
Atg8HHEAEH . XTRTN2FEAFRFIWF 75 £ H, RTN2
T EARMAEKKEHELT, HEERSKMET
RTN2F1Atg8 (1 HAEHS 3, R K KRTNIFIRTN2
A A N ER-phagy [#) 32 /R 75 4E FFER A2 45 AT A Jo 1Y
o3 P ) o R DG B AE
2.2.5 RHD3% 4k

W7, RHD3(root hair defective 3)7EERJ}
iR AT BEAE AU FF IR ER-phagy (52 4k & 354 H
0¥ FFRHD3 & i I G TP R atlastin fl & b2, 75 A
IAAEETR I 2% 10 T Bl 5 i P R A RS, g A,
S, atlastin £ [ E % UE S 0] 76 & FRYLERES
YE NER-phagy )32 718 35 P 5 X Fa L0002, R ik,
OATTHED, DB FFRHD3 ] B AT U Th BE

20224, SunU7VE S S UE B, LR IF
RHD3fe 5 Atg8MH EAEH, HAEDTTIE A e
W&AF T, XA E/ER B 1. RERHD3IZ
X TMAIDTT 5 1 A 5t 4 i 18 AN BURE, {HEEER
R JLER-phagy /7 7E BB, X LU Fo 45 %
B, RHD3{E N IF HIER-phagy 2 142 5 Py Jii M
HWE M RE . SR, RHD3TEHAh A5 B (n+
. EiR)H R TS A NER-phagy )52 1K 2 5 A i
WA SR, DUERHETEAR RS S A
JE I ThREIE AR AT RN, X oA R SR 4Rt T &
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EI71A]

HAEl, fEEYH C&% e ZMER-phagyf)
AR o TR THUN A [F) 288 B 1 A= 4 o ae R AR AR 9 e
B, B4 AT I AN (5] ) I 5 LGS ER-phagy
FE R AN [ () 52 A W R B S A el e N 0
S~ 1 A AN E A S S DU i ST NEIA &3
4K 5] & FJER-phagy . 55 5% .

2.3 WERMEESEYEREZFARESEERE

ER-phagy & 18 ) 75 4184 15 858 o 38 A s 57 A2 Je&
JUI AERF N B AR A I E R AR . N T BE R A
AR () T BRI S5 4, SCREAE PN 5 9 87 3
Y L UL A 2 T i ER-phagy i 42 B R Y . 7
SIS RS, B E PR A T R AT S
RKEMER, BN KER. T 4R R
ME2AS, ER-phagy¥ K7+ H KA AR E A i
Jr BIZ I8 B AR SO FE A, DUTH BRES RIS
EHMFFEMH, ENRMNIEE.

AT A R R 9838 i 48 7~ | ER-phagy fEAE Y 4
KRB M B b 2 2 M2 R . 52012
O IRAERL G I T R ILER-phagy PAK,  AATTXE
YIER-phagy i 833 5% Jop 38 (%) B 1) BIF 832 TR N
RERD R, HZ HE Y ER-phagy e B A [H] 4= 4)

Wi

TMHIDTT

oy 3 0 SR AR 4 Jo 2 B T ) 40 BRAS S 1 R
ER-phagy/E A —F R B EALE], 23 5E
WA KRB A RO B, AE N 5 A 5
RN PN o X R A 4 R R B B (K12).
TR AE TR AN R R R I ERS A, AR A
[ER-phagyZ 1Ak 25 A MW AW . Fla, #lr
TFALSEC62 58 FARETM AN $h il 25 11 TR 2
FhAKELG, BFEEEREDN. EhRERKE. &
FAEKZHRULEH TR, ERFEZNE, MER
MK E G, AtSEC6 25 A8 Ak 1) 5k /N 32 B TE v K
52, MASECG621t F A AE PR W REPK 5 248 T 5 A= 7
27, IXF M ASEC627E ER-phagy 1K &2 i £
AIRERAEEEAE . SR B 4 SR BT A
i, AtSEC62{F NER-phagy 2 il it 5 Atg8 I AH H.
TEHESE, N SHERTEEASRITSEDBE
B E WA, I sk BIE R
20204, StephaniZPUERIES TF A R B T IR
[FJER-phagy 2 /& 1 Atc53, WER KL, LT
Ate53M IR RAFRIERR M B YVR S AF T B R
BARA, R TR £ UL %A T W R B AU R
A, B TMALFE R Mpe S 3FIA R TF At 531 B2
RAGR U ER BN EE, R I 35 35 7= A Uk

. HibifA
U i aEA
oF:
O amts
77 WIR M
O) muk:
Wit

@ ATGS
AIM

O e

B2 FREMHETEER-phagyFEN S84 FHLEH]
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R, XL RER, R T, A4Tes3
S e AR AR X TMAF 5 100 1A 5 I i 3 v MUK
HAtc53/r FIMER-phagy fEAE Y31k B R 55
,ri[52]°

R NATTER TP £ 2 R SLRHD37E 41 A
B IR LRI AT DLVE N ER-phagy 132 16 R IE/E
{H /2 RHD3 (1 B ARAE FMLEIE A R0 55

ZhuZ5S47E X6 0L IR RED 3 I F 58 b R B
RHD3FAZRNS # B8 FIDTT % S 14 A4 52 9 i %
Pl U, HRHD3S5ATGS H/EI SR, 1X{2
3t T ER-phagy 2 & 5KV FIE B TAE, JRKIR
Wiz ik BB AT R A

ER-phagy 7F 18 P HCAH A 2 368 1 8 R 45 7 9%
BAER . BLESIFER-phagy 32/ ATT1 AT ATI2 4% iIF B
it SERENHIAGO1(ARGONAUTE DA HAEH,
Z 5HMPUR TSR . RNATIERZ M ALE
Hesh Py —Fp R ZE R HUR T BEALE ., AGO
(ARGONAUTE)# 1 /2RNAT#L(RNA interference,
RNAI)iE# 2% HRNA T 3 [ ITERE & 18 (RNA-induced
gene silencing complex, RISC)HI#%Lrdl 7319,
AGOEAMUHEEMMAERKKE, B 5HY)
o BB RN R E A HTRECY, ERNAYTER e ¢
BEVEM . & b ¥4 F (turnip yellows virus,
TuYV)F PO — FIRNAGTER 4 7, Aeg it
Wik F) 3o 2 Ak R AGO LI BT . P J5 W /2 PO 5
AGO1 EAEM R E AL, MATII S5AGOIHATEN
AW FAHEAER . TEBYLEREMA T, B AT
PUK H RS2 AR ATIHR S 2N BT F, P05 AGO1
—EIZIEFNE, TSR TUREELH]

3T LL_E X ER-phagy i 7 A5 47738 5% 38 (1 41
RAEFT,  NATTRE A A 7 396 15 Jolp 3 4 5 P9 Joli I
SHLHEI B AWIEN, ER-phagy 7 48 RF 4 i %
fads. MAgiRTiRE., MR EY Y E A £
IR, Y 0E R IR A T B KR
AR 7 A B i — D /R ER-phagy 7E HH ) A i
AR IEEE A, RN E S E
VEVIER LRI T SERE

3 RESRE

FEY) 5 B0 B AR TR BE 1A A0 BLYE R B B A
SE, IFTEAERKE 58 M N E . R0 K

b, ASRIAH MRS R R AR, A RE4EREAH M)
WIS . EREFEAZEYEZMYIME, EEDRT)
ARG B IS s i R R R BA BRI
LA EEEEEM. FR, ERWFEEA W
HR/NRIGER, LB E S AR EF Y.

ARG AR A R A R 7 A P T, 4t
EEARMITSERES D M. JAZRAEY R L
PR B T R IR AR R SE(ER  quality-
control, ERQC), X414 & & A #t47T R m Ffz
2. [FR, ERNRRIREIEIEFT S E DK
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