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Abstract

BACKGROUND: The specific molecular mechanisms underlying common degenerative bone diseases, such as osteoarthritis, osteoporosis, and intervertebral
disc degeneration, are currently unclear and may involve endoplasmic reticulum stress. At present, research on the systematic role of endoplasmic reticulum
stress in the pathogenesis of these common skeletal diseases and related therapeutic progress is relatively limited.

OBIJECTIVE: To review the role of endoplasmic reticulum stress in common degenerative bone diseases, explore the molecular mechanisms of these diseases in
depth, and provide new ideas and perspectives for prevention and treatment of these diseases.

METHODS: Relevant literature from 2000 to 2024 was searched in CNKI, WanFang, VIP, PubMed and Web of Science databases using the search terms of
“endoplasmic reticulum stress, bone disease, unfolded protein response, osteoarthritis, osteoporosis, intervertebral disc degeneration, autophagy, apoptosis,
ferroptosis, pyroptosis” in Chinese and English. After removal of duplicates and older literature, a total of 115 articles met the inclusion criteria.

RESULTS AND CONCLUSION: Endoplasmic reticulum stress has a dual effect in regulating cell physiology. Mild endoplasmic reticulum stress promotes
osteogenic differentiation and extracellular matrix synthesis; however, persistent excessive endoplasmic reticulum stress leads to cell death. Endoplasmic
reticulum stress-induced cell autophagy and apoptosis are closely related to osteoarthritis, osteoporosis, and intervertebral disc degeneration. Aging, drug side
effects, metabolic disorders, calcium imbalance, poor lifestyle habits and other reasons may lead to long-term activation of endoplasmic reticulum stress, which
causes bone remodeling disorders, cartilage damage, nucleus pulposus cell death and other pathological manifestations, ultimately leading to the occurrence
of osteoarthritis, osteoporosis and intervertebral disc degeneration. Intervention in the relevant mechanisms triggering endoplasmic reticulum stress is
expected to play a role in the prevention and treatment of common degenerative bone diseases, such as osteoarthritis, osteoporosis and intervertebral disc

degeneration.
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22 MR AR WS A% &G E4EE AR R
-F 6(activating transcription factor 6, ATF6). ALEZXE B 1a
(inositol-requiring enzyme 1a, IREla) #=% &@ BEAE A it W
% B4 (PRK-like ER kinase, PERK). A IKRET, €5 %
JEIRE- G 4L 45478 (binding protein for immunoglobulins,
BIP)/ %] & #& 48 ¥ & & 78(glucose regulated protein 78,
GRP78) t5 4, REFIEMERA P, ERR W AT, X3
HRZEG L BIP REEWNE, HmBHAITEEAR
BT R ALY A R R RS S B A T, £ Badat
B T1% % %% 1(apoptosissignal-regulating kinase 1, ASK1)/
c-Jun R BR K 5% LB (c-Jun NH2-terminal kinase, JNK).
3% F 4 A& 8 F) & & @ (C/EBP homologous protein,
CHOP). Bcl-2 K7k A= F b R B R A R B4 1 & & B
12(Caspase-12) 51z 5 i@ & vt 47/-5 M, JLE 5.,

221 IREla i@ AR K, ARMNRE ] 2
@ IREla 25 BIP f# %, Jril il f & BB L RIS ER
M B E B Y E B 69 IREla T 4 X-box 4 A&
@ 1(X boxbinding protein 1, XBP1) #J mRNA, 4 s 7& 4
#) 4% 3 & & XBP1s. XBP1s & FLf st 7 & B 4244 (basic
leucine zipper, bZIP) #1694 X B F, @iLhH A it W%
B U (ER stress responseelement, ERSE) 2 49 2 3h-F
LA, WE N T M A8 & & iR (ER-associated degradation,
ERAD) ALk, AT & R I E4diR a9 & @ " ssh,
IREla 49 7& 47T 2K Caspase-12. Caspase-4 F= INK /& M43%
3%, Afik$mpng s

2.2.2 ATF6 B3 ATF6 2 N/R ML [ A #%EEG M. Lm
JOE A R TR AT, ATF6 &5 GRP78 fif & i it 4415 it
N RAAK, Wz E 1 & G B (site 1 protease, S1P) ez
5.2 &4 B4 (site 2 protease, S2P) WdniEik. RE, EFik
4 ATF6 A fmfitAZ, 42t XBP1 Ao ) L W & F 118 % &
ABE SR, AT &R AENR RN 0 EHE

Chinese Journal of Tissue Engineering Research | Vol 29 | No.6 | February 2025 | 1287



@7z TEREATERR

www.CITER.com Chinese Journal of Tissue Engineering Research

2 S

BIP (sawsj BIP (GRP7? BIP (sRmr
2 ®E ) BE
AR

= |
amn OO ® G G}
IRET ATF6 PERK
| o 1
NV\NVIMN\M XBPTMRNA @)(eF20)— mizEER
R
/WI’VV\ XBP1smRNA / ! l
. ATF4
: l |
[T L v
D) & s
DODODIDBIT ) dODODIDIN
S5ERADRRL, S5ERADRL., /B S5ERADRRL, SER
% =% R, AT, BEE

PvE: IRELNALEZ AT B8 1o, ATF6 J9TRALEE KK 1 6, ATFA il fb i
SKPRT 4, PERK ONER PGB FE RIS, elF20 N UL AEWIR G A 7
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2.2.3 PERKi@¥ AR M EHAL AN, ARM [ ABEE
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BRERAL. EACJE B PERK BB AAZ A MAe4s B F 2a
(eukaryotic translation-initiation factor 2a, elF2a) 49 a It
A, M TIRS TEmeaE, WHHEREaNE—F 4
AR s, BRERAGEY elF2a T AL E LSRR A T 4
(activating transcription factor 4, ATF4) 44&1i%. ATF4 21 L
BRI S H KA S R IWRAL K. AT
B AR KRR e £k, EZEMA R P ERART mie
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TEREB MR, RE mR R LT IRET PE—m
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JRE e R AR, ERERMTRIETEZNER, REm
JOAE F o 2 A0 2 Fo B YRR IF P, XA FREEALE & 49
FI A I B Z BN, BT E AR R P,
R AR K I, ENRREREEGRFUERT, A
Ji W L R A 4 A7 & 49 4= GRP78. CHOP. ATF6. PERK
Fo IREL 69 KA 2 EAMY, FHRFHRBREEEMX,
HE R KB A RAET Freg L& © .
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RV T @i, UUE P R xRS B- FiL
AEFERON DI, FFEMH AR N ERE R Y. S FE
¥k, ZEXTHE T o THI84e4515 % 4 (calnexin,
CNX) A2 & Jft —#kt F- A4 B (protein disulfide isomerase,
PDI) 49 &Y, KR M EAT &4 XBP1s, p-IREla.
ATF4 VA BB 47 &4 CHOP. Caspase-3. ZEARIF —AEdiA%
A% % 4~ B4 [poly(ADP-ribose) polymerase, PARP] % % iA 3%
Jp BY,

G g, g w R E RS X KL R ED
A& B R RIS, BE. BRI RIEA SR A
M ALAFHARN & BAE AL~ ) (advanced glycation end
products, AGEs) K-F EFf, Mdmil &k — 2 2| mIE A 39 3
1B kB mAn ), AGEs 5 BIP & 4 F 42 45 AT A%,
KoF A a04, BN RNAR| R MR, R4
FR mp AT . mRg R T A AR R AT R
REAFAORIETENR. 5B RAIENE I LLL T AR
BT $H sk, RIEHFILAFTAD AN EZRE D>,
BRER, B RS BRAE K TR A KRR 4R 4G AL
MBRELGF AT RKTRGH T EALEAL Y, £X—
SAEF, WA R E R R EZ G B E R E N
F ey R AEAH B, B RS ER A4 5] K N R R T
BOEARI BTG RS T B, A FEFARBA A
X ¥R Emintg AT ", 4% 4 1nuclear protein 1,
NUPR1) #= Tribbles ] /& & & 3(tribbles-related proteins,
TRB3) 2 ELA B A& M6 A& a. TAN 5§ B 2
7% B N8 by 8% T 18 i1 42 5 CHOP. NUPR1 #= TRB3 #4 £ A &
BOERE MR AT IRAZ, I, BHIEKEIELGNR
W 2 38T G 4% 38 7E RE1/XBP1s/INK A= ATF4/CHOP 15 518 34,
12 R A D T mpn g AR M.
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BEMT, UF ORI AHEFRE T lo fod) HHEE
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BE, AmAREE R i PR e KOE R 6B, 5 R AR
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B MR A N W g, @it elF2a. p38-MAPK #= NF-kB
WL A KA B FIRALBE 2 fRdT 5 IR E B2 9 RETTF,
AT BT a5

MR R RLAE R KT R 6 B AL AL BAE R AL,
L1,

2.4 RNRANNBSSRIINE F R GANE L —FF 25 K
TRHAIRI, 9 HRENMT RGAAE (R LT Z)
Aotk KB RFANGE (B, KA RGTEEL),
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LA B Z K EF) £) 4% <7 18 12 7% PERK/elF2a/ATF4/CHOP
BT EBFEF T WL AR,

TR TAT, %KAUT R —FERIRFME O tn A2 7t
T FH K. LR AW, £kt EF erastin i@ it F
KB BBRAE i R E N R R, Af s § S AR
Fa kA, JIA A ST R R sk T ) A A R B BT
£ W M R LB, erastin /& ) PERK/elF2a/ATF4/CHOP
1554 i@ 5%, CHOP #937E F & p53 LA TAT K
“f (p53 upregulated modulator of apoptosis, PUMA) &) %
K, M Al gkt T e tm R 04 BRI AE A BT ZHAO
F P MR AR, ESBRET, ARRERMEEEGE
1k % F A F 3(activating transcription factor 3, ATF3) 7& A%,
B m A 2 RN R R bR R BANE K RARR P REHAF,
XA AR IR AR - PRAER /| SR B & B AR
(cystine/glutamate antiporter, system Xc-) 44§ & M k5 5
R Ak LT

ZMAMREN, BEARBETLS T RANEN L
B & . YANG 5 B B, ARARBRES X AR
JOL84 7 AR 20 A BARME, FFART ARET @it
GRP78. Caspase-3 #2 CHOP #4 & A K-F- 38 An. GILLET & ©Y
AT E KM, A AAFHEBRES VT B i 5| & R
FAmBERER, HFF R LR T @i s R e i
AT, b, SATO % BF R &L I A= B B Ak (7- BA A
fe ) BF ) 5T 5| K AR W L, 4R35 ARE 4B it Caspase-3
#n Caspase-7 ¢4 %A,

R Ca¥ 2t FRHFFEHNREZIXRETE, H4H
Ca™ FELAn 1 T W L 350 238 An 8.7 IR S 49 RS 194,
CHENG % ™ & IR F RA7 4| 7] 2 & 3aed 7T 5| R R F @
f R Ca™ 3§ A iE R MR AL, X — i A2l iR E
GRP78/ATF4/CHOP i@ 34 3| A2 s R AT AT, K FT/K
FANES R A, I, GUO % PY B A A, 128 Ca’t iy
%] 2-APB 7T VAR AP AR E 400 % % 9 R R R A )
AT,

R I, kR EF R BRANEAR S AR AT %
EAAE R, JE KA MR RSN E K SRR P, L
& I GRP78. p-elF2a #= ATF4 5 M i R 5L 87 & 4 64 Kk
B EHm,

PR P LA R BRARIE 69 A AR AL BAR R AL,
2,
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2 | NRMEATEE R AE T BV AR R AR R AL

R RE TR ARG A P SRR 2
£ FEy
HINO 2010 & JFEiFAYE G AL B SR
E SRR A R RS AN
NGOE=E7¥N BIP. PDI Z543F 145
FALFEAK
LU 2013 FEERERER KRCE4 T CHOP ik Tt KB %~
5 g e, IR
B T R
SATO 2015 MLO-Y4 5 PN Jiii X S35 577 brefeldin A FlI
= EHE T tunicamycin i B E 400 T T
OB-6 /N, &, elF2a 1155 Salubrinal £l

ME AR guanabenz {4 I TR %

CHALIL 2015 8 J#57 /N R A Al
g 1) 24-26 H it it P ST 4 R b
RN VI mRNA 7KF T
LI 2017 L IR ANER T E /N TAR /
BRFARE /IS R ST ARSURIT B 4 M £
Pt # %, BIP. p-elF2a
1 ATF4 KL Th
ZHOU 2020 MC3T3-E1l = BidRks 58040 5 Al BIP 2%
2 el JEA R AT, B PERK/elF2/ATF4/
CHOP i i# ) HYOU1 il CALR
RikTrwE
GUO 2021 MC3T3-E1 IR, ATF6.
A (501 % p-PERK. IRE1, Caspase-3.

Caspase-12. CHOP F£isThw;

FyE: BIP NGIERRAER A E AL SR A PDI N R i R CHOP Jyi
A5G A AR A elF2a N EAZEMR MG F 20 p-elF2a Jyfif R 4k 11 35
ARG T 205 ATFA S AL FE LR T 4; PERK Ay 2R (1 RF 14 53 199 35
HYOU1 Jy 4 LA 1; CALR AR H; ATF6 NiE LA T 6; p-PERK A
Tl R A 1) 28 (A R 19 J53 X S8 s IREL D JULIE 06 756 1 Caspase-3 iy o (R K
KA VR IR 3; Caspase-12 0 It 2UHe K & &R RF 5 M B A 12,

2.5 REMNESHEIRRE HHARE 2 FHEET
JE e EERE, K2 40% 9180 T IR SR &R KA
% M EAA T ZEAE B, R R EE EAAYR,
AL AT G H RN E 4G A 42 O, A AR AR
MEBMY, T R2HMA. FERFRTLEBMAR. HEH
HRYPL TFREFRE T, THREE EBIRERFLMRAL
IR Y L, B BR 5% ) B B IR A Rk 7O,
METR) IR 0 R A AR £ 2 O FE M @A T, @it
FIR G BIRA B K M tm b3 A 5 U, Mok S AR
AW, ARMEMAEMNEREHRRIRLFLEETS
VR, o RTINS, A minse TS U,
KGR AR HIMA, REMLHEIRT @i
SR 8 o R AR e o AR T 18] 6 B A, Aeik T 5%
Rgtegidsz, FHMEM AP ARG RS TEREK
U GR R AR R T R W LA R A B e
GRP78. ATF6. PERK. CHOP % %k iA/K-F B E3he, HH
LT A EEARR DY A FEIE Hn, AGEs 897
ZRETHRAZLFOEKT AN ) F g, jlk
A 18] AR R B3 e ST 4w A B ARG, AR A R
BAE LA B, LAO F Y L I AGEs AL T Al AR
TH R FAAE], R R A 0 R AR E KT R
¥, FHRNREREZHAKFE AGEs 4R E S EE E4
X. o, WAMR EZ QYA E, @IEA Cd” 42
AFATIANRA R, MAmiF$aieAs ™, wo
& B2 g oo % 91, AGEs i@ 18 & Ca¥ Hiki@idE 1, 4, 5- =
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ERERLEE 1 A2 4K (inositol 1, 4, S-trisphosphate receptor
type 1, IP3R1) =2 4% 4k (ryanodine receptor, RyR)3¥
An T i Ca’t B HEAK, FRiB LAk LR M Ca¥-ATP By
(sarcoplasmic/endoplasmic reticulum Ca**-ATPase, SERCA)
8% MR K Ca™ e AR, XA T @i A Ca™ 4944
AF 31 A AR R i%AT &4 GRP78. ATF4. CHOP % /K-
&, RAFHRBEZ@IA T,

RE 2, KERE., Bz, EATR. HF
BRSFHRFLEMOSRTNEARIBLTHEETEZAE.
MR R T e de s e iR A s AR R, R A
JR R RL LT VA 5% 4 st TS A IRBE 098 B, RT3
B F o iFF 89 K R AL 0 e AR . CHEN & ™
B3 Z I SR R R 438 1T 38% PERK/elF2a #= IRE1/XBP1 i
FRAC R0 G E ARG IE, IR AIT B E G R @K
NMEHFRZT @R TER, Ko, HEmEANKE
B F 27 s AR KRR S5 B A i W R gt B E
M 5| K R FE ARG . BALE R KA. K
WAL REE N, RAFHR@BATHLEE T ¥,

RAMAZ AL T SR . AKHE FAE LR
MR T, RAFL AR A T sk 2548 % i)
iE R IR, Mt §| B A m o o PR K A .
MR BtEi, £ EmpestT B, CHANG & ® & 342 47
R A HEVAR AL LT 5] K 69 W R L OR L R B AR AP R AL
MRS AT R R R, 2K A6 B E IR B2 F BN
JR RL R AL, FFil i E elF2a/ATFA i SAT 2t A
mmieay AT, Ik, R A ITEG| L6 NP R A1)
HRE LRI RELETREM. UNF " B £,
BEAAREF) T Ca™ AR M BAK, 8L = BREL LB 24K /
MAMIAT ZEG 75/ ©ERB LA B T il iE 1(inositol
1, 4, 5-trisphosphate receptor/glucose-regulated protein
75/ voltage-dependent anion-selective channel protein 1,
IP3R/GRP75/VDACL) & &R #E AN K FR FHELEL A48, %
7% PARP/ /A %5 B -F (apoptosis inducing factor, AIF) i
BEHMA MR T, R—E Y, LFOERRAA
RS T EMER], FHEEIRA 7 )RR IFF
K mIeAR P T, 502 BB d g 2 A FR3E T 9,
RAEEZGEWRRE A RERAZT TN AT HAE®
T BRAN, HEFHAAL, SHREBEKREKR
A B Fe M HREER, AFEETOL, XA
ZRL T VAR 3T MR ] B 4 25 49 T 3R A 7T R 0K TR P,

LA RE, Gasdermin 2 E RAEN564 st
TR AR IR K M AR A ey X P BB
7 U456 & 1(sterol regulatory element-binding protein
1, SREBP1) 28/ Rif49 T2 BT, YAN ¥ 1 #f 5%
SRE 7, foB Bz EAR K T8 iE mSREBP1(SREBP1 49 A,
X ) A5 1R P LT R AR e R T R i dm
MoSN IR R, b3k, LS B2 2 I Bfe v R
K E G ATF3 6938 =T F R MAZ ML A4k, Bt
ATF3 #IA A R AME 1) B3R A ) 0904 97 Fe b,

PR LA A 8] B AR T 64 AR AR BAR R AL,
L 3.



S

PEARTERE @72

Chinese Journal of Tissue Engineering Research  www.CITER.com

3 | BRI HEE) R 2 R A ST AR B R AR AL

WieE R¥E 2R ARSI R AN S B £ R
o
CHANG 2017 WUMKTIALEE &= &1 b 1 BEAZ 4N p-elF20/
&% 159 MIRERZANIE  ATFA (S5 I@ B 0E, A0 T
ES B
CHEN 2018 KEREEZAN  IRIERSEIR F o F A 2 v phy
&% 15 e JR SRR N, RS
BEAZARR T, JERE S A
T 4 5
LIAO 2019 AGEs G A 7e o T2 &Ml A4 A5 i A% TF) 78 5 T 40 a4
a0 BN, 40 GRP78. Caspase-3. A A R A 7
SD KR Caspase-12, GRP94 KA T [% SRR T
LUO 2019 ME[MAHEAE  AGEs 4 1 BEIZ 40 ca™ T
& 2 BHIMEN T, A SREET RN 5 R
BRI S, AGEs S R4IIE TE>
LIN 2021 K REERZAN AU ) A BEAZ AN A b Py 5 X R
g 08 i KRG CHOP, GRP78. p-PERK
FikTt
YAN 2022 SD KR, K AMEHEEEEAI S EEZAE  mREZRRRE
g 1 REIZANM  AETs i I 1) 4R AR
# fiF, B AT AT
AR ST RS AE

RVE: p-elF2a ARG M L EMIGF T 2a; ATFA SRTRALEL IR T 45 AGEs
N AL ) GRP78 NI HIHE A1 78; Caspase-3 J9 &R KA A s
SRR A 3; Caspase-12 - it 2B R & B 7 M B (118 12; GRP94 AT %
BEER [ 94; CHOP Dt 5i 145 & 3 A IR A 1 p-PERK YRR AL 1A 2 (1 B4 Py
TR o

2.6 RNEMINGESETS 5T AR M A A3k 69 3
Aty B EEMHA, LFR, FEHAARL T4
TR TAHAMF L AR R ET 7 ik, FCmPFRFT —
PRI, PR —FF B 42 12 50-150 nm Z 8] 44 5T N E A,
m R EE R L E R, HEE I ERANF @I 6915 &
A, sk )ROSR AR, BEMBARRE
AHAE D ERMR, A E TR O S R AN,
R B 1A AT am AR 64 S e R AR 4 G B AR IR T VA
T mfRig i esAt, A B TR Y e B Ot R m R sh
FJR R4 P LA0 & TR IR A AR T e ik R ST
SR T VAR B AR LR B ST, Y CHOP 8 & ik K-F,
M 37 6] KR ABEAZ tm B B . B AE M K A iR
TAEA, XIE 5 " AR R IF B AR T tm Ak R sk Ak
% #) miR-31-5p f£47 4| ATF6 A8 5% & 1 Jit F RS R & &
BFEAR, A BT IR LMIE mie ey B Fi51e,
TAO 5 " B AW, F du o Badn P 49 Sl ik AR T AR it
SE VR tm e 44 7% & %8 B(protein kinase B, PKB/Akt)/
Bad/B #k E.4m fin )5 2(B-cell lymphoma 2, Bcl-2) 13 5 i@ 3%,
1Rt 48 T B F Bel-2 44 & A 404 R T R L SOR_S AB %
ey m A . dhsh, HAYASHI 5 P 3,58 %) pb % 3R 58 /) F
o F 09 AT BRI AR T am gl kAR miR-1260b i@ 3E 37 4]
ATF6PB &9 &k, M AR akF fm i 45 B F RANKL 89 £ ik
K, IPE B R 4 6 A AR,

W2 B S RAT T R R A MK AN ¥,
ERRRER Y, FEABARE . BREESFHK
B BT BE AR R K i P ARG — A ek S
@AM AL ARG AEAL, LUO & B K L) B AR 4%
WAL Ca™ R A AP A A R R OR R, it d R AR A
gmfie ey BT, HHE K (quercitrin) 24 £ THMH F o9&

BRRAEY, BA A AMER, WA EFTEEBEIKEA
kL5 3 49 PERK. IREla. GRP78. CHOP. Caspase-12 #=
Caspase-3 49 £ A KT, Mimdps] g el ", Xk
% (gastrodin) & —FF A% 4 ¥ 25 KRR $RI Y A 4 & AL
. LU U R IR BRE T oA BCE R R M IR R
EAREF KR RGARE, Ciliddph BRG]
#49 1 R R RLK, 41% GRP78. CHOP #= p-elF2a #4 & ik /K-,
[5) i 38 31990 7E 4% B F E2 48 % B F 2(nuclear factor erythroid
2-related factor 2, NRF2) & /2 k4R B @, T+ H
(geniposide) & MAE 4o F 25 AL AP F 42 IR 2] 69 — FF 30 4 Bk
RS, RLNHTEAY, RTHFELHE @R
4148 3 & 8 L B (extracellular regulated protein kinases,
ERK) o NRF2 {2 5 i@ %, RZHREFEMFTHREE . RE
0 oA A% B F A Runt A8 K 4% R B F 2 69 kA K,
M {% ATF4 F= CHOP 03k, M w3743 B A5 S0 AR
MR, PR B AR TR T R AR b 1O,

BN, AR B PE A & i B AT il i A R R R
A% R0 B RS, =B B 2 — P A R omega-3
BE iR, BRI A KR T FARAETZHER ",
LIN % B e 4R St 3b o R BN, =+ 3R J M BR A 95 47 )
MR R RS AR AT G A TE . AR R R,
AR O BRI DA BB R R AT R AR P M ] LR A e
Je. FEERE & R RE R —FF F AR B, WANG & 19
50K LA 7k R BLBR AL B A 2 AT ) R A 51 R A A R
WKLk, AN dm R Y BEAZ B I 6 RSB B =, gk, LIU
F U LMK THERET AR R ELEFHREE W
REmie, GAEAREERALE, RemANFrEkx
A 69 R F m BRI R W AL AR KT T
ARG kLI, mIe3g i A F N %, 4- K&k
T B — A A o TR 694848 5 F sk R BR, @
FAAA AR R AL a9 15 A . TANG & M B 2
4= FIK T BRAEABIPHI B X T KR RALR o 49 M i ML
BV B Fa kg AR . skl LEE 5 U2 fa LUO & Y
R A, 4= FIET BT A4 & @pA-& 1B L2 EF
BE1A) AR T m e R LA 5 69 B e e a1, I
3B 3L ] AR PR RL SR AR AP A 2 R % AGESs 344 4m
Je R T, sbgl, YANG F TR I, AEANRMEAKE T
QLR A AL S AT IR E IR o SHERE 644,
Mo B AR E xR R A B RO A R ). AR G AT
15 3 — B W Bl IUE IR AR AR a, 74| MC3T3-EL 20 it
¥ 49 PERK/p-elF2a 13 5 i@ 3%, AL Ht G o103 37 4] 45
mIL e R, FIREA £ A miess KR & 4a, MENG
% U B R R B IR E G i@ i [T elF20-ATF4 12 518 3%,
ALE| T AR ARE IR a9 A

3 =245 Conclusions

3.1 Bt AEZTISARNTMAGANRR 749
K BRAANEABAMINHRESFRRAAERELFA
Vo4 K R B RE LI, AAAFAARERRTIRER
223 R AR, WA % ARER
it R EAA, E@mien, ARRNEZEZRad&a Rk
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AT EAEFEASAR, LG 2 B EAT LA K
Fob i KA, GRS R R AL AE . P R R LI
=T vAi# it IREla. PERK fo ATF6 5 % 412 S 44 $ 1842 % 1
P AR K e e e B Rt . EEGAR R
WA B T a7 PR L E AN RIS e Tk, A,
HEFSGNR RN EFIRSET X L FRRAAE
FoMed] BT FRBG LA PP, REOH KSR
MR PR AE BB R R R T 69V R B ATIR AT, 2R A
Bk P R AR R, B, AR SR B AR
B4 ELARAE B ALE] 5 R T A B, AT 3R P ALE 6
MR blEE, #—FMAmERZRELALEFTERY
4B R R R LR 6 T dm AL, A BJE fa AR SR T
AT, BTHFRAZMGMEER P, b, Kk
B S0 R % RN W R R AR B R kG T P e e
B ARG Fais 7 F TLARAT B R R R AR AT 69 & 2 AR
R

32 {EEGEARXBIFMALREVER L FHET 5k
T ILRAT R R IR AN R W AR ., RT R
BB AR R LKA T R R R AT R R SN, &
AFAAR R T AR PR RAE A B T e R A AR R
etz R AR AT T AR R AR E XD KL B RRANE
MR BT E @ ER, QIEEKRT @R, RE @i,
Az min AT AT, 4T, BT, AEFiTRE.
oIk, LRAIEIHE T N R WA RSt R RS
M. RERMFRIZLAIRZG A, XEEHRAT
HTMABTROR AL, KR AH NN RS
A0 F Ve R R 0 B KA GRIRAEE T 5% A A 44 1,
HEF G T T ETRT HET A% .

3.3 FAOVSIRIE AR W R AR B R AT AR T A AL+ o
A%, B3 EARZOGERFZFMIER. BT, 4
AT, BT, BES5ATHEE S IZ —/AF LA,
CMZ A R #rm £ Q36T AT K. BRRAE.
MR IR T AN ZF B RILEN, A, BHAAEX
ARV T AR A Folk o 8, REAT BB TRE.
B, mTEBES, XFERARKEAEGTARATET
B EA LI R ) AR

3.4 ZANEERN XFHEATHARMERERTXT
K. BREANE. MHRAZRE ST ILETHBERTOKEA
BARX A PR WA AR X E R K A AR R I
WEARR, —7 @il il FH R T RIEARERZ I @
RGEFHRE S LY, H—F @, CLTHEAER 4
foE AR , M 5] R R BRI, @ AR IR AR B & .
AR T F IR &, LR MR R M. IR A
FAAEFNIE E, KT T AR WSS A X B kR
Homid AR e LB, A BT ARt w B B vk R K AL
IR, F, ELEETHFRET AR ELEAEA
T B, B AR K IE T R R0 LR,
B3 2 IR A id 7 AR KB A 69 B A%,

3.5 RBEREXRFIVEIN O4AFaT AR W i F F—
M AE. ATHFETERGHRTH S T4 LR G
%, LT, BT. ASERATAETHRAER T ML
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FEARRAEFREANIR R, @A T AR ELRE T AR LR
HoHAFERENR, £RRRM AL IEL AT 40,
HAFE R, @ HATHARAN R L E| —H K Eagrk
H. FEREGFFR T iR TR T X EAR LK e AT, A
VAR T R 6 £ F AR EAE A . Rk, RiZiE A AR,
Blde - mpem R AR, THEFAFHERK, £RETHK
5, kBB AR W LA RAT P B gk R P 69 4E B AL,
A i I 0478 IF A TR -4 B R T k.

EETTmk: 4R A TR MBI, AR, BT AT LFEBHER
s, &I BT AL LBIE. AT, BT, IR A TR B 485

FFEMR: LFagaitl 29, ERAMAALFESTLT R
PSR-

FFHORBUERR: X2 — BT3GR, R4 (SR 24T )
“E - WML - AR 5 X F 407 £, ESEIIMNGEFEALT,
RAMAAIET At B 69 KT RIA SR, ARy R, B ASE
TR P, T HN. M4k, 3. k. BEBGEEZR, Fh
Z s R3], AERB ISR R L TR R,

KA IL: S R AT AR & B S 430 5 5 T SRS AT

HERHSE: ZXFRBEFTEREF R RFEL L (AAhEiEf
B ESHREMTLY (PRISMA G ), LFHRITLEEF LRI 5 L
RIS R GHAT 3 AEE, XFLIRATHFERRGING, FATFL
INALEHRSMPILASTE.
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