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[Abstract ] Diabetic prepheral neuropathy( DPN) is one of the common complication which is resulting from multiple mecha-

nism. Both Endoplasmic reticulum stress( ERS) and oxidative stress( OS) having a far-reaching impact on DPN. They have a synergistic

effect in the pathogenesis of disease and impact each other to some extent . But the precise mechanism remains to be studied. This sum-

mary reviewed the research progress of ERS and OS in DPN and the common pathogenesis will provide a new way for clinical prevention

and treatment of DPN.
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T ARESNEEUAREFRARERESEEE
FHERY YEARNEHRATEE, AR
MAEARE FRANRALHER R, %5 R
B ERS & # & B AT Mk A RO 4 AR K
i ERRE R RSN AMNE .S
KFEHEHTH S ERS, AT s 2 H 45",
Ho k4 &% A K N (unfolded protein response,
UPR) RN Mot AP x4z — =5
B AR, 25 Jy & A B R B9 BT R
B ( PKR-like endoplasmic reticulum kinase, PERK) |
ALE % Z ¥ 5 1 (inositol-requiring enzyme-1,IRE-1)
F & At #% 3K B F-6 (activating transcription factor 6,
ATF-6)

1.1 PERK &% # ERS £ # T, PERK &
GRP78/Bip ## % ,PERK 3% /& elf2a f# E BB 1L, M
mMH A REE, RENTRES, EARY A
MLEYYE . PERK £ UPR = /N8 J o & B % b &
W, EETERMNARNEENNARTEE A, 1L
R EE AW —F BRI,

R & W, ORP150 K F B IR 5 = 7 1% &
KB K & DPN, b, ¥ 6K 1 09 8 & K BB DPN JE
KAnE, T C/EBP [ JE & & (C/EBP homologous
protein, CHOP ) i & 7 % & K I #5 & | KX R &
DPN, CHOP/ORP150 Ik {& # 4 J& 7 J& #1 7+ & , fm
40 i - F2 DPN 342 , Fr DL, PERK T i By & &
CHOP/ORP150 W5 5 ERS # # £ 78 1= th i 12 3%
YI4E X . CHOP 15 % HE 41 i Fn & & 4 £, ORP150
WA R 2 E R, IES2T ERS & 5 DPN &3t
A2 A SRR AT R R T M R A
KR4 F A 8 ERS AR % 4 GRP78 Fn i - 4%
% 4 caspase-12, NTT 47 #] T ERS, 42 55 2 15 , W
LA, KHE LR AE K ERS R E
HRATHEZERR, AlERLEF, B0 2 2%
f % DPN & B B i 7§ % 3L, 5 2 B 4140 b, (R
BEHGE & % K4 KX & A-1(low density lipoprotein
receptor-related protein, LRP-1) & 3 [# 1%, CHOP
FHEAKFEEFAE, £ LRP1 2 CHOP 7 # 5
DPN A %, H R m E M o 4e 4 7 B, A5
RAI, = F fZ-N-F A 4 (trimethylamine N-oxide,
TMAO) ¥ & 1t & 3t IE % & & Ju th 37 & W 42 STZ %
R R R R BUAL M A P T R, D A
F 4 P 45 CHOP  GRP78/Bip F 3, if ¥ 4% & Ja

K RE B A AR R R B, EL B AR TMAO 7
WA ERS fnimsg i A2 E 4 A2 B AT 2k
RS b L AN T Ak R )
LA KA, b4k 7 F # 3E B R p-PERK An T
3 CHOP , Bax/Bcl-2 #1 Caspase-3 # #| # J& j7 & B
WaEmATRE, RENRM AR, &R,
K A o KT R T B R R A
CHOP it £ 15 & W & 40 J 09 B T % 42, T 4 &t
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ZTBRENAIRBEN A, BELEBE LR
FRLEE LAENABETE LEBEANKER
W, hRAETEAIUT A A REAMEH.OEF
AT, AEHERERNMRRENLE S H A
K& NADPH, 3 %t GSH F 4 & #(£ & i1 37 I 62
AT, O\l FL 8 63 (E 20 0 I & A 4 R Am
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A, AT IR D B R B RE IE R B 0 4 A
THH THAEE O RENSIRE bE-—CRE
> AGEs By 7= £ f1 & & ¥ B C ( protein kinase
C,PKC) %2 &, 755 DPN B &AL b # AL #
FLOHMSZ TEREHRRS, BUSTEREN
B AR B M T R BRI R R W R = B 25
PR EARED ) X BB AR F RN
B EANEE R,
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124 K 7= 41 (advanced glycation end products, AGEs)
AEFR TR NN, £ 5 A& T
%, A LB MEaHE CREMLH I AGEs, 4
KRR B B B & fn i % F 7 E AGEs By
#H, AGEs # 1t i 7% NF-xB # ¥ 2 & K & H T,
L4 2 B A5 MY 38 A, 3 % B ROS 3, % & 4
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AGEs W %1k RAGE #£ | B th 4 19 5 0E 40 Jid fn 9 J
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adenine dinucleotide phosphate oxidase, NOX) 1€ 1 —
MR R E R A A R )2 Rk
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