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Research progress on cuproptosis in diabetic complications
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[Abstract] Chronic complications of diabetes mellitus typically affect multiple systems and often occur concurrently. Despite
the continuous updating of current treatment methods, formulating personalized regimens remains challenging. Cuproptosis, as an
emerging form of cell death, shares similarities with ferroptosis in its mechanism. It involves excessive copper disrupting the
mitochondrial tricarboxylic acid cycle and triggering proteotoxic stress, ultimately leading to cell death. In recent years, targeting
cuproptosis, a novel cell death mechanism, has attracted significant attention in the research field of diabetic complications. This
review summarizes the molecular mechanisms of cuproptosis and its related gene targets in diabetes, and elaborates on the specific
mechanisms by which cuproptosis mediates the occurrence and development of diabetic complications from multiple aspects, such as
renal disease, myocardial lesions, and retinopathy, aiming to provide new perspectives for clinical treatment of diabetes and its related
complications.

[Key words] diabetes mellitus; complication; cuproptosis; gene; tricarboxylic acid cycle; target

Bl PR BT B R ML AL SF 2R A BRI 2R 2 hE, P TAMNR . RAER
W PR S FE T AR o (ERE PR B HOTRCRE o L 4 M PR T B R Al SF F 50 AR 2022 4

[BE€TB] EEARRIEEES (82474431); LRUB SR PERIHI H (GXXT-2020-025); A NELEGMEEIZKFF ol KARFER T B B4 162
LSRRI T BRI 10 H (2023CXMMTCMO003)

MEEEN] WnLe, BERsE, RGP ARG I 7 T

[EE1EE] g, E-mail: fangzhaohuil111@163.com

hEXIM  hitps://www.cnki.net



r [ %71

BRELEEAGE 2006228 H WSIE

Tsvetkov S HZAE T HiFET (cuproptosis ) X — I 1 41 L
FET- AL, R385 =R R A BF (tricarboxylic acid
cycle, TCA) PR CE B AL oy LSS, SRR
WAL BRI Fe-STREE I 222K, TS A M
BETERDEANANEAET . SR B A RAE T AR OGRS
Z2 8 v T g Ka R 0 9% (Wilson disease, WD) E#1,
TERRE A48, BIFE 224 b T 525 WY Bk G 231
XPRE VAT MBS WD i, AR T
TR FEAMIBE T AL, T SE TR PR
BABEFEAAL TR A BB . PRI, A SCERA TS
TR AR B B AIL T B A PR v B R DG DI AT,
AR T HAE TR R 5 T B AL L 0L
AL . A IR A OB PR 9 Y
KA AL AW T BERE , B e Sh AL T Y ik —
WG, LARFNE IR ST RAE H A 2 B 5
P IE

1 SEFETHIALEH

i TGRSR N ARG AN T s s & B TR —,
5 AR . diffipe A, Aizms2
P A BT L AR . (BRI BT, A0 ATP 5%
iz B & 1 (ATPase copper transporting 3, ATP7B) [ 1)
ek SRR AT S R A FE A b o BE AR R, T
FEAE AN EEPEN . BFGE R B, HRAET A I R
it # M 1(ferredoxin 1, FDX1) 1] Bt Cu b 5 oA
FDX1/FRETRE }ﬁ]@@(hpoic acid synthetase, LIAS)T’;E%'J
R H R BEAL s RIE AT RS TR I
e S- 2, T 5% % it (dihydrolipoamide S-acetyltransferase,
DLAT) 255 IR L3R AL, DT i 72 2 A AR
GEME, ARG RE, RAME TCAM SN,
BeAh, it 5 ot 4 AR A BEHOIK (glutathione,
GSH)% Mk, W GSH &, THEiiF sl K-, Ji
i ATP 5 5532 o/ B(ATP7A/7B) I DI REDY, (HAFTE
HJE, A0 GSH /K- iy B AR 5 B = It 16 2 1
DLAT 5£ 5AL (3G A XS 0, A {f i e 240 it B3 e
ASRBET . [FIRE, HETEAR N S H,0, 1Y RN A5
R, AIAERE Cu* 5 0, MG &g, &k
S DNA AL, SFEAMEE TR0 ; Co b n]
Y5 GSH A U A o H Bk — i fe . R s e
S A B LA 7 A T V4 (reactive oxygen species,
ROS), a5 | i) 20 M 2 1 A st A4 21 T S 2eAn i
FeToBl, M, MRS . BRAEE LR SRR AL
GSH #E¥ [z ROS R AFAR S HFET A 5K

2 HERRAISESE TR ER

AR, ARZHTITEAI, BSETAHSCEE N 5k
PRI 04 4 A R A A —RE AR SGAE, An N B RR A =
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fii 52 A % (pyruvate dehydrogenase complex, PDC).
ATP7A/B. 40 i J& 0] 85 4RO 8 Al 40 4 5510 2A
(cyclin-dependent kinase inhibitor 2A, CDKN2A) FI#A{K
i £ H 70(heatshockprotein70, HSP70)%5, X i {54
I AL T IR AR HOE PRI A AE DT 17

2.1 PDC PDCJETCAMKHES S, AR b
Z( i ol (pyruvate dehydrogenase E1 alpha 1, PDHAL),
N i R B % i B(pyruvate dehydrogenase El beta,
PDHB). DLAT Fl — & ffi ¢ [k B B & [ (dihydro-
lipoamide dehydrogenase, DLD)Z1 i, TMiAfF5% Uk SE g
1 PDC 4% 41 73 19 PN 3 2 2 5 4 A6 T B 5C i
P, PDCH I AL INEIIRZ 5 TCA, FEATPHY
Z, PEMPRAEKIEEOCH] . Ca MBI IT, HY g
By MO A, 6 Jp 5 3R 73 il B AT B 3 2 A
PSS — T A 5 B PR AR AE B2 P # (diabetic
ketoacidosis, DKA) & Wi RIFFE L & B, DKA &
F RN PDC IR PEREAR, $7n AL T s | A0 e
HOBATRES S TR AL Sh Sl
FEIESE, w1 PDHAT B, /NERER B
T BT 252 0 BRI 0 D) BE T S ARG, T
By RBURIEBAT 240, BIRBIRA SRR 78 T PDC
TEIR S Z L A T BEVA 1Y A G SEAE F , to dil A
T EAE R R R B A e these fit 1 Bk .

2.2 ATP7A5ATP7B  ATP7A 5 ATP7B &4l T
X B 135 Qe AR08 ATP |, FZINRE I K4
(oA S S BEFE R B, WD Bl ATP7B K 2% 7%
SR ARG, B E ER R, ik A R At
T2, — {0 b WD 5 AR B A0 AR A 141 A
B, TR B S R AT B A QO Tk
HRE P TIRE, MR ML KPR, H
g 2 AT TR s D LidENOIN Ty, R ERE
Jie &5 T RE Y A3 T REVH DA TR A 5 0], kAR T
ATP7B £ DN 5728 It 5 B A i e 28008 19 25 8 40 e F 45
fio IR, AOFTEAIL, BRI B LN BRI Y
ATP7AFGRIEAR, Hoalil s s p szt ik
WETEsens, s AR S0 I S AL Tl e 5
ORI B D RESZ Bt A EE 2 IR A

2.3 CDKN2A CDKN2A J&— T2 Jfd & S0 15 2L [
Tsvetkov 55 3 b 42 P 2 B PE i 74 ) CDKN2A 2
A S SRR B SRR T B B, AT ) 6 i
BT RN R, WA UIE . EF
WF5% & B, CDKN2A 5 2 BUME BRI by Jg vk ] i AR
S ELRE R PR 1 O S IR B ) A
Ko MR RIS R AR T 55 CDRIN2A Y5 3%
15, IR 0 20 SR ST BR R B A A,
TPHMIEEE, ST OGP IR
IIfe, mAFEIRGREDWAL; FRHZOFTE IS %
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M, CDKN2A it ik v] 345 S0 R N M 4L L e i 2
AT, AT SRR PRI ) R A

2.4 HSP70 HSP70 & —Fi W H, "B k&EH
PR, I RITENE IS, WIS
BETVI, AR RS, Tsvetkov S5 I
R, WD /N ERBRY i 7 Ak 2R 1 A S SR AL Fe-S
MEAERIBER T HSP70 RIFE L, WM HEIES: 1
HFET HAETE R H FEPE R . HSP70 7EHE IR 4915
WA . [AMHER RIS, HSP70 /0 AP RAL,
AN iHSP70 RBUATT A A, TS eHSP70 4
MM R AR, BESE R B, 2 BB IR G R
eHSP70 F2 ik /K- i FH iy, eHSP70 Al 3d i Toll 32
& 4(Toll-like receptor 4, TLR4)/c-Jun 24 F& A %ify 15 i
(c-Jun N-terminal kinase, JNK){5 5 il 1% 5 4= & JiE
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T, DhRSET- ML BT R BN B A, RN
Jo 5 453405, TRTERE N 4 9T 38 T 5 A7 ) 2H 4k i
R BUREEREIT, REUBS FHH, A, X
BE PRI 5 iHSP70 HE O RATAEAEGHIL . T4 5%
& BUBE PR B I BRIR S S8 5 iHSP70 1 3R
7 A A AR A RS, T 5 — 43 0 5T 0 R
iHSP70 &k ol /> I fiff il 15 B 200 M 463 47 17 ik — 25 &
Ry 2 OB R

B, HFET ARG SR RS kA AR
IRV SR 32 G R 2 2 A R 240 Y R A S
VAR A 1 VI O &2 5 47 e N i R (R VAR
[R5y AN IR, TR SRR A JE] 4 2 A e % 2% Bk
P, DIOSUEAE AR 200 s & A i B ERE (1 1)

B SRAET ML S W PR A G R A i A
Fig.1 Mechanism of cuproptosis and the pathways of genes associated with diabetes
Cu.§fl; Cu. Ml 13 ATP7A/7B. ATP [fiffi#%iZ o/B; OH. ZUEME 15 S.Bis GSH.AMEH Ik GSSG. LB BEH Ik; FDX1.
BREGLHE M 1; DLAT. —2UB-E Bt S- L Bt ¥l ; PDC. INEAR B 2 2 54 ; PDHAL R I A «1; PDHB. P R B0 U B 5
DLD. S -F WL B SN ; TCA. —FRIRAEI; ROS. [HiHE4; CDRN2A. 4l JEI 18 IR SR ) 7 245 TLR4. Toll B2 A 4; NK.
c-Jun ZIEA LA ; iHSP70. AN BUR e 11 705 eHSP70. 4NEANMAR U 11 70; ATP. —BERRIRT; KBS 75 Ca* 855 T

3 AT SHERBEHKE

B DR S — PSRBT, Rl PRIE I R M SE 25
AR, BHCIERALA R LR AR . AALR
VORI AT S I 26 A S BB 0 B RO A . AR
Bz A, G Z R8T A . BT5ERT,
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T MR SRS B BT B R T A B B, B A
SCHRH He 52 T X0 W8 BRI I 25 0 114 52 M B B A7 Gk
PRIAE s AR AT

3.1 HEIR 4 5 i (diabetic kidney disease, DKD) £
WS B, e 18R /R Y DRD B85 PR K It L
KIS b, MR B BILAA 52 S A 0y 38 ) e 4 Ak
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Py iE AV KT W S R AV, A1 I ] e B oA Ay T 3 ok
AN ISR DD 9 15 ke 2, % F DKD
TR R FE T, R — IR R T GEO a2k
th 3% DKD e ARG AU FE T HE D - DAL R A
HHA 1(follistatin-like protein 1, FSTLI), CX3C HieH
2244 1(CX3C chemokine receptorl, CX3CRI) IR
J% 5 11 2(anterior gradient-2, AGR2), AHNEHr ik
N, A ME UK S EASE, 55Nk iE
TR RARDC; FERE RSN, =F S50
MR FE ST BRERG . QAN REY
e 5 KORMACRIEE I 200K 3 A28 55 i 2R e 38 I LA o
RIRPEP A FSTLI F2 B4R v e f 4 AT ES /N ek 3R
LRIk, BRIEMFSEIER], FSTLL Al 520 IgA B
i R B A5 2RI R A E SR CX3CRIVE N —
bR 72 AR FE N, A TUREL A0 . Span
L KB R AN 3k, Jin P RS AU B2
S AT RN B SR SRR A B, CX3CRL X/ B T RE
[ 52 M 32 5 HAFS S T TR I A S i L P 4 i
FETAH Ko AGR2 & —Ff 2 A E N 5T I v = 2 1) il
Hm 3R T B/ INEBERER A A 4, — 35 DKD (Y1l
IRIRERZE R B, 5 FRA S, B
P RH AGR2 FE FUK- I T, HAGR23RIA
IRV 5 AR B D REAH DG, Al AGR2 521 DKD
AR A T e 8 15 1 B R DG P /N T B
PO EIRZ TSI BHIE 1 FSTLI, CX3CRI
FIAGR2 AMAEARFET - ORI N, i 2o fee id
#ER20 DKD B & J, BAAE 412 W DKD 45 S 9
ERW 1. [Inr, LigEBR o, o il Fb 2 R 24 5%
AR A Py S AR R AR R R, AT SR
A B AR 5 A0 AR P T ) T e B R 1 S Y
AL T TN (= Wa L W& T TREN AN VS IS G L
PR ATP &%, 3% DKD A ' DhRE. MAh, %
WG SR 25 R BoR, BRI ™ A2 1 C-X-C
I # 1k N F 5(C-X-C motif chemokine ligand S,
CXCLS)Z= S Wi s mrd b2 R ¥ nl - CXCLs
flg3k, T CXCLS B AT SR sE T, W% 4
M 28451405, $E7R CXCLS nl 3l i S s T P Bk
RARTIRERERT, JEW5 1A 2 40 i 240, Bk
WE5EE 7S T4 ik AR BT 5E 4o 175 S SE T 0 i DKD
HE AU ML« — 2 A 05 S A D R
25 ORL K D) BE R AF 5 —J2 W if FSTLI. CX3CRI J
AGR2 S5 FHIEBE PR 2 5 G098 R S A% 52 W0 Y5 0 114
J& o IXUESEP A RIR AL S B IBE A OC, i
AN TR AR S s LR AR AE DKD H i G
JH, 4 DKD 24t T ZMBTER I BNAY T A, AR
e i — PR R XL AR N s AT AL, Jf 25
WS [ I S S FE T 5 S 8 I8 55 (R B AR T B
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3.2 WEPRIHO WL (diabetic cardiomyopathy, DCM)

DCM FRFESE 70 WUAIAE T | 281 e o B
Jr O WU ALO DI REAN 4, IR RN 220
FHLEH LT T . AR, BT B ET
O IV 0 A R SRR TR, L S 2ok 1A T
RERREAG . ROSEHZR | Ay 4 f il % 24> Jr i,
TEABRZEAETR o0 JE 2 0 ok B 5 v 19 4 > (TR
i O BEIEFIRIR) 22—, [k LA A B Lok
R, WFFE R, o (4 70 LB I b
o, Al AR A bR AR S D R
UARMLIA T, AT B WU R0, i BT 2
WD il R 1258, A5 —Fhii & e b &
FRU AT e R A 22 B AR T HE Y, R TR A
WA BE AR R, BB HRBE T . — I RE AL SRR %
IRBIFFE A B, R RTT Al s DM I Zc O & LS
FLLIREA AT, S B 1 PR 550 DCM Y
I R 25 3245 T B D) AR . Huo 25038 1 149 82
PR /N BRI e B0, /N L 0RO L g S M
b 2 K 7 ¥ (advanced glycosylation end-products,
AGEs) ¥k & 1B THi il S 2O LA sE T, B
TR, AGEs MR EAT DRI, Hd i i B 5
FPEEARB TP, W R LI A
X— G HR AGEs rIREEHE T H AL BEAL R, AT
VAL TR A I S BCO MR . PRt — 2
IRITFALA AL, HEPRIE T AGEs Ay B2 1S 22 e i
B I LR S T 3( activating transcription factor,
ATF3)/Spi-1 Jit J& 3 [A (Spi-1 proto-oncogene gene,
SPI1), MM #5412 8 1 1(copper transport protein
1, CTR1), fHSA7ECALAMEHIER, AR,
DT H B Pe-S EER YT 2%, LA K DLAT Ml — =B
F Wk B8 0 W ¥% % W (dihydrolipoamide succinyl-
transferase, DLST)MIBREFEE(L, 0 TCA, hfl.cy
LA 2R AR T BE i, e th L O LA SE T
N T W 5E DCM R SE T AH A Wb i ) S i A g B
BLH, Chen S5 i i 73 BT 51 5E T AH DCEE R 7RO JJLEH
ZUPRYRIB R I, DCM A i 2 S AL A A 2 Jk
(lysyl oxidase like 2 gene, LOXL2)FIIMLAE P iz A K
+ A(vascular endothelial growth factor A, VEGFA)# ik
K- B TN o LOXL2 2 —Fh 2 5 i 2 1
WA AT, 5 S B RO, A R
HIAZ IR DU TE AN M 4T A P L O E T . B Y i
JE R R R g B R 3Rk, R ISR 1 AN 4 e o
LA HAM o BE TR, AT B0 ME . 1A A
HAbGR B L4k, RAFEEZHL MR K
JEM - Johnson ZEMI A & B, DCM /) B I 35
LOXL2 ¥ & ALt )l LOXL2 mRNA ik K P40, i
AR TR T OB PR B Y LOXL2 B B3 2 HOC2 . LA L
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TELF AL A RBACEEAR . BIAITITE RS,
DCM YU WLET A Ak 2 ol PR B2 155 S 0 4 A Mz
LA g 3L R ] 5 e R LoXL2 3Rk 5
WAk, TEME BRI O LA Efl b R ¥R G E T, 3 m]
AE 55 03 B AR R T g5 AR AL T G . VEGFA J2
L B A TS R AR, TR R ER
BN, 54T RE D5 S B SR A it ARUIR 2 2 R
VEGFA [ ;= H:1), Chen %0 (1) B 5% [F] B & 30,
VEGFAJK-¥-5 LOXL2 Jir if5 5 i) L LT 4L 52 W] 2 1
FHOG, X ML RO LEF 2 Ak s AR B2 1 1) i
BARMA G, EAATERIIE, VEGFARIK T ry4st
TR R I CTRY AR A P56 £ I 45 25 i it 7 1N
B2 40 B A= K B F 22 K 2(vascular endothelial growth
factor receptor 2, VEGFR2), M T fi& #F il & (1 A=
B, AN, VEGEA 36 AJ BE i o TR W 1
(silent information regulator 1, SIRT1)/3 3k HE #% 5%
¥ O3a(Forkhead-box transcription factor O3a, FOXO3a)/
i 8 S AL W) 1B B T (manganese superoxide dismutase,
MnSOD ) i 8% e 410 il SR 1 SR AL D L, G20 )
R OIIREAA, IR FEOBEGRA 1R ™
RAFSE IR N, LOXL2 Al 3E A S R A T R A
WO NLARM . i A8 N R A £ 44k, inis DCM
Y 2E & 5 VEGFA XJ 0 JIE 09 O/ 37 /E T AL 5 i 2 28
PSS
[, Chen SFP7A K W, A [T 52 5t S it 2
(hydroxysteroid dehydrogenase like 2, HSDL2). B-ii %
N Z il % 1§ 2(beta-carotene oxygenase 2, BCO2).
corin. % /ﬁ @f{ﬂi{ fif (corin,serine peptidase s CORIN) p 2l
/N4~ RNA 80E(small nucleolar RNA 80E, SNORAS0
E)4 /™M FE T G X AT BE o 520 0 2R Ge R 15
DCM B H W LA IR sE Tk R . Hirh, fpisiziiE
ST iRoR, TEARML)ZETE , O LZH 2 S 2 i R
DL CD8* T . #E A AR5 (NK) 241 i Al M1
AN E s miAfE SR N )= i, HSDL2, BCO2,
CORIN 1) % 35 5 & 1k ] 7 % Al ccL14. CCL19,
CCL2, CCL21. CCL8 il CXCL16 )3 ik 5 W] & fi A
5%, 1M SNORASOE I 5 4 [Hl 1~ J& DA ) 2 35 5t 1EAH
Ko B b F LR CCL 55 Pl B S 5.0 LA L Y
EALRE R, FECO LT 4L, 2B
KN 5 Z KRB LR, HSDL2, BCO2,
CORIN 5 ¥ fb 4= K [H ¥ - B(transforming growth factor-
B, TGE-B)ZIGHEA . e IR AL A 78 S I Kk A )
FIK R TAMIE, SNORASOE WIS . BETERFFT &I,
LAY RNA(small nucleolar RNA, SNORNA)W,HE
31817 GRB2 A X455 85 11 2(GRB2 associated binding
protein 2 gene, GABZ)/ﬁ EI b'?f( mﬁ B(protein kinase B,
Akt) /T L 2 9 B F 25 2 3 2 11 (mammalian target of
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rapamycin, mTOR) {2 . BELUGF G Ko 45 ARG
/> CD8* T 21 i )0 I V32 118 A T 9 A Ff A ), 3
55 Chen™ ) 1fF 58 H' SNORASOE (AR F ik AN 4
7 W] 4 B T AH OC 55 A Y 77 ) SNORASOE AJ i 1o
mTOR AH S A7 538 % i 722 0 JUL 20 L 1Y) B P8 SO 553
1M CD8* T 4l & = Z AR A I 2E R, fen] S5
DCM W &K JE ., Bz, fFET-RY IS /£ DCM
1) R A e AR EAER], BHBOE (A AZ
FEPE, VR 7 A A 8 EA R SN AR Sy il
RIS 2 AN, H AT R e S oY
RS T B R R, [AE BT LOXL2. VEGFA,
HSDL2, BCO2, CORIN }2 SNORASOE %5 /& 5 B/l N
DCM I PRAR &, AT 7 78 I R Bt 56 v i LA
WS,

3.3 OWE IR L X A5 42 (diabetic retinopathy, DR)
DREAH PRI UL A P A8 I A0 . DA A o] Fl
S AT ) IR ML 457 PN 2 240 Bt (retinal endothelial cells,
REC)SET- RHFHIER, 1 DR 2RI REC 727
PESET:, SR BAMMAEENE . G S e i i
JE, B2 BRIk A5 A 0 BB I 4 5 e AR e
B A A D AR A i A TR B e, LB B Lok
PRIEF R A ML . Fe-STEE A AN EGE CH
AT 2 25 T 0 5 A 10500 T I ML AT L B R T 4
B FUIRERE AT, Dascalu SV H T Hi4ET- L7 DR
KA R R . Hu S5 i g 57 B IR A R
(Streptozotocin S STZ) 131;‘5‘1* 1] DR*ﬁ 55 /%ZLI%EF RN
Do) B AR A TR AT LR R I, AR TR R AR
(FDX1, DLAT) A FEKIESS T DRPAISET:
M &H:, HiEid Western blotting, RT-qPCR I g »¢
JHEREGAE T CTRL, 55 5% 5 S G Ak H + 1
(signal transducer and activator of transcription 1, STATI)
U TRV S G R T N R 2R M A S MEE R e R, TR
EBESRE T, /NS 4 i PN & A B OB S CTR1
STATI 5t ik, #78 STAT1 Al fE{E N CTRL [ I
eV Y R 775 S 2k B ) DR/NIR R AN e,
HHBET AR AE DT D0 R 7 8 i S I o —
Zi=F R (dihydrolipoic acid, DHLA) X #il H A 1R 3 1)
SERN Ty, TR N A DHLA DR S e 40 i 26 5 v
a-fiit ¥R (DL-a-Lipoic acid, ALA)MRJFIE M. —I0
Il ARG A B, 11 o M JRR IR (ALA) AT ) 408 22 it 5
IR BT A T HRAEAR o A8 (A O JEOIR S 3, 3
A 65 ALA I JFJE i DHLA,  HAA7 o BE 35023 ) 40
J i i A S B 2 s g, DA BE T B
I3 e 240 A ] HE AR A ) A7 OG0 DL B g s
50 Kl PRI 36 AL [ ENE T Dascalu 555 ffr 41 i 119 {1
Ui, R STATI-CTRL @ s ] /E R M FET- 11 117
i B% 2 5 DRIRAE RN, AH i T AH OS2 50 B s A
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A, HAEIDLRA T 2 — PRI . [, ALA T
Xf DR PR ZE T AR HTHE f 75 2 51 22 i AR A b S 6
KW E
3.4 HABBEPRAGIT KAE  WE PRI ME FI B (diabetic
cataract, DC)J& 5| AL iH PRI & 2 B Y £ L R 22
— B AL A B (QDP) YA SE B A R
A SR AT T R B, ELAR LR A b R A
(human lens epithelium cells, HLECs) 344, i F 4
FEA5 79 VU A7 #H R % (tetrathiomolybdate, TTM) J& 1] ¥
SRR LS AL I QDP Ak BT FEARAR v LB
HAZET-MICHEIN, 401 CTR1, FDX1 %5, )
SRS RS ISE T QDP ATl i AR T mfA
BN S FEAIE CTRI mRNA e M, DT il Hd 58
TOHERR, B AR AR S

i R 9 x4 (diabetic encephalopathy, DE) LA 5
PR 45 BN R RS A I R M BAE RS, Philbert 575
) — TSR 0 BRIT 5T % L, DE S I ZH 4N
13 SRR AR ACE I Th ey, 3k — & B TR AR
Ji (Alzheimer's disease, AD) kiAW HP A /K- T &
FEFFIEPER R QRS O s BT L, T
551E WD HP G 4 T 5 AR 408 DX 2H 2 ) e T AR
PR Ak R I ZE e 250l I, DE RYECRHL G| AT
it 5 wD B IEME, — & v REL SRR st T s

4 BEERE

W5 R 08 BAIL ] 5 1 0T i B LA 2 R 452
PEA) CEEPERONT BUIMEOC, WA . figE
W FE 2 EALH] . IRV IR R — s
SPHERRAS B KTk v Bt I A R R A R
ARASS, M PRI M HOF B 1) & e A rp, iy
it FEAR B & kA 5. BBt T nll S PDC.
ATP7A/B. CDKN2A Fll HSP70 % K: X B 45 Sk ik
SR TCARYIE B RS, SRR RS, {2t
RAEFNE, s A S, e dn e, R4S
UM & [RIBT, HRET ZR AL Y S8 T
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