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Research progress on traditional Chinese medicine regulating proteins post-
translational modifications to intervene diabetes and its complications
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Abstract: Diabetes is a metabolic disease characterized by chronically elevated blood sugar levels, which has a high prevalence,
multiple complications, and a heavy disease burden. Post-translational modifications (PTMs) are one of the cores for the complexity
and variability of proteomics structure and function, dynamically regulating the protein structure, activity, location, and molecular
interactions to impact cell functions by attaching specific chemical groups to amino acids. Increasing research indicates that PTMs are
involved in the occurrence and development of diabetes and its complications. Modulating PTMs and identifying corresponding drug
targets may become a new option for intervening in metabolic diseases like diabetes. In recent years, preclinical studies have revealed
the potential applications of traditional Chinese medicine (TCM) and its active ingredients in targeting PTMs to intervene in diabetes
and its complications. Therefore, this article will review the intervention of diabetes and its complications by modulating PTMs with
TCM and its active ingredients in the hope of providing new insights for treatment of diabetes and its complications, and offering new
perspectives for the development of related new drugs.
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A FFACRE « TIUMLE H RRESE, W8 IR AE— H.
TER, WIARMES e, bl PR B SR Bt ) 32 2
JRRZ — o BEE A E AR A AR g s, HE
PRI IR, 5 (CRBRPERmEHL A (5
10 FEO) TN, 2045 FH PRI R AN BCR A 21 7.83
122, DA, BRARARZRNE PR B H AR PR IR R 1)
RAFAILE 5 B7 76 T B T4 i b PR B8 1 A A
JidE . AR U B B

AR (B 5 S5 & A
SOR B FR ) B AR, HEMMIDIGEn) s ERE
I VAN AR S 1 A 0 AR AR F I R v R
ERB. & B8 51 (post-translational
modifications, PTMs) &4 A IIgE R A
RPN R RO 2 —, PTMs JE R e b
SRR AL . W BRI AR S AR
BERSLAT . B B E B R R Sh A Y B B T
PE SEALA - BAR R 2 g 2h 4. K ST
FEW, PTMs Z 588 R M H IR RAE IR AR
JEbl, fE PTMs I FHRAH R 25058 s A
T-TI0RE PR s S AU I (PRI £ . A FE 3R BN,
TR AR 247k v LW AR AR-1 SR Eh Rl -7 )
PRILARIZ HE 1 2 H0 R S5 R e R 4% PTMs i
PRI S LI F RIEL I R 9T i, 35T PTMs i
PAEH IR TAE 5 W5 EEE 1 Capoptosis signal-
regulating kinase 1, ASK1) #JIfi|7] Selonsertibl"l, ZH
HH X LR (histone deacetylases, HDAC) Fi]
FIZE T HREN (sodium phenylbutyrate, NaPB) [l 7,
FE4meE A FRILEE (acetyl-CoA carboxylase, ACC)
FIHIFR) GS-097619- 10155 43 351 FH T4 PRI B < 2 0%
PRI AETRTRG 1 A 7 I 9% S AR PR i I, 38 7
A [RIRE FE T 3L

T2 JOE TR A RIS 2R AL (REEE
SR, BT RN PR S FLRE e I IR RCIE ) i %6
2. IAESR, AR ZGET TR 5L A 2 B s
PTMs JETT 57 6 B8 R S I RE i B 3 77, |
= RS AL FL, ARSCHX R 25
PTMs B Rips S HoIE RAE AT £5 38 « b PRI
ST RIERETT SR BB B WA,  AHICHT 25 It
R K
1 PTMs S#ERBEEH L E

BEHAT, COHORILE PTMs KRAIAEH M,
IR OB, &, BEL. FORfK.
FRAEMEAG . BRIAMEAL . FLRRIL S, PTMs sl

MDIRE. ZAREOE . EABMAREAE. REREE
P EARTE R EAL MHACEHAVE 5 3 iE
SRR, FREIAED, AFIZEEE PTMs ¥ )¢
ANF o FHLE, ARG Bk S R PR A H IR
SERREVINBERIL . oM. 2= PRt
TR

1.1 FABRILTEREIR R R EL H & i HIYE R

IR AN 2 B T R B (2 S 2, R =TI
IR #F C(adenosine triphosphate, ATP) FJBERR I [H] 5
JRYVE AR (— RN ZAR . BRIy
AW RIS, 2 s E Y, R
T ity 30 T 2 A TRl T Ak (A A A iR AL U IR AL 2
i F RS REREZ .. HARREANN
PTMs, #iAJy /2 15 8 B B0l P M D) BE 1R = AR A
W AL, H— 7 T AR A RS B P G
SR TR RIS BRI )y o — 7 s 45
G AHEAE FH A IR IBIE S 55 5 GEH 2R
hRA) [,

FH 25 1 Vi R 2 R Bl A 3 1AM 5 I s 8 3
ok AN R R B A R R 2 5 R AR
FHEPRIGIHERE , XSS R SRR AL R 5 252 AR

(insulin receptor, IR) Fl & HAZ/KJKY C(insulin
receptor substrate, TRS1/2) 5141, B fig Tk JUL -3 -3 I

(phosphatidylinositol-3-hydroxykinase, PI3K) /£ 135
M B (protein kinase B, Akt) 5181, 2224 yEAb B
% (mitogen-activated protein kinase, MAPK) F1X
SKHESE H O1 (forkhead box protein O1, FoxQ1) 19201
iR IR 75 AL 2E U 8 (adenosine monophosphate
activated protein kinase, AMPK) RU%E, 4k, I,
Y & R EH ( mammalian target of
rapamycin, mTOR). #%[-F-xB (nuclear factor-kB,
NF-«B). Smad &5 W RR AL 70 73 S8 i L ) (5 g
RNE S ER L YA 2 5 08 PR SO I RORE R R AR
Ko
12 ZEtERERREEEFLZESTHIER

CIARARIE OB R B (B AR ML
T, B SR EE BN S ARG A B R T InAE 2
RAMRVRAELEE A N I IR, 2o R vy o 2 iR
£ CEALEE (lysine deacetylases, KDAC) #4221,
KDAC E#5004 2 N5k, 707172 HDAC IS
e B e RS — #% B B ( nicotinamide adenine
dinucleotide, NAD") {K#fit 2 LBEALE Csirtuins,
SIRT). 538, HDAC FFdid THm i Mt
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A ARBHEEA R IR RIE ) N A IR R S
L1y B A ) B RS AR & AT AR, it
4b, SIRT ZKIRFEINES SRR S IR IER R A
WEFLFRE, SIRT2 @it 2 W A0 2 bl i o 7
1 (glucokinase regulatory protein, GKRP) =% 126
AL R 2 1R DA DS P ) L S2 45124) . SIRT6 g
g3 LIRS B 5 MO K U7 2Nk i A
PR IGTE YOS ARy BBOE T -1a (peroxisome
proliferator-activated receptor y coactivator-1a, PGC-
Lo B Pl FFAM G AL SR BE 1, T 42 e 2E
FER L, MR R A SIRTL i R £ 4
BEALARHE K] PGC-10/FoxO1 404 A K 1
s ERE RIS, TR A S 58 & FEAC20, SIRT3
KPR AR I R R AR A A 2 (superoxide
dismutase 2, SOD2) 23 Z A3 iy i E 0% R 6 /)N B
o JUE S8 A S SEORH 248 3 T 1271,
1.3 ZRWEERFRREHFLZEFHIER

Z RN T HAZ Y h iz % (76 1
LR R 2 00O 5 A S IE R, 1% PTMs
2 58 1 A R A A E 215 518, 2 # 1k
Wk 3 AP IR: B RIZETEIEE E1 fETRE ATP
MG S B S V2 2 C R, H R AR ) Ub-El
HEm M 52 24568 E2 46, &
JE B RIENG B3 BN SR BRI R EY)
HH EFEGE Sz Z A BIHP. HE5ER B, Kelch
FE ECH #H% H 1 (Kelch like ECH associated protein
1, Keapl) Ref¥78Y E3 V2 & IEHEMGEY) 10N 5,
RS VR R A% K7 E2 AHOGIH 1 2 (nuclear factor E2
related factor 2, Nrf2), RUiEidz R-H& A ARE
T B N2 P T O e RS 5 A A S0
E3 2 REHM—Smad Z R LT 2 (Smad
ubiquitination regulatory factor 2, Smurf2) L ifFEM
- FEALAEK K F-p (transforming growth factor-B,
TGF-B) HIHIETHT, Bl Smad7 2 FAFIE I
PRGN,  FETT 5 T PR B 2T AL HERE B,
1.4 PEEEREKRFRREEFLEFNIER

7SR AL 2 45 B Bl R B AR SR A T 1)
B 2 BN T 2 8 B o R R R R R ()i R B2, Horp
g (e B R R AR E R R BE R AL T, I B
I DAKE B 1) T 205 A I R 8 PR TR
BEILMGE G, 2NN N-FEE. OB S O-
LT S FE A AT RS AL (glycosylation of O-N-acetyl-D-
glucosamine, O-GlcNAc) BP2331; LR HE 310 S FK

BEAL, V0 R % WS e B AR 2 R B i kA R
R STE Ay RAgEE 5 &4 & Amadori 724, Fik
P A EAE AR AN S AR R T O S
ALK AR =¥ (advanced glycation end products,
AGEs) B4, W5t W], AGEs IR ST g id FEAIC
AHRIEEYE . SR B A . PR SE &  g% R
PERE T Z 505 RO S FLIF ACRE s BEAE B R34
2 HZIEE PTMs FratERm R EH L iE

2.1 EIEEER L

2.1.1 i AMPK BEERIL  AMPK £ 15 5] %8
ARBSE I R G E T, oo B ATy 3 ANIEEEAH
i, Horb o MEEERY 485/491 fr 2 FREL 172 A1 a
R B ER AL T LT AMPK FEHECl, AMPK i B2 1L
WIS L AN 128 4 (glucose transporter 4,
GLUTA4) KI5 4/ JE 4H i H 1) 61 2 W H IO
RIAE/K, FFATRES Akt M R UFEAR s R &
-3 (glycogen synthase kinase-3p, GSK-3B) #H
HAEA, HKFAZ5ESRESHFE M EEE
WEYIREW ittt AMPK BERR AL HETT 3 PGC-1a &
GLUT4 [k, coat & B IVLER & = PR 4E 20
RARRE AL, DI, AR R IR,
K AMPK I A0 38 S5 3R RS 2K, 13 B
VTR P E AR — e A2 2 E 23l AMPK 52
MRS, X SR I RE R 3 db/db /)N B
4t AMPK K GSK-3p Bt i ##] NOD #32
PRI A 45038 3 (NOD like receptor family pyrin
domain containing 3, NLRP3) #&AE/MARE,
JoR By RO, FIRRSI AT AMPK i i
SR HYURE IR E - AT RERR 28 AMPK BERIL 12
567, thah, xR gEES, ARG IR, ik
DEFRIIA0 P IR AR I S IR IR RE R B))
PR AMPK A1 Akt BEER AL DASE 51 i ) 25 Uk
P, ORI R R

2.1.2 4% PI3BK/Akt BEERAL  PI3K/Akt &5 5143
& ] ) W A A TR BT A A R Y 2 Ml i
PI3K % Ji & 25 S5 e A4 S0 i 1ol I A SIS 0 g s I UL
fiE 4,5- 1R (phosphatidylinositol-4,5bisphosphate,
PIP2 ) LL 7= R B IR BE UL BE 3.4.5- = Bk R
(phosphatidylinositol-3,4,5-triphosphate, PIP3), [ J5
PIP3 /13 il Akt 7E 308 AL MR AN 473 £ 22 5%
mERR 1L, BERRL Akt 23 B AE R T GSK-3p Xf
NPT BT ERE R & . GLUT4 X B 7 &) B 5 12
FoxO1 Xf M #4225 2 5 40w B4R . 2R 557
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oK) R AR A A A A 0 KRR 6 0% B B JAK 9 /) Bl
JHEH 23 PI3K/Akt FIBEEEAL, A% GSK-3B 7K~
TG AR B &, S GLUT4 7K-F it M i 3 &
BESEI, B REDRE IR WY, sk, sk
BEEL BREBESREUIESL, 207 sUR A IR ZELeL, 1L
15 22 TS i PIBK/AKt FAME R Ak 1 i e
il RS o

2.1.3 % mTOR BRI mTOR JEHFE 2 448/2
481 A7 22 IR AL R AL IRAL , 15 AL mTOR B &4
1 s 3R H UNC-51 Rl 1 (UNC-51-like
kinase 1, ULK1). HWRAHIKIERH 13 (autophagy-
related gene 13, ATG13). FiA& BHBEAH HAEH & H
(focal adhesion kinase family interacting protein of
200X10°, FIP200) 411k 5 & 0] 5 i 481
AW, AR SRR T 1 B K- RS
TSSO A PR HE A B A% D) BE R
TR ARG N, I 5] AR A S A L T
AR, RSO, 3 4% M #7715 V5 REAS A W PR
I B A AL mTOR  FBERR AL E T b1/ B mihr
Yy, BICEFKRE A 1 %% 3 (microtubule-
associated-protein 1 light chain 3, LC3) & Beclin-1
ik, MM E R DL B IE AL 230 . RS RE R
T D BEE 0 HE LRI /) B A A a3 6 W OB &
K SR 0 L HOC2 41 A 1Y) mTOR R Ak 42
HEEWEOCEA R R T ULKL R tL, #Emik & 5
W 7K~ DL S B PR 5 3 L5 952

2.1.4 ifE NF-«B BRI NF-«B Sk
PRI ZFE, Jrh p6s M H1E 536 A 22 Z IR AL B
NF-«B #l#i| £ 4 (inhibitor of NF-xB, IxB) W1k
(et HA AL, S HaE g o, TSR3l R A4 1
FERE PRI 5 153, B e B 8 5 P 1K db/db /)N B
A2 TcB o B A AN T 0 761) 5 A A, P 0 52 350 NF-
kB p65 FIRERR AL Ao B e W0 i/, BETT T I RO
(Rl i J8g SR ZE K] ¥ -0, (tumor necrosis factor-a., TNF-
o) FIEAMEAZ-1p Cinterleukin-18, IL-1p) %%,
2 FPR B PRSI ST e S AN A A4 475 054 o [ e,
Vo 55 2270, P70, =Ry
o FE R PRI 905 R PR 9 A A JE 5 A e SR I S SR
IR o

2.1.5 4% Smad2/3 BRI TGF-p ZAKREW /2
R-Smad JRIEAR U 465/467 122 R BRI, T
Smad EEWNZIFAEZ TR, LUSShAH b5
iR E R, ngBEE A RIFEAMEA

ZHE, IMZ SHRAAEANR) KA KR, fiieiE
T ST R 25 ) PR DR SRR PR R I IR 2 2
Smad2/3 & IR A0 17 FEL T TGF-B/Smad2/3 {55
W, MR & B & A 2/9 (matrix
metalloproteinase 2/9, MMP2/9) K 4545 4H 4 4= KA
¥ (connective tissue growth factor, CTGF), %P
TR PRI AR AT AEAL T, 2T 55 5 2R R i 41 i A
PRI B 995 /0N Bt I % v R N i N R
F¢ HK2 41 g 7 Smad2/3 B R4 LAFH T TGF-B1/Smad
EREpG I Y R A I Wk 2 s e ) S A=
RYEALD, [FREH, T FHRNEFEREC, 45
F2102) SR RURL IS I B LR SRALL R R

2.1.6  HAt  /DNEEGEOA. P BCE AN IBSR LB
oy OSIEE B A BE JROW S AU ZH 24 tau TR
1, VR R Z AR TR AL TR T B
T REAN R AT, IR YTV E R A ISR T
REFERG. PHWPR A R ELEAMHI N A RIS M2
(pyruvate kinase M2, PKM2) 105 £/ iR tb HEFHS
HZGAL, [FIBR NAUEE RNA fiPE S F s R
(protein kinase R, PKR) [ 73 FLIR (R P R AL
HETR > M R AR TR NLRP3 28/ IMATELL,
M EFER1E B &R Cstreptozotocin, STZ) 55
ApoE ™ /INERUIRIHE R S ITK R AR A0, 58024 1 bk 3
BE A p38 K Akt i EEBERR AL AR 3L oM
THE M (extracellular regulated protein kinase,
ERK) fERRAL, N URAH SN Z I P40 2 B DR AH O
RS AKADER PR T 2/3 Rk, i
BI7 60 PR o] BBl A 28 AR 16T) - 2R e 8 i 4 R
T/ B A= Bk A N B K A 2 HUVEC 4 v Akt
(K1 473 A7 2R A B — AR A 1177 47
R BREIRAL , T P o I S ORI A S, 2 T
CSCE N PRSP N JREAE R LA P R Dy e les

22 EECENK

221 HABHEACHML WHRARH, SHES
RN BAL AL Gn2H 55 [ H3 B LB AL BE % (e 138 Jik iR
B T A DS B T PRl — AR AL B A BAR AR
[ (thioredoxin-interacting protein, TXNIP) 1ALl
Lo AR i b Rz 20 B B2 18] 78 )5t 5% 46 Cepithellial
mesenchymal transition, EMT) #H5¢ 2 [K 1k M1 2
58 5 Ty e B S R B A X IR £ 4L A2 00, [
R 3 T A )0 JUE PR A R O 5 R 1 -5/9/11
(claudin-5/9/11) ik, WIS SHE IR Lo L E R
PN 1 4 5 B Dy R B i A RE 7Y . SIS B A A A A
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K588 e R AR AN R AR R B 4mfe .
R AR AR S, HodEd R AMPK N F I 4
It # 1§ (adenoviral E1A binding protein of 3 X 10°,
p300) 2R3, JE T A1) K BB 5 4 e 2 P & db/db
INERERR AU R T H3 b 18/27 7 AR 2
(H3K18/H3K27) W LMl F 2 T i TXNIPU,
FESEZE %59 CBP/p300 F 3% 3 1 ) EMT A
KIEK TGF-B2.Smad3 “EHER Ja 3 ¥ X 384 14 8
M1 H3 OMEAL, IR EOR I R Rk i 2 oo Wl PR s
PRI JIES 2 AR 70T, 368 0o 285 o TR A% 184 iR s R R
MU ERUIL A A B2 HCMEC 4iiffi e claudin-5/11 &
DA JE 2 H3KO LA AT s 2 R 5k, o
224 T B FE PURE PRI O I IR R E R PN R 41
S B T Re i 4721

222 % PGC-la/FoxO1 Z BEft,  PGC-lo/
FoxO1 )2 4Bk 3 E il SIRT1 A%, HA PGC-
low 25 Z B Ak AT DAY i IR 08 1 S5 R A,
M FHLIEDR a1 Nif1/2 LRRi RS R 1 A S5 5%
N & 33 B R P 2B 0 e A R R AL B R AL 7374 6T
2 LIHALXS FoxO1 #E S iE RIS 4518 A —, T RE
HUe T B SRR A/ B S BR A A, tH S 5
. BRI A R R AR, Z2HmENEYA
PR A% QBB SIRT1 #Efi ] PGC-
Lo ZBAL, 820 PR X AR P A Uk 2o
AW E RS DI RE RS R REIR, e 2 O W JR 0 O
WURTS, A 2452 T Wl R Re 0% iR AR A AE KR
HHEIL ST 42 SIRT1 M i3 PGC-10/FoxO1
2O, SEIMR NI R A AR IR RIRIA, o5
REAREIZEELUC, FIAEHL, /NEBERUTT. JK K]R8,
FHSHR 1A BERREAUY, BHR 511 P05 R H 2K
AR o

2.2.3 Ui% NF-«xB LBt SIRT1 A H#:5 NF-«xB
p65 WHLEL, FHAFFMEL S p6s 310 A7 SRR
fb (K310) 5 ZRAAE R, T e Sl
FE TNF-a FHEEER FREAC; Ak, SIRTI iEfE
I % 4k p300, AT p300 [ 2 R R
W, CAEHED p65 B ZWifk /K1, 4] NF-«xB
W EREOE, TP IR B 5 2 w] i
9 SIRT1 #1458 NF-xB p65 (K310) Fl H3K9
2 CTRAL, A J R I I e A A T R R IR
( nicotinamide adenine dinucleotide phosphate ,
NADPH) S8 A7 J PR 5 S FRAIG, SO0 PR /Lo JUL
NERANEEAL N2, A= 8 1 F ZEPE RO - 3% T8

TCHAE R FE R B iR = B A TSP db/db /U AE
PER . BAmS, 425 ool e Hus
AR 2A KIRME NF-xB p6s BEfRtk, R
F O REIE IS SIRT1 SKIRMK NF-«B p65 LBtk .
KPFE T H A E R Z BB RHIH] NF«B &
A T FS B PR 993 B0 R I OB ) Ak, A
AP ISR S 2 5 77 i B TR B M
=R A YT RS, Hr 2 by 804
[FEFERERS F 1 SRIT1 RIBAIK NF-xB p65 LBEAL K-
AT O S R R Y 0 K R R 2L AR R N
7 NRK-52E 40 a4 98 R S5 1

2.2.4 HAh Al 2@ 2 AW kES SIRT1
FOHI 0B T A S pS3 B kb, B kLA
J8g-2 (B-cell lymphoma-2, Bel-2) #4011, PHEEERK
K HA ML S HNE-3 (cystein-asparate protease-3, Caspase-
3) AL, TR AR T, I AR R
A DR A P R I R R O A0 A R T RE SR
SIRT1 Fifll 7 AL BT F 5 L3 1 FH i 50870, 5%
- rp A B R o 1-F SR T L R R BN RO
JULZH AR T B 8 1) HOe2 4B b SIRT1 i,

et SOD2 % Wik, ki TGF-p/Smad2/3
PR IS8, B SR AR PRI 51 S 1) S AL SRR
15 B U LT A

2.3 iRz EREK

2.3.1 ¥ Smad7 2 F=4L WL E Y, Smad7 AERS
ERHERE TR B3 12 2% HH Smurfs A1 Arkadia
SR TGF-B ZME AW+, ULE ARz =4
ff AR E B AR, id i 5 s AL £
47 Smad2 1 Smad3 ¥, #1152 TGF-B/Smad {5
S SR T YAk . T2 B TR T R s
1 Smurf2 HKFRPEH) Smad7 12 BALFEME, B&THBT
NF-«kB UXBh 'S T 2 5E M TGF-p/Smad3 /3 [1'H
kLR Al LAV TTRE R B R0 T BRI 540 1Hy
2 B B HH] Smad7 FI72 RALPEAR LR E Smad7
(MR A RIE, FEMPHLET TGF-p1 15518k LA b i
JRUURRAN R B Ak, 5 244 5038 W PR s 10 UG )
LA S 101021,

232 HAth  ZEERMARECER 71 524K 3(progestin
and adipoQ receptor 3, PAQR3) s& #iE ARG AT 5%
BT, AR ARG @I R iE DNA &4

9 2 (DNA-binding protein 2, DDB2) /5] PAQR3
2 BRI PI3K/AKt Hil i i 2 e o B
GG, SGERE R, MUK DDB2 5 LR EH
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W HIGH3, K ZRERE ] IRS1 2 &AL,
I IRST ik, MIMPKE KSR 58 Rt
e KKAy /)™ B PR R 5 ZR A0 6 ) BB A 2R AL
it A0 A P AR A A T fE 0% 30 e 00 ) A AR TR ) A
/MBS & MPCS H LATRE R ' 9 7D B 2 e IR
LA L 4 (glutathione peroxidase 4, GPX4) &
o HETT 22 ff S8 A SN R S T2 15) . RIR R ZBAEY)
Tuk R W] B AE F TR PR B 0 BRI ZH 24
A= BRI N /NER A B2 HRGEC 48 i H () g BB
E %1 1 (adiponectin receptor 1, AdipoR1) F4fl
Hz #4k, #fRE AdipoR 1I/AMPK 15 5@ 8,
PUBR AN FILRAERLL) . =K E L&
ANZ BIFREW E %S Keapl 454, BT %4 E3
2 BRI WA B A T4 1 Csynovial
apoptosis inhibitor 1, SYVN1) {23 Keap1 7F K108,
K323 F1 K551 {7 stz R AC R F G AR, 20T
N2 5 Keapl R Nrf2 #% 5147+ Nrf2/PGC-la
SEMER, AR STZ ) ApoE ™ /INRIEAL
LRI JERE SN, $ 7 N2 528 W] Be A2 b R AF 30
XS AERE AL B LE VR IT 2507 . = mE BRI G A
R 4L B AR S oK AW I Lo+ 45 & B E
g5, ARAEHZ Z AU I HAZ e Ak T T i
TXNIP #3%, 551 TXNIP /-SRI L B 4iThEE
FEhT 5 AT A E AR 2R A8

2.4 BIEHEELIES

24.1 VARt —AGEs  AGEs 25l
PLF 77 TH 2 508 R S H IR RE R 2R e AGEs
DOy iIE N e S N e e S IO E |55 ik R PR 5
HLAGERI AR, 5] S L 2 1S IR A R T RE RS
[ IS Al 5L A AR 00 P ) 2R 1 D e R AR U n g 2k
T G AR A A7 i %) TRJ Rl 5 40
W& 32 /4 RAGE 45&1il%Z MAPK/ERK. S100
54548 H B (S100 calcium-binding protein B,
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