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WEE: A FUAE R AL AT 3 R B 25 K AT 2% (Aglaia odorata Lour.) EL A5 Pusi i v i 2 op 25 20 S mt -, SR A K
B W 4% &1 U 8 (rat adrenal pheochromocytoma, PC12) 4H i %4 B | <5/F & (oxygen-glucose deprivation/reperfusion,
OGD/R) B, | F 240 i 55 77 26 #F T A2 52 [RI 7 Z= A7 1 (stable isotope labeling by amino acids in cell culture, SILAC) 45
G PE A AL (thermal proteome profiling, TPP) £ AR % & KAT 2242 UM ) B # AT L SBE, JRIR FCHE AR5 5
TR, PRI RATF 22 2 ARHE I F L . W TR I, SKAT 2260 OGD/R 75 5 I A0 22 240 P 4 49 A DR AR, ]
23R PCL2 40 i A7 3 3R L PR K FL R I &0l (lactate dehydrogenase, LDH) % Jift Fl1 i 4 45 (reactive oxygen species,
ROS) 7K #8 i % 58 R I 28 /N4 AT A A2 K AT =2 T A (0 4 FH I A, 3 s D e 6 2 5 i A QT 45 Rl A Q U5 5 36 1 A
Ko X EE BB AE W) D) B S R 25 SR R WY, K AF 22 W HS 0 OGD/R 5 = (1) PC12 28 Jia )l # = 1% % (adenosine
triphosphate, ATP) & & 32 /5 42 b (A WP I 53 0 M L T e B A 8 PR ASE il B A B S Ak WD A8 ik, 9 E i AMP
A 8 E UM (AMP-activated protein kinase, AMPK) B2 16 7K S TR 95 & 1 (sirtuin 1, SIRT1) Fid A4k
W PR 8 B WG B2 AR y FL B I F 1o (peroxisome proliferator-activated receptor gamma coactivator 1-alpha, PGC-1a)
MRk . 48 LETIR, KAT 2 Ref8 03% OGD/R i St 2 4 K45 5, B 232 i &R 4mid v, HAE A LHI P s 50
% AMPK/SIRT1/PGC-1a 38 % 4035 2 KL Dy e A e AR 2.
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Targets and mechanisms of Aglaia odorata Lour. in protecting PC12
cells against OGD/R-induced injury
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Abstract: Based on our previous finding that the traditional Chinese medicine Aglaia odorata Lour. exhibited
therapeutic effects against ischemic stroke, this study aimed to identify its target proteins with stable isotope
labeling by amino acids in cell culture (SILAC) combined with thermal proteome profiling (TPP) strategy using
oxygen-glucose deprivation/reperfusion (OGD/R) model of rat adrenal pheochromocytoma (PC12) cell, and
explore the target-associated signaling pathways to reveal the molecular mechanisms underlying neuroprotective
effects. The results showed that A. odorata exerted a protective effect on OGD/R-induced neuronal cell injury by
significantly increasing the viability of PC12 cells and reducing lactate dehydrogenase (LDH) release and reactive

oxygen species (ROS) levels. Target identification revealed 28 proteins as potential targets of 4. odorata,
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predominantly associated with energy metabolism-related signaling pathways, including carbon metabolism.

Additionally, the verification results of the biological functions of the target group indicated that A. odorata

increased the adenosine triphosphate (ATP) content in OGD/R-induced PCI12 cells, enhanced the activity of

mitochondrial respiratory chain complexes, elevated the mitochondrial membrane potential, reduced the production

of mitochondrial superoxide, increased the phosphorylation of AMP-activated protein kinase (AMPK), and

upregulated the protein expression of sirtuin 1 (SIRT1) and peroxisome proliferator-activated receptor gamma

coactivator 1-alpha (PGC-1a). In conclusion, 4. odorata could alleviate OGD/R-induced neuronal cell injury and

exhibit significant neuroprotective activity, possibly through the regulation of the AMPK/SIRT1/PGC-1¢ pathway

and improvement of mitochondrial function and energy metabolism.
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IR H AT, ¥E T BRI AR R A R SR 2
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I7, ARG RS FH 52 21 e B R 1), SOE M T2tk i, R
3/NIHVR YT, FLIG R YT R H AR . il A R B il i
6 ep B DA R B TR N R Il PR Y5 A 24 W7 Ak S BR A
AT R BICAE i 26 v 5 475k i 1 8 5 B R 2
B R, AL AR T e S i RE =2
AR KT BRAR S A R IR ST V55 56 i 24 i 4 28 R
PR E S BRI, An ] v A sk LR i 26 o 51 Y
TR T S G L B R AN R R S L | !
LRI RE, 3- 1807 V6 Bl 1A i 2R w24 ) A
YR IT BEAR, A4t SR 2 S IE T ol M s 1Y) B R
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i A g T R JEET ., RIEA R A X
BT 288 B 2B AR IR AR, LR T R I A ik A6
T SR A T R D), A SR L i A R R IR R 2 R
I AU LI B B AR R 5 55 22 AN SR T B R
PR B B T s B2 2%, 25 4 FBE R R AL i
AN A, PR T IR R B o PR, SR AR
B HR, 48 7~ Pl s ifi o 24 16 B A A 2 0 1
B, 5T A 24 R AR A A J AT B8 3

o2 ORAT 2 N RBLRAT 22 IR A K AT 22 (Aglaia
odorata Lour.) IR, (FPAEARFM R LI EEIE N
2 AR OB I 3296 R DT R R T 45 4% R e
B KA R E E AL R B =W R
Flavaglines 2 e 2 | 8 R 8 KoK g 28560, I8
ALAE 7 08 PU ok A i 26 R 25 b, B OR IRAT 22 A
A P s 0 AE A, O RO 3l kB #E (middle
cerebral artery occlusion, MCAO) #& 7 K 5 A i 452 45 B
A W ORIAE R, BT RLA 208> MCAO Fir S fisi

HUTH AR, 3005 e o A O A4 A1, EK AT =2 B i ik If
(AR T SR 23 AL i ANTE A o AR ST 2R
B g % 41 B 987 (rat adrenal pheochromocytoma, PC12)
a0 A & BE F ZF/F E (oxygen-glucose deprivation/
reperfusion, OGD/R) 15 T4 A5 381 £ #I o 5k 1 75 34 93 352
3, B FOKAF 22 s 2 R VR, IR A5 77 26 10 R
Fa 5 AL E PR (stable isotope labeling by amino acids
in cell culture, SILAC) £ K 45 & # & B Jin 4H %
(thermal proteome profiling, TPP) £/ A %5 & KAF = H
AR FHBE SO, IR0 HE SR B 4T GO Th R E AN
KEGG i 2% 73 #7, 10 2 T8 s AE ) 7 Dh e R v 1
KAF Z P2 LR HAE LA o

MRS R

A@RERF R ERETNE TEE EEE
I, A6 I K22 2 5 F S KR 5 e BB K AT 22
JEFE Y K AT 2% (Aglaia odorata Lour.) 1) T 15 iR i,
PRAR I AF T AL TR R AR 25 B A A 245 1 4 1) o s
B 5 (No. 20220620). Earle's “F # & ¥ W (¢ 5 :
BB-43094) I H DU A4, RPMI 1640 £ 77 3 (185
C1187550B). MitoSOX Red (%75 : M36007) t H 3
Thermo Fisher Scientific 23 ] ; 0.25% f# B -EDTA V4 1.
W (5 CCO1T) . F R &= -HE s RIB G WM (185
CC004) Iy [ Jb 3t th BHE R FHE A BR A w5 5 4= L iE
(fetal bovine serum, FBS, 75 : AB-FBS-0500) 4 5 i
IR AR BR A 7] BEMEEE [3-(4,5-dimethylthiazol-
2-yl) -2, 5-diphenyltetrazolium bromide, MTT, % 5 :
M8180] ¥ H Sigma A 7] ; 45 & E Qe 0l (T2 5
CO121) AR H =R (ATP) #a A 7& (555 S0026)-.
JC-1 R IR £ (185 : C2006) W LT 2 = KA
FHEC A BR 2 =] BCA B F ok B2l e Wl f & (1% 5
DQI111) W H AL A & AEMH AR AR A A ; ROS k&
MARF & (P25 CA1410) LR LRI 55 2 AP 1iE
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KA 7 £ (555 BC0510) 2R K44 I 0 4 42 45 11
TG IR IR R & (B85 BC3230) W H b i R 3K = R
BA IR~ | AMP 5 AL 8 B B (AMP-activated
protein kinase, AMPK) Hif£ (525 10929-2-AP).p-AMPK
PUiAk (B9 839241-1-RR). ok S Ak 470 il 42 384 5 0 B0
AR p IS R T 1o (peroxisome proliferator-activated
receptor gamma coactivatorl-alpha, PGC-1a) $T & (1%
51 66369-1-1g) T H H X = & =W ARG R A A5 It
BRI 45 1 1 (sirtuin-1, SIRT1) Hifk (155 RM5031).
B-actin HiAk (155 BRO10) I [ 75 /N 18 B v A 45 A PR
/7 ; All-in-one RT SuperMix Perfect for qPCR (755 :
R333-01). Cell Tissue Total RNA Isolation Kit V2 (%
%5 : RC112-01)~ Taq Pro Universal SYBR qPCR Master
Mix (125 Q712-02) I F 74 5% U ME B A= W RH i 0 A
PR

FENEE 1300 series 2 4 W) % 4= 5 . EVOS
M5000 51 B 7% ' 2 fU e AR IR UK AE L — 4E9h T s B0l
AH B A H PG 26 1 B T BF B (nano-HPLC-LTQ-
Orbitrap/MS) ( 3% [E Thermo Fisher Scientific 2 #);
Sanyo MCO-15AC 40 ffd 5 7% 46 (H & SANYO 2 #);
TW20 18 i 7K ¥ (12 [ Julabo 24 7]); DXS-3 & & &
B (ARG AL AR A IR \]); TDL-5-A fIGHE & -0
B (i 22 SR EAES ), BP211D K % 40 4T K1 (18
Sartorius A 7 ); SR & HVALE (H A =38); Sunrise-
Basic B bR (B TECAN A #)); £ DhfeBEbriX (3
PerkinElmer 2 ).

KAFZ IR B (extract from leaves of A. odorata,
ELA) B & K5 K47 22 M IR AT B RO oK, IR
KA 20 g, TN 8 £5 5 95% EtOH, A #2HL 1 he i
DEVR, RS R A, R, AR S AR R (1,76 @)
DMSO BE il KA 22 B, W9 50 mg-mL", fifi J5 R
SEATRE IR HEAT A BE A RE, TAE MR AR I 50,100 A
200 ng'mL".

ELARRZME HUE & ELA, I195% £ B ik,
280.22 pm B AL DR B I B, 2R D8 VR AE Dy Btk A R .
HPLC 43 265 Luna C18 (250 mm x 4.6 mm, 5 pm);
FETR: 30 °C; A Y% K: 210 nm; Jidk: 1.0 mL-min’; i
FEE: 30 pL; WBIAH: K (A) -2 (B), oLk MERS
PeMt, &1 R 0~60 min, 5%~100% B.

MpEIEFE AL S AL PCI2 40, 1 T
BB =g B . ¥ PC12 45 955, I 58 a8 7%
B, BT 37 °C.5% CO, G 748 15 9% . AL T
W5 AR L A5 B 57 A h K B 80%~90% i, BT R A
0.25% Ji £ 1 V1 1k JF A% A 2 8 1) 56 4 85 97 Ak
FiI%

OGD/RIERIZE M MAEATE YN RBEFl G 15 97
24 hfdr 4 f N BE, BE 4 R o BE B IR (Barle's “Pfi7 £h 1A
W) BE A AR T ELA SR 9 2%, BT I\ Gk
AR E SRR 6 h, SR G T o e A FR 3k
B A AN R B ELA 158 A R 97 &5, JF 8 T 37 °C..
5% CO, I 3: 72 M o ST BE RS 97 16 ho 1R 8 4L AN
SRBE AL R, FH 56 AR 7R B MR R RE 7 VE A RLAL HE

MTT ERMARE S X B E KR PC12 48
LA 5x10° AN /LI % B 42280 T 96 FLAR ', OGD/R & 15
Fgh Zi b B S , W 3E BT A 85 9R A, AL NN 100 L
MTT TAEH, 37 °CEENIFH 4 he 4 h 55 i d TAE
W, & FL I 150 uL DMSO, 41 % 10 min i 1 48 5 45
o B 8 A VA AR, B AR ORI 570 nm % K WO M,
THE A

YRR LDH BRI H xS 2R KR PC12 41
PLSx10° AN/FL I3 e Fh T 96 FLAR 1, 2 OGD/R i 5
Je 45 25 b B I, B4 P b7 A B A T 96 FLAR .
FEFLINN SRR LDH AR TAE R, 2R A )6 T
37 °CiE L% & 30 min. W% E 45 0 )5, A FH B Aw OOk I
490 nm P AL O BEAE, A4 1250 & bn v it 2k 1 H
LDH il & -

LEREREE K PCI2 40 LL 5x10° N/FL ) % B
FeFhF 96 FLAR ', OGD/R i 45 K 45 25 Ab B s, W 77 T
HREFREE, PBSTEVE 3 R M 4% £ 5 F i = i [
4HA 10 min. F235 37 [ 2 W, PBS I ¥E 3 K, TN 45 &
B E IR S 10 mine )5, FEEQO0, PBS T
e 3K, N 100 uL PBS J& T &8 F W4 &
FEREREE

EF SILACH AR TPP 587 HU # 4 K 1
PC12 4 Jf, 5 I 1F 5 15 77 £ % #  SILAC H bR 15 77
B (& PCUN, B R AN UCON R R R BUR AR B TR
B (5 PCUN,- B TR AN PC N RS R kAT B R AN
FEAR, Fra R 2 AL R ARICHCRIE 95% DL E 13 5 &
PRAVEFRI PCI2 2010 7] E AR PCI2 4 fE M
ELA, 5 b5 B 4H M Ao\ 55 2 DMSO, [8] 44 79 2 41 fifg
HE4T OGD/R i 455, FFUCAE 41 B, T 60 °C i #4 3 min.
A5 FH I R N AR 1 A i R R R i AR 2 L, T 4 °C
12 000 r-min™ &> 20 min, Y& 35, B 5 br FE bR
PC12 4 24/ UL 121 (9 EL 91 IR &, B A J5 1) nano-
HPLC-LTQ-Orbitrap/MS % %& & 1. #3148 0.1%
B -7K (A)~0.1% H R 2B (B); B FE e AL 7 : 0~
70 min, 2%~40% B; 70~75 min, 40%~95% B; 75~
95 min, 95% B. Fiili &N FBIE HE 1.8 kV, IE&
TR, A 4 % BN m/z 350~2 000, F A
Thermo Proteome Discoverer 6 & ¥ /4 SEQUEST %
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JRBCHAT R R LI .

HAEREMFEINRESH N IUSEERE AL
RBEAT . TR EARA CRAF ) 5ERFA
(DMSO) Lt KT 1.56%, HEZEMHP<0.05MEA, I
F F Uniprot 4% % (https://www.uniprot.org/uniprotkb/
P09972/entry) X} 1% L 7 53 85 [ #EAT WA ThREvE R, 15
B K AT 2298 72 1A B8 RUBE o a3k T 56 T 78 42 I
Metascape (https://metascape.org/gp/index.html) 1 KEGG
(Kyoto Encyclopedia of Genes and Genomes) % ##i % %
# S B HEAT GO (gene ontology) I HE 4 #1 F1 KEGG il
H AT, B FIE KR, P < 0.05 8 & S50 W35
B fE o I AE 2 Wk Tl AR {F (https://bioinformatics.
com.cn) Xf & £ 45 BT P AL AL 2 .

A ROSKFAEM  # PC12 411 L) 8 10°4/AL
()% BEFE PP T 48 LR, OGD/R G 1 [ 45 # i ¥ )5, K
2,7- &R MK = LB (DCFH-DA) R £ o Il 4
fl A ROS 7K ~F: 4% & 111 000 FH G 1L i 5 7% W0 #%
DCFH-DA, F 41 o 5 77, PBS 75 e 3 I, F4 A Be 4
'] DCFH-DA I 21 240 il 55 7% B e, 37 °C L s 7
20 min; F# 2 DCFH-DA, H JG IfiLi# 40 g 3 77 W0k B 4
JE 3 U, BRI 9% 38 5 EVOS M5000 %<6 {2 il
FA I REEIR

ATP E 28 K PCI2 41 LA 1x10° /AL %
FERERT T 6 LA, OGD/R g4 [ 45 245 Ab B, Yo B 4 i
For I ATP 25 5, 42 R0 & vl W B4R, A 2 Dhie
BRI 27 R GRS I RLU AR, AR s v il 2 v S
i ATP P

LRAEFRESAYLIGEHERN K PCi24l
J A 1x10° AN/ FL 1 8 5 F T 6 FLAR, OGD/R i &%
S 2 AR T T WA B A G DN L A R B AT 5 D
P IR ) & i W A

Y BB 2 K1 14 BE BB {i (mitochondrial membrane
potential, MMP) %0 K PC12 41 g LA 8x10* ~/4L 1
% R T 48 LR, OGD/R & 45 K 45 24 kb B )5, K
JC-1 By tfr il 4 i MMIP: $22 i 1K 7710 0 B A5 C ] JC-1
Gt TARM S G LG v, W S A L 5 57 5, PBS T U
3, N IC-1 Bt TAR M, TN L 15 - A6 0 B
20 min, T JC-1 %t 2% pf 03 ¥k 2 X, Fl EVOS
M5000 % 't B il 8 W 8¢ IR R AL MR . K H Image] K
P53 B MMP 224015 00

Table 1 Primer sequences for PCR

MitoSOX red & 4 PC12 4 g LA 8x10* 4N/4L
) 5% £ B Fh T 48 FLAR, OGD/R i B Jr 45 25 i HL )i, K
F MitoSOX red 4 €& 46l 41 ffg 2% %L 44 P 1068 S8 AL 40 -
oz IR AR ) 2 0 B 5 T 1) MitoSOX red % 0 T4 i 1% e
R, I A RS 3R 5L, PBSIE U 3 WX, I Mito-
SOX red G4t TAEM, A GHMLRE 724657 & 30 min, JIA
PBS % ¥ 2 ¥k, Fl EVOS M5000 %¢ )t 5 1 48 W 42 9 %
BB . R Imaged A 43 SR04 N 16 A A0
K-

SRS Y E 2 PCR (RT-qPCR) 247 PCI2 40/
HEAT OGD/R i A% J 26 25 Ab B2 5, WO 46 40 42 HER 7 &
Yo B IUE RNA, JFi¥i 8% 554 cDNA, #E1T RT-gPCR
ST BT 51903 K F NCBI /) Primer-BLAST 7£ &
THE® . B0 W NCBI 4 & 3R
H bR 3L A 125 5 81, 45 4 Primer3 80C1F H 80 2E 6 i
5190, B8 J5 F FH BLAST T Re 5 51 95 7 1 336 47 3840
PCR 5| B RV EM B AR A R AR &1L, 5197
W1,

FE R RZENIE (Western blot) 2347 PC12 41 i3k
4T OGD/R i 15 [ 45 245 /b B 5 , WS4 i I I N &5 1% &
F ol 2 T 17061 791 A1 1% PMISF 1Y) RIPA 24 fft i $12 B 41 iy
SV, SR BCA VER 2 I B2, 38 &% 4 40 i 2
FIREE M 5x 8 H EFEZZ 0, T 100 °C4x & it &
5 min i &5 B A2 M BUEE B A 5 2E AT SDS-PAGE HLIK,
W R (17 2 PVDF i L, 5% B RE 98y = R 35 141 2 h,
HINAHR. —H71, 4 *CREPKIF & 14 X H TBST BEMEL 3 X,
JH¥ PVDF B T —hih =i & 2 h; TBSTHEMEE 3 K,
B EUR T AL 2% I 6 iR i 52, R H Tanon-5200 2 52
AR . {5 Imaged #1F 53 1 i U AH N R I & .

GIrF D T E SR Y £ bR
(x £5) #7~. FH GraphPad Prism 8.0.0 %44 XF 52 56 45
RHAT Guit 25 5 M, FEL B B, d o SRR R % S
HT (one-way ANOVA) Al £ #6536 b 55 %% 20 54, P < 0.05
NEREHGIEE L.

ZFHR
1 ELAWERD DI

K F HPLC 207 1 ELA [ 1k 2 6 SU IS, DLt 2
WP HEAT 4%, ARFFRE IR R AR e MR B P . &4
A5 21 ELA 18 80385 WL 1. 30— 20 R R 4 A

Gene Forward (5'-3") Reverse (5'-3")
SIRT1 AGCATCTGGTATCCCTGCCT CATCACGTCAGCCCGTATGT
PGC-la TGTTCCCGATCACCATATTCC GTATTCATCCCTCTTGAGCCTTT

f-actin

GGCTGTATTCCCCTCCATCG

CCAGTTGGTAACAATGCCATGT
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W1y B AL A PR B A 7 AN IR sk e 3 AT T H
ik, 43 5 4 odorinol . odorine . 4,5, 7-trimethoxydihydro-
flavonol. eudesmin. 5,7, 4'-trimethoxyflavanone . aglaxi-
florin D 1 5-hydroxy-7,4'-dimethoxyflavanone.
2 ELA{®#° OGD/RIFSH PC12 4HiE5 15

K MTT iR I 40 o A7 35 22, 25 R Wor (B2A),
HIEH 4/, OGD/R i #5541 i i /) .35 T B (P <
0.01); 5 OGD/R 4HAHEL, KATF=EE45 2454 (50 #1200 ngmL™)
() 2 i 3% 70 382 TF i (P < 0.05). LDH A& il 45 5 4
2B iR, 5 1EH 4R H, OGD/R i Ji5 41 i LDH B il
SEEEIN (P < 0.000 1), KAF =452 40 ¥ J5, LDH i
SR B AR M B PR (P < 0.05, P<0.000 1), &5
B R (B 20) BoR, S5IEF 41, OGD/R & 5
A 454 TS AR R LU 3G 22, K AT 22 B S 38 I A %
YRR RN A . ROS A& 45 5 40 P 2D B

500
400
300

200

Absorbance/mAU

100

L

N, OGD/RE R f5, G BIE 2, R4
ROS /K- T 5, 1 AKAT 2245 24 J5 2% B 4H 48 7l it
35 B S R, U B OK AT 22 AT 2> OGD/R 5 5 1
PCI2 418 A ROS A . LA &5 B W], KAF 22w LI
RPRY OGD/R 5 3 (141 40 40 453 4%
3 ETSILAC-TPPHEAHKFZIBFLEE

KM SILAC &5 5 TPP BA X K AT 22 2 B 4 2
PRI R F B8 OB R AT S50, B A 8 R il T 3A
TNe GG E, L1 602N E A, AR
F Al BB 3B Fos, KA 2 5 g dltm T 1.5 7%
HEZEMP<0.05HEEFAH 614 . 44, #id Uniprot
B (https://www.uniprot. org/uniprotkb/P09972/entry)
XF 61 MEAERE RUEAT W0 Th e iR, AR HE 38 s D e
B AZ OB A 2 AN B 2R B 1, 4931 28 A oK AR 22
PR A ORI B, BUONKAF ZAE SR B Horp, R

NO. Ifx/min Compound ID
1 21.77 Odorinol
2 2527 Odorine
3 28.03 4'.5,7-Trimethoxydihydroflavonol
4 2882 Eudesmin
5 30.52 5,7,4-Trimethoxyflavanone
6 32.09 Aglaxiflorin D
7

38.13 5-Hydroxy-7,4'-dimethoxyflavanone

Time/min

Figure 1 Chemical fingerprint of extract from leaves of A. odorata (ELA)
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Figure 2 ELA protected against OGD/R-induced PC12 cells injury. A: Cell viability of PC12 cells; B: LDH release of PC12 cells; C:
Representative images of crystal violet staining (scale bar: 200 um); D: Representative images of DCFH-DA staining (scale bar: 200 pm). n =

6,X s P <0.01, P <0.000 1 vs control group; P < 0.05,

Ak

P < 0.000 1 vs OGD/R group. OGD/R: Oxygen-glucose deprivation/

reperfusion; DCFH-DA: 2,7'-Dichloro-dihydro-fluorescein diacetate; LDH: Lactate dehydrogenase
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PE % R 1% 4ii i C (aldolase, fructose-bisphosphate C,
ALDOC) J& 1% 45 il 53 12 LA, A0 W 8% fige 1) S B 2D IR,
EPRRME RGH & EFE, KRB S5ME i S
IR VR W R0 R B0 P M A 0 A G B SR B, B
P fife AU A 1) 7 ) SR -1, 6- g R AN 1 4 I Y
AMPK {41751 %] B SR 52 M 175 0% AMPK, 35 L ) AMPK
AT 5 WK AR, T R PR E SR I i 2 v ) R
Proeb B SCERAE UL HE R HEN, K AF 22 0T R E
1] ALDOC 1) 425 B 1 fife 10 1 W 3 A0 e 568 M ol I 453 1%
2 R R 25 SR U 1 (GLUDI) M 1b 25 2R it 2 A
1 o K IR, W48 e R GLUD LI R IE 51 K&
RAEAS T 1Y R R Al A 2 R RSO In, 3 B & e M A
PEIRAGN, HEMOK AT 22 W] g a8 /E A T GLUD LT %
N S R R RS AL G N, & LSNP Ak (B
F o L-AREHEE JERE (DCXR) J& T 55 55 i & /4 5
Wi SR, & B0 I AR iR LR B B S S K - PR
&2 SRR BRoK AL G AT, DRI HEDI K A
=2 ] HEJE A T DCXR M i 1 4% e 2 AR e 325 1o dh 1.
s .
4 KREFZHIBEMZINEES T
N TR ERFUKAT A RS SO B AR A ) o
Lhige, E 3 5% i i 19 2 1) 28 N8R AT 1 GO Ty REAN
KEGG # % & £ 7 #1. GO T EE 7 M 15 2K AT 2= 8 A
BEEE W)L 2 (biological process)- 41 il 2H % (cellular
component) F1 4TI fE (molecular function) 7325 _F )
BEHEES, KA B EoR T HEA TOPS I E &% H -
Horh, KA 28 GBS 50 EYE R F ST %
g & AR W & £ (nucleoside phosphate metabolic
process)~ ¥ A% Bk F£ 1) /N 4 7 AR 1 i 72 (nucleobase-
containing small molecule metabolic process). 5 "2 14 1k,
A W) AU 2 (purine-containing compound metabolic
process) % . 4> YIfe 3 EAHE ATP K @iPEE A S
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Figure 3 Targets identification of ELA. A: The workflow for cellular targets identification of ELA by SILAC-based TPP strategy; B:

Volcano plot of cellular targets of ELA. SILAC: Stable isotope labeling by amino acids in cell culture; TPP: Thermal proteome profiling
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