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REINSGXTFEAL p53 REFENEAEFEANEESBERERREMZN

F F'S,RWW
(1. PEICITE R AR 2B, Hoft 2290 730070 2. B it i 45 L B2 AR i SRR e, HI Bz 742500)

[WE] B HIHREI T KRR B p53 A HL R 09 A kA BRM1E 5 @38 A R Ak ey vl A BT SRR AL
AL AL 109 R, FTIE: 30 A Wistar K R MMS A 3 A (n=10) KAEIK L2 (LoLo) . & 4E 5 %44 (HiHi) A= &4 & 419 48
(HiHiLo) , A % 30iE3# 1 500 m % AIRBL, BEILAEIK 3 500 m AIKARSL, B K KA %5 EIN% 5 BJE , BIE W kLT 4 R
BARIE AR, Real-time PCR # p53 20t & 4% ¢ AACEES R 2(SCO2) , &% ¢ BALEE A T (COX 1) Fo 5 2 BE e Blr 2
(GLS2) mRNA & i& , Westem blot # ] p53.SC02.COX I #= GLS2 %& & 4. ik ; ELISA M| & o-FA % =82 Bl &85 («-KGDHC) , 4 e &, &
¢ BACHE(COX) & ATP 48 ( ATP synthase) &, & R. D5 LoLo #Lt %k, HiHi 4= HiHiLo #L p53 mRNA K F % ¥4t & (P<
0.01) ,HiHiLo #8 p53 & & % A K-F B % F & (P<0.01) ; HiHi #= HiHiLo #1 SCO2 mRNA K FF & g KA KR F ¥ R % H & (P<
0.01) ;HiHiLo £& COX I mRNA &-F 2 #H % (P<0.01) ,HiHi 2 2 # 4K (P<0.01) ,HiHi 21 COX [ & & Rk K -F B F & (P<
0.05) ;HiHi #= HiHiLo 21 GLS2 mRNA & -F 3 2 ## & (P<0.05,P<0.01) ,HiHiLo 2L GLS2 & & KA KF ZF T (P<0.01), @
5 LoLo 83t 3% HiHi 28 a-KGDHC #= COX #1439 % % 4% ( P<0.01,P<0.05) ,HiHiLo 213 % & & (P<0.01) ; HiHi #= HiHiLo %1
ATP synthase & & M Ao ds FE E M3 2 H I3 (P<0.01) . Fi8: S & HAK LA X KB #I ps3 B A 45 69 & AR AR

125 BHANR BT R E#FKF RS T BILEANA BB,

[X&&iE] p53;
By, ATP 5B
[KEY WORDS]  p53;  synthesis of cytochrome ¢ oxidase 2 ;
ic dehydrogenase;  cytochrome ¢ oxidase; ~ ATP synthase
[FESZES] G804.7 [ SCHERFRIRED] A
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ARSI, pS3 S 20 42 80 4ARAR K B XL — R HE A,
B F N 17 5 Y AR 20 16 ~ 20 KB (19 5 5 41 DNA
i g 53 KD B, A S5 U L DNA 255 9
WILHEE SRR P L SRR ST R B, pS3 2 —Fh ik
T RE A 500 A S PR 1, LA e AT T e A 1 56 200
PR (A i g P FG R 4 e AR 3l e s S TI-
GAR ( Tp53-induced glycolysis and apoptosis regulator) LA K I
TR H Il R A2 51 il ( phosphoglycerate mutase, PGM) [ A

[HETWE] EERARRFIE4YEBITE (31760295)
(Wi EHA] 2022-05-17 [1EEBEH] 2022-09-16
AEHAESE] Tel: 13919079404 ; E-mail: 1ijie2005ty@ 126. com

cytochrome ¢ oxidase subunit [ ;

MG F c RALEES R 2; MIBE K c ABER A T, S RABEMEE2; o-BA R BRI AM,; MIE X c A

glutaminase 2;  a-Ketoglutar-

[ 32Z= 45 )1000-6834 (2024 ) 01-180-005

B, B E R o AALEES AL 2 (synthesis of cytochrome ¢
oxidase 2,SCO2 ) F14% & WERE B 2 ( glutaminase 2, GLS2) 345
LR AT T p53 ANtk 2 S EOLIAFE A B T Rl i
Ao 200 f A 4V R e o R R A S R T 4 v ML A 4TS ) K
S ps3 HiE SIS B TE R, p53 Xitis sl 2R
SR ELAT HILET A28 R (1 5 S 1 5 Bl o B 1 SRR ps3-
SCO2-COX T -5 46UV W% o i 7 )N & 1A it 32 [l ] 2 2%
AP A RAERE RO AR R GRS A 4R Ok F TR R LA AT
ST ) I SR R B A B I 5 05 12, H TR DA I 5
X p53 B RS 2R (A AT S8 38 B A G TR 1 522 e B
FHGE, 5T, ABFFT R0 o UL A A1 25 R B A L
pS3 B LR A AT S Qi AR G F——8C02, COX
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I Je GLS2 HEHFRik , DI SRR = FRIRIGIA , W W 4 1) BE Y

A RIHIR IR B ML pS3 S HLIR A 0 o T 1R
I B RIS , DL KR R A R R B RERE ) iR,
IR RIHRES %

1 MRS HS

1.1 Xzhi

TAERIEE 2 A #E Wistar KB 35 H (H 22 M K2 R 2B
s R R (180£20) g 2245, W RIS
1.2 FEHBSKA

—Hi (p53 .SCO2.COX I .GLS2) . —#i HRP FIH =
GAPDH( RN E R YR HARAF) , B A IHE—West-
ern BrightTM ECL 1 Western BrightTM Peroxide , 38 RIPA 4
R (AR RS F R AR A F) , RNA $2BURF Trizol | cD-
NA 55— 455 BURF A1 9¢ e Y B—TB GreenTM Premix Ex
Tag TM I ( KERAYWARNTE), SIWHKEFEY
(TaKaRa) #2t, o-f % — R M & i ( a-ketoglutaric dehydro-
genase, o-KGDHC) i3] & ( g8k 57 ,ﬁﬂﬂ@.ﬁ%‘% c A AL
(eytochrome ¢ oxidase , COX) Fl ATP & i ( ATP synthase) 35
(R .
1.3 FENE

RN (AR , S E (DSPT—202, R EATM ) | B
B HL( eppendorf5424r, f[E ) | Real time PCR X ( BIO-RAD,
CFX96TM, £ [) , 25Nt T (UD730, 6 M) |, SR A
% ( BIO-RAD, Universal Hood 11, 3£ [® ) , i #% 1% ( BIO-RAD
680, %),
1.4 HARKREAREERN

DI Y R 1 500 m A A5G B K 3 500 m
REIEE . SRS 7 IR BREAT #5328 3h (IR K
REIR S G A8 SE N, AR YRS N SO, R B 30 UKLk
TR
1.5 KBS IGHE

130 HARRBENLIIS R 3 A (n=10) ATHLLA (Lo-
Lo) i AE i ZR2H (HiHi) Fis £ 5 27K I 25 ( HiHiLo) . Y%k
TS H  LoLo 41,55 1 RIS 2 J&32 2h# BN 35 m/min,
2 B4 154 30 min F140 min; %5 3 JEFIE 4 JRliz 5 B
A 37 m/min, iz S E] 53514 40 min F1 50 min; 25 5 &2 3
HEEA 39 m/min, 32 BT 50 min, Y145 H FAE H KR
R 24 hIIFEH AR HiHi 41,45 1 BRI 2 B, i3
BER 30 m/min, 38 ZEF ] 435 30 min AT 40 min; 2 3 J&
54 8 B EhH AR 32 m/min, 38 BTSN3k 40 min F1 50
min; 5% 5 &, 12 3hHEE H 34 m/min, iz 318} A 50 min, Y%k
HAMAR B H R BV R 24 h $97E(RSE3REE, HiHiLo 4% &0
#5757 %27 LoLo 40 AR I Z: 75 22 Ia] HiHi 4 (F&R %) , Y
2 H AR B R RS R%LE 12 h 7E{R A FRES 345 12 h 78
WAMEL, U BN 6 d, R 1 d, 0% 5 8,
1.6 B S&uEsE

5 NGRS UG , BT R BUE 4T 0. 4% (1 50 1 L 22
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H9(0.3 ml/100 g) BRI, BUBEPY Sk WL, AR AR A7 T . R
PRAEFEAEUH 4C T E 5 min BlLAL, BGE &A% U Sk MUK E S
BYRE JE i () A (ml) = 1. 5 MILAZE [ 100 mmol/L
sucrose ,50 mmol/L KCl,5 mmol/L EDTA,2 mmol/L. KH, PO, ,
50 mmol/L Tris-base,pH=7.4,4°C |, 53¢ %5 5) 3% (60 Hz, |
AR 180 s, I 180 s, L3 U0) . 1 g HEUMA 1 mg #f
AT B B ( Nagarse protease ) FIRMEE 5 min J5§ S A&
LR MR, FRRSIH (50 Ha, 1 FAI3% 120 s, [HIFR 180 s, 3k
20) o SIKH2 000 r/min B0 10 min, BUZBE LA IE,
FUUE, i VS LA 12 000 v/min 5.0 10 min, 3 F3E, U0
V€ B F I (100 mmol/L sucrose,50 mmol/L KC1,0.5 mmol/
L EDTA,2 mmol/L KH,PO,,50 mmol/L Tris-base,pH=7.4,
4°C ) #2852 20F . 12 000 r/min FEE.0 10 min, WAEDTTERD A
LRRLR M BB TR IR AR
1.7 pS3 REFEHENEFTEREBERAXEFERR
Y E

p53 AR ¢ AL A A 2 (synthesis of cytochrome c
oxidase 2,5C02) , 4B K ¢ FALFIT L 1 (eytochrome ¢ ox-
idase subunit I , COX T ) F14% & Wk % i 2 ( glutaminase 2,
GLS2) mRNA 1 H] Real time PCR #EAT K, 25 (1 234 1
Western blot #EATRIM . §7 15| P 3L K )F 513k B NCBI £4%
Ji= ,primer5. 0 HATSI YT, p33 51¥1. F5'TCCAGTTCATT-
GGGACTTATCCTTG3', R5'" GCTCATATCCGACTGTGAATC-
CTC3', SCO2 5| #): F5' GACCACTCCATTGCCATCTACTT3’,
R5’ TTCAGGACAGGACACTTTGGA3' , COX I 5| #. F5’'
CCCACTTTGCCATTATATTTGTAGG3", RS’ TTTCATGTGGTG-
TAAGCATCTGG3', GLS2 5|#].F5' CGCATGGTCCAAGAGTC-
CAG3’, R5'"GGCATCCTCAAATATACGATCCAC3' ,
1.8  ZRAI{k =R ERTR TR R MR IR S B 14 B ZE

ELISA J5E o 1% — 2 I SUB ( a-ketoglutaric dehydro-
genase,a-kGDHC) . COX F1 ATP 45 /i ( ATP synthase ) 7 PE,
BCA A I Lok A 2 11 SR B
1.9 SritzFarE

P B LA b 22 (x+s ) 278, SPSS 13,0 43
FTHLN 2R J5 22 (one-way ANOVA) 7347,

2 R

2.1 RAXBEHKA p53.SC02,COX I #1 GLS2 & HF i
FHILE B

p53 mRNA, 5 LoLo 44 L%, HiHi 1 HiHiLo £H4 i 3 7}
Fi(P<0.01); 5 HiHi 41l %, HiHiLo 41 B % 71 % (P<
0.01), SCO2 mRNA, 5 LoLo ZH#H Lt , HiHi A1 HiHiLo ZH5
HTHE (P<0.01) ;5 HiHi 4140 b, HiHiLo 41 . 7+ ( P<
0.01), COX I mRNA,Y LoLo ZH#H ¥, HiHiLo ZH & 2 71
(P<0.01) ,HiHi 21 W &A% (P<0.01) ; 5 HiHi 414H L, Hi-
Hilo 2l B #FFH# (P<0.01) , GLS2 mRNA, 5 LolLo 41 1L%%,
HiHi 1 HiHiLo 41 ¥y i 3 7+ (P<0. 05, P<0.01) ;5 HiHi
20 LA HiHilo 4 .3 7+ (P<0.01,% 1),
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Tab. 1 Comparison of gene transcription of p53, SCO2, COX
I and GLS2 in skeletal muscle of rats in each group (x
+s, n=10)

Group pS3 SCO2 COX I GLS2

Lolo  0.140.04 0.200. 07 0.98+0.23 0.23+0.07

HiHi  1.12£0.30™  0.62£0.10™  0.38£0.04™  0.35£0.02"

HifiLo 2.22+0.20 " 0.88+0.09 " 1.98+0.31 " 0.50+0.11 ™"
SCO2: Synthesis of cytochrome ¢ oxidase 2; COX I Cy-

tochrome ¢ oxidase subunit [ ; GLS2: Glutaminase 2; LoLo:

Living low- training low; HiHi: Living high- training high; Hi-
Hilo: Living high-exercise high-training low
*P<0.05, “P<0.01 vs LoLo group; *P<0.05,%P<0.01
vs HiHi group
2.2 HRAKXKRBIEA p53.SC02,COX 1 1 GLS2 EA R
pey: 0] 45
p33 KA, 5 LoLo Z1AHLL, HiHiLo 41 i 3 F Fe (P<
0.01) ,HiHi 4 F ¥, AT EMEZE S 5 Hili 44, Hili-
Lo W3 TR (P<0.01), SCO2 & HFik, 5 LoLo 4 1AL,
HiHi #1 HiHiLo Z14 %371 (P<0.01) ; 5 HiHi 41 0, Hi-
Hilo 4% FH#(P<0.01), COX I A, 5 LoLo M
It HiHi 418 3% FF+(P<0.05) ,HiHiLo 2176454k ; 5 HiHi 41
FHE, HiHiLo 4143 F [ (P<0.01) . GLS2 1R IL, 5 Lo-
Lo 40 [b4%  HiHilLo 4 .3 F % (P<0.01) ,HiHi 417+ , {576
BEMNER, 5 HiHi 4 1L, HiHiLo 4 . 3 F & ( P<0.01,
F2,E1),
Tab. 2 Comparison of protein expression levels of p53, SCO2,
GLS2 and COX I in skeletal muscle of rats in each
group (x+s, n=10)

Group p33 SC02 CoxX1 GLS2
LoLo  0.5740.10 0.33£0.02 1.190. 11 1.51+0.09
HiHi  0.48+0.03 0.74+0.08™  1.4420.10"  1.540.14

HiHiLo 0.26+0.12 " 0.50£0.03 ™™ 1.19£0. 11"  1.140.21 "

SCO2; Synthesis of cytochrome ¢ oxidase 2; COX I Cy-
tochrome ¢ oxidase subunit [ ; GLS2: Glutaminase 2; LoLo:
Living low- training low; HiHi: Living high- training high; Hi-
Hilo: Living high-exercise high-training low

*P<0.05, " P<0.01 vs LoLo group; "P<0.05,"P<0.01
vs HiHi group

Chin J Appl Physiol, 2024, 40(1)

SSE 36 KDa  GAPDH

SCO2

S 36KDa

e S G D,

W S 57 KDa

53 KDa GLS2

#1130 KDa COX I

HitfiLo HiHi LoLo HiHiLo HiHi LoLo
Protein expression levels of p53, SCO2, GLS2 and
COX T in skeletal muscle of rats in each group

GAPDH:  Glyceraldehyde-3-phosphate
SCO2 . Synthesis of cytochrome ¢ oxidase 2; COX I Cy-

tochrome ¢ oxidase subunit [ ; GLS2: Glutaminase 2; Lo-

Fig. 1

dehydrogenase ;

Lo: Living low- training low; HiHi: Living high- training

high; HiHiLo: Living high-exercise high-training low
2.3 BHENGAERSE

K H LR R 1% & (pg/ml ), LoLo 2H 4 2309. 88 +
34.14 HiHi %0} 2669. 67 £45. 15, HiHiLo 4 % 2978. 24 +
34.06,
2.4 FAARBBEINLFE a-KGDHC,COX F1 ATP syn-
thase i& 4RI LL B

a-KGDHC 754, 5 LolLo 41 He 3, HiHi 41 . 3 FF 1K (P<
0.05) ,HiHiLo 2H &8 % 7t ( P<0. 01) ; 15 HiHi 41 lL#&, HiHi-
Lo 40 .3 7185 (P<0.01) , COX 51, 5 LoLo ZH4H I, HiHi
2 18 2B AIK ( P<0. 05) , HiHiLo 415 2 F+ 8 ( P<0.01) ; 5 Hi-
Hi 4148 kb, HiHiLo 41 i 3% 7+ % ( P<0.01) , ATP synthase J&
TEPERT ATP synthase #5536 4, 5 LoLo 4 HLEL, HiHi Al
HiHiLo #0471 (P<0.01) ; 5 HiHi 41 1%, HiHiLo 41
B FE AR (P<0.05,53)

WA, pS3 AITEZ M5 5 4% T3 B L5 el Qi 2
fe . ps3 MbIHIADE L2 & T 1 R 4 (GLUTL, GLUT4) iy
ik, FEERR R AR P AR Hh RS AL EG (PGM) K- B
& ; RlE 75 3 TIGAR ( Tp53-induced glycolysis and apoptosis
regulator) FZEIK 5 41 27 W 4 7% S R & 15 (PPP) 1
TSR, pS3 5 A EMEIE I 2 (GLS2) , 34 hn 4y A IR
( glutamate , GLU ) Fll oA WA Y S A E o &
1R 2(SCO2) , M manf 3% ¢ A fLEFE A (cytochrome ¢
oxidase complex,COX) WA R, B Rk R R s 0 B
AT, p53 R G /I A SR AKCF-FEAIR, 4 (A 3R o
SIS (COX) B ERRAR™ o M I YIZRATE N pS3 LKk,

Tab. 3 Comparison of the activities ofa-KGDHC, COX and ATP synthase

of mitochondrion in skeletal muscle of rats in each group (x+s, n=10)

a-KGDHC activity COX activity

ATP synthase total activity ATP synthase specific activity

Group (U/ml) (wmoL Cty C/(min * mg prot) ) (pmoL NADH/(min * mg prot) )  (pmol. NADH/(min * mg prot) )
LoLo 1642.79+191. 65 0.21+0.24 1.39+0.45 0.68+0.17

HiHi 1355.31£119.38 ™ 0.12+0.01" 3.29+0.11° 1.18+0.05™

HiHiLo 1980. 80+107.22 ™ * 0.61+0.10 " 2.9420.13** 1.08+0.17 ***

a-KGDHC; a-ketoglutaric dehydrogenase; COX: Cytochrome c oxidase; LolLo: Living low-training low; HiHi; Living high- train-

ing high; HiHiLo: Living high-exercise high-training low

*P<0.05, " P<0.01 vs LoLo group; *P<0.05,"P<0.01 vs HiHi group
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{5 pS3 T BB (5 5 W BR A — e R sz 2], nTm
THUBHRE A , A1 2F T 1A B AT S NP 5B Bhif S ps3 Jk
PN 2 TR A AR 2 2SR ) e 5 R 3 20 B 9 SRR, 35 8
Xif pS3 e DR Bk A I s T A A A B S SR SR KRR, ]
WA TR, pS3 SE I Rk B MR AR <FoE | it 2R
i JEE AL 254 O 19 5 i HL RS Ak i 1), AR S 45 5t i
R ARE VNG T 835 L8 K B HE L pS3 R 5%, i K
I F5A 4 T R R, o HiHiLo 3% FKe, HiHi JC i & 1k 2%
5. p53 mRNA 75 Z%0F 4 HiHiLo 41> HiHi 41 > LoLo
20,8 ik & W FMIRIBUF S LoLo 4H >HiHi 41> HiHiLo
., ARG FIE B ARSI 22 AT B2 R R B a L
GLS2 FE[H 4% 57 i 2R 11 335 HiHiLo W3 F [, HiHi A3 T 14
m ARG V25 5 . GLS2 mRNA 12 B & 2 %% 4 HiHi-
Lo Z0>HiHi 2 >LoLo £, 5 H 35 & il i BRIUT 24 HiHi
#>LoLo ZA>HiHiLo 4, #H p53 Al GLS2 XM &I B A
R ARSI ZRT pS3 Al GLS2 LR ek nl = A= 52 mil , 3
TS p53 F1 GLS2 Jk R4 St i & 3 (AR 1 3Rk
B W EE A IR R X T B S B A i
Z A SR AE 532 3 2 BUR B R A O, AL e
Frift—20tT . BT T 7 I AN iR 1 [ Bkl 25
X SCO2 FEPH G SRV PR T IS AR 22 5 A 2
PR AT AR RS AT S SR R AR A 2R
% IR SCO2 Je R 44 5K Rl & 1 Rk
25 2B, SCO2 mRNA H 5 Z R0 > HiHiLo 41>Hi-
Hi 244 >LoLo 41 , 2 1 335 2 R & 2IMIRIGUT 4 HiHi 41>HiHiLo
H>Lolo 4, HEEA SCO2 ik PR S0 )N 2 EL A e, IR 46
YIZrxt sCo2 FEHH B AR B Z M2 EFEE, OF
WFoE M 18305 COX | FEINFRFEAENLLT i R 45 57 1k
K3z 3 FERURE | X COX T 3 R 38 i I 5 ] e Al P ot
SRR AR, ARBF 9845 R BoR , HilliLo i K BUE 8% AL
COX T R, 54K 7 g 3 m 1 28 1 358 0 B 5 Ak
HiHi fiff COX T 3 [FIFE SRR g 3 T e, 8 1 ek W 1,
COX I mRNA & & £/8 % b HiHiLo 41> LoLo 41 >HiHi
2, B 2R3 il = BMIRIF 9 Hili 41> LoLo 41 = HiHiLo
M, UHIREIE % COX T 3k K Rk i i s ] & A e 5 5k
FIFEHPR/KE . HiHiLo fff COX T HE [R5 5tk B & 1, {5
HEARBATETC R E AL, X 0T 585 8 1 Al f 52 B
FK. HiHi 41 COX T #35% /K-35 T B (R 1Rk KT
T X RERE COX X HiHi 7/ i) —Fp 5 45 A i B4
BONE , FEANSE N B BEAIRHL S KO BB LT 34 R A mR-
NA A ARG RE , AT R DA RE i 7ok . HALHIEE
BRet— L5, 53 4h, AP 45 R ik R, HiliLo 41 19
P53 .SCO2 ,COX I,GLS2 R ¥ 53/K -3 g 25 & F Hili 41,
SR, HiHiLo ZH 1Y b3 45 b5 88 H R 1A 7K P 2 B %K T HiHi
4, HNFEREMEAREIAR L, #w, Hillilo BIH 114
P53 .SCO2,COX 1,GLS2 P4 SkK V- e b okt m H R
HA M ATFF AL AR — SE 3 MR ST, JLAE WU ik
ARt — T,

LRSS AR R A BRI, HEA EENRL
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WEAE 7 B R ST B IA R, A MR R, 230
il m KR A SRR IR IR & L (CS) | F IR
Ji SR (ICD) A a— KGDHC B35 P, AT 2 785 15 s UL o
SRIMRIEATIRE 10 ZZ G BAE SR LA CS 35 1
Fhim, I, = R S B LA L Y 3 T A E ek
U8 RLIEEIR 4 000m ORISR, AT #2585 K LB L3
SR I U (MDH) (936 dE 10 ARBF T4 R s, K U
kit o-KGDHC MM EAE ¢ AL (COX) BYTE P, Hi-
Hilo 3 J+ 5, HiHi 1 # F& X, HiHiLo 1 3% = T HiHi, a-
KGDHC 1 COX 7 ¥t 5 2 IXRF 24 HiHiLo 2> LoLo 4>
HiHi 40, MULn] & 76 B3 = 58 R 116 34 R % 4% o)
1, HiHiLo 47F HiHi, #Ell , iX 7] fig 5 HiHiLo %1% HiHi
WA, RFREERIA BN, ATP synthase BIE M E
WP HiHi A1 HiHiLo 315 2 7+ & , HiHi &2 3 & T HiHiLo, %5
2l ATP synthase J&.Jif P IR S 06 14 Hh o BRI 2 HiHi
#f>HiHiLo Zl>LoLo £, HiHi o-KGDHC I COX 711y . 3%
i%F HiHiLo #1 LoLo, Ifi ATPsynthase PR B3 S T HiHiLo
il LoLo, #EM | 13X AT GEJ2 F T HiHi 15 iU Bl S 1R 2 5 Hi-
HiLo F LoLo J™H , iU = SRR IA IR FINF- UL HE D) RERRAIC, ik
SEHLARXT RE 1 1 7 SR AR EEPE A 32 =5 ATPsynthase 116 7,
HHUIBLHE A Feiff— 258 . DL ESE RN R I 25T
B LR AR BE B A B, 1B HiHiLo AT HiHi 5200 {7 s AR
], FE 3 R R LR e 2 A T A7 AR 45 I RIBR P, T3 4t
PR s s SRt LR 1932 SRS ) T REAFEAE L BR

%% |-, HiHiLo 1 HiHi X} p53 ., SC02.COX I il GLS2 %
(R 2R IR YRR T e A 7 B S NS 13K, LR A 4 H RS,
PR R A BERERE ) 09 52 AP AR 25 5

ZE LT BEAR A Y 5 &M &, HiliLo L 98 B 8% AL p53
B ICIR 0 LR R A A I A G BB B R e S oKk -, 2
e LR A S AL BERE AR T .

[ &3]

[1] Harlow E, Williamson NM, Ralston R, et al. Molecular
cloning and in vitro expression of a ¢cDNA clone for human
cellular tumor antigen p53[J]. Mol Cell Biol, 1985, 5
(7). 1601-1610.

[2] Soussi T, Caron de Fromentel C, May P. Structural as-
pects of the p53 protein in relation to gene evolution[ J ].
Oncogene, 1990,5(7) : 945-952.

[3] Vousden KH, Prives C. Blinded by the light; The grow-
ing complexity of p53[J]. Cell, 2009, 137 (3). 413-
431.

[4] Ma W, Sung HJ, Park JY, et al. A pivotal role for p53;
balancing aerobic respiration and glycolysis[ J]. J Bioen-
erg Biomembr, 2007, 39(3) ; 243-246.

[5] THWH, RS, BiER, % R[FEE BN K R
HHIL pS3 LML (0 5 AL EE 1 W IEIEDI AR 0k
MR )], T ENE S EESAE, 2008, 27(4) : 454-
457.



184

(6]

(7]

(8]

(9]

[10]

[11]

(12]

[13]

A8 A, BBk, SRR, 55 AT 00
WL pS3 T b AR ST Bl p53 .SCO2 Al COX 1T 3%
RZFEIRBEm[T]. TR, 2010, 30(3) : 46-52.
0, R ARSI K 12 3
J5 B B WLERL AT A RE T B VPRl 5 5 AR P )
()], AEPAEAR, 2011, 63(1) : 55-61.

ZE 0, R, TRR 2. ARREMRAE IR KR
JPRE B2 W HEZH AP 1 e SEA s [ )], R b,
2008, 28( 5 ) : 56-61.

Frezza C, Cipolat S, Scorrano L. Organelle isolation: func-
tional mitochondria from mouse liver, muscle and cultured
fibroblasts[ J]. Nat Protoc, 2007, 2(2) : 287-295.
Picard M, Taivassalo T, Ritchie D, et al. Mitochondrial
structure and function are disrupted by standard isolation
methods[ J]. PLos One, 2011, 6(3): el8317.

Zhang XD, Qin ZH, Wang J, et al. The role of p53 in
cell metabolism[ J]. Acta Pharmacol Sin, 2010, 31(9) .
1208-1212 .

Iwao C, Shidoji Y. Upregulation of energy metabolism-re-
lated, p53-target TIGAR and SCO2 in HuH-7 cells with
p53 mutation by geranylgeranoic acid treatment[ J]. Bi-
omed Res, 2015, 36(6) . 371-381.

Humpton TJ, Vousden KH. Regulation of cellular metab-

[14]

[15]

[16]

[17]

[18]

[19]

Chin J Appl Physiol, 2024, 40(1)

olism and hypoxia by p53[J]. Cold Spring Harb Perspect
Med, 2016, 6(7) : a026146- a026146.

Tong XM, Zhao FP, Thompson CB, et al. The molecular
determinants of de novo nucleotide biosynthesis in cancer
cells[ J]. Curr Opin Genet Dev, 2009, 19(1) ; 32-37.
Saleem A, Hood DA. Acute exercise induces tumour sup-
pressor protein pS3 translocation to the mitochondria and
promotes a pS3-Tfam-mitochondrial DNA complex in skel-
etal muscle[ J]. J Physiol, 2013, 591(14) ; 3625-3636.
# o H. AlEiz g6 P53 TIGAR (HKI K %3k
AFLIR F BRSZI [ )], Ut E R4k, 2011, 34
(5): 60-62.

ESI I 7 N T N Gl R s [ SO PN
A ILORL R = 32 R A 1 1) 52 i) S LI BT[] ]
RDUAF B4R, 2019, 53(5) ; 88-94.

Melissa L, Macdougall J D, Tarnopolsky MA, ei al.
Skeletal muscle adaptations to training under normobaric
hypoxic versus normoxic conditions [ J ]. Med Sci Sports
Exerc, 1997, 29(2) . 238-243.

ToRmE, XIEte, B B, SE (REIIZRN R UE
JULSPL R JE 2l AP R 1 O S S P it s [0 ] bt
TRH R4, 1998, 21(3) : 31-33.

(E#EFE 140 M)

[14]

[15]

[16]

Zhang L., Li Y, Wang Q, Chen Z, et al. The PI3K sub-
units, P110a and P110B are potential targets for overco-
ming P-gp and BCRP-mediated MDR in cancer[ J]. Mol
Cancer, 2020, 19(1) . 10-27.

Yip PY. Phosphatidylinositol 3-kinase-AKT-mammalian
target of rapamycin ( PI3K-Akt-mTOR) signaling pathway
in non-small cell lung cancer [ J]. Trans Lung Cancer
Res, 2015, 4(2) . 165-176.

Wang X, Li G. MicroRNA-16 functions as a tumor-sup-

pressor gene in oral squamous cell carcinoma by targeting

[17]

(18]

AKT3 and BCL212[J]. J Cell Physiol, 2018, 233(12) :
9447-9457.

Glab JA, Cao Z, Puthalakath H. Bcl-2 family proteins,
beyond the veil[ J]. Int Rev Cel Mol Bio, 2020, 351 1-
22.

Kalashnikova I, Mazar J, Neal CJ, et al. Nanoparticle
delivery of curcumin induces cellular hypoxia and ROS-
mediated apoptosis via modulation of Bel-2/Bax in human
neuroblastoma| J ]. Nanoscale, 2017, 9 (29). 10375-
10387.



