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Pvalue Hazard Ratio
NOX4 0.013 0.664(0.480- 0.918) — —
PDK4 0.034 0.706(0.511- 0.973) —
PRKAA2 0.010 0.656(0.476- 0.906) —_—
FABP4 0.003 0.618(0.448- 0.852) ——
T T T T 1
0.2 0.4 0.6 0.8 1.0
Hazard Ratio

7 FABP4. NOX4. PDK4 Xz PRKAA2 H Cox [El)343#fr
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TEIE 2 EE ], AT AR N — R AR TR A2
BRI, FEARBETIH, FRATIKE STAD ZHEHhEkAE T
K% DEGs BEAT T RS0 M7 . NOX4 {E NBRAET- IR BN 3L A,
FE STAD HA R s 3RIL, AW TR — RIS BEAT A 5 45
R—80(12) « NOX4 1E Sy JH B L IR NS A% FF R IR (N
icotinamide Adenine Dinucleotide Phosphate, NADP
) AR 01, H DR &4 ROS, X 2L ROS
Z 5N 2 MR R, A E SRS,
AR AT S, AR A
B ST HERE (13) o 7E STAD HfY, NOX4 ik b iR Al GE Y
o5 FPR 20 G R B T R U IR R AR (14) o AR
KBTI, NOX4 b R BH A R,
ERFIAAAMLIL,  NOX4 maRib 2 B AR A7 I ) 2 2 46
i o FEF NI X bt S R £ B BT NOX4 &
bl ot P B RV E el Y AW TN D DS SR S U I g
A3 B M STAD 1 Jg 5784k (15, 16) .

FABP4 1 PDK4 1 N ERFET I B (K, 7F STAD ZH4H
o BB RIEAKY, SERAHE#E ML, FABP4
A1 PDK4 IR ERA 20 i SR I H SE K ¥ AR A7 [H] . FABP4
F& — b S EERAK TN 7 4 A S 4 A ) i DT R &
wE, ZEAESEEEGRARW, Z52FERES
PRI RGMEARWIE T, 5 2 FRE0 IR AR B I
K (17, 18) o JivRE LIRS A ihRg vy 1 4 1 1 fs 4 e
53 UATY) FABPA W] 15 3 vy 411 Pt P P 25 A, T o 498 i 4
A REARTURE T AR R IE TR A, B At e ik
J& (19) o A, FABP4 fIRZRIA[Y) STAD B #H R ILH K
AEAF . PDKA VR SER BB T L R, 3 it BEL B A 7

LA 5 10 TR B R SR A 0 N = SRR AE S 4 Mg 77 1R
A ROEFE, MTHIHIZRIE T AR A (20) o ARASEES K i
R B 5 S R PR /s BB I FE 3536 B, k| PDK4
AIIE5E System Xe™ FUHIFIAIPURRE I, T 5 20
HlAPR AR (20) . PRI, 5 PDK4 MRk g ML, MK
Foak B A AR TR B K

AHIF TR I F3 — AR BEHE K] PRKAA2 SIS [ ¥
IR E: M FerrDb V2 M T #EHE o8, PRKAA2
[ i 2L A5 B B D 0K 25 ke R1 R0 i e R 0 B B 4y ——
HIREN I FerrDb vF43A 2, THANHIIEEE/ A4 1. 8@
ik DAVID 3k} PRKAA2 HEAT 1) KEGG il % 7T R B, 1%
FEERI ) IR A DG d i B4 PI3K-Akt /5 5@, m
TOR {5 5% Apelin {5518, Fox0 {5 58 LA A
MPK {558 . 1 — 218 2% 32 Bhdid 2 P = L e ik
s A= (21, 22), Fox0 {5 5l g M 25 E A R
AHOCE S S AP T, AT b Rg 2 i 2E K (23) .
SR, PRKAA2 7EIX PU 2% I8 2% (1) B30 AN B, 3
F AT AMPK {5 S m i R IE R EEH . AWPK (55
PR VE AL E 44, AT i@ ] mTOR 15 518 i
S8 ) R 4R A=K (24) o DAVID JEER /M, AMPK
55 A T E T BERRAGAE & K eNOS, Ak LFE R
FRAE R — AR, B 754 ROS IS distr-. H—
JiTHl, AMPK 7R n] R ¥R SR IR, {3k e Jeg 4 P 31 5
(25) . PRKAA2 E[K| 4t i) 25 1 )53 & AMPK 1) a 2 {46 F
H(26), ZWHS 5 AMPK 15 510 8% H 1) 2 AL,
AR AU T IR (27) o Kk, AHFFOE PRKAA2 I
FNPFET RSN L . FEF 1 3E K Cox [H]JH43#T, PRKA
A2 FE[AIFE STAD H PR IE I KRG LT 1, FRA T4
I AMPK {5 538 4 7F STAD (i g 1 Fi K T L4l
L Bk, FRATTIAY PRRAA2 ik fe sk i A= K .

A FRAFAELL FRRYE: (D FragwHiE T4
YME RS (2) BRZARAMFIA Py SE0HOE 1S HE
Jo SR T SEER I 5T O 4G S HoAl A bR S — R
UEASHI T2 2R
4 558

AW FEIE IS TCGA 4 2 3R 1) RNA-seq #idfE &
IR BRI AT, FRik s 4 45 STAD S AR A7 i JE A 5K
FIRFET- M 5% DEGs——NOX2. PRKAA2. FABP4 F1 PDK4,
B AT IR, 1X 4 AN BERMRRIA 2 B AR AP I ] 23
ZEK (P<0.05) o AL, IX 4 AN E RGN STAD il
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