© 00 N o o B~ W N

N DN P P PR R R R R
N P O © 0o N OO O A W N P O

NN
A W

FHLESRY AHBLARE
$5 o AMPKE: 125 0 4

¢ *v < (5136)

2025/11/05
< %
- S =
g Naringenin # & AMPK-4 k48 b2 frd] « % 8 %%
Ty R

> Penfluridol #£:i&7% 1+ AMPK % % PD-L1 c3-v fi=
R RS E L E R S

L T

I

2

22 %% (Colorectal cancer, CRC) % >z % L2 5o= F 3 avj it A B R
2 - > HEREARNE el B BV E LALLM o T EF T AT 0 AMPK
(AMP-activated protein kinase ) &% JE ¥ #iF i R P EZ A LA e v 4
R ERRE R M i s §F PR P RS LBKRE AT ELS
Bt e o 4R R £ 48 BAMPKES [ $HCRCEA 3 30 54 418 FUl
e K- BATAR N % AREE e &4 Naringenin &4 #1+ % 2 % % (CRC)
P2 & LoVo¥ ¥ B ¥ &4 p-AMPK > 3% = .ﬁﬂ?fiﬁﬁ'ﬁﬁ@ v MFN2 & 35T $r ] &
’J F-v DRP1 » :x & sk k8 74 iv 22 50 £ T 7 - Naringenin /&2 {4 » Caspase-3 £
PARP 4] f234 4v » B i Famre k= (5% » b P8 Mgime 555 o B i
3¢ > Naringenin % fi#fr’%'l’?ﬁfié?’* £ AF K 5-FU Sldzeha i3 4 BIR
T%F?a‘?u‘)%”t” ERFHEE IS ot 2% AP > Naringenin %18 AMPK - 5
PABSE R RS ST PR R o § B TR A
% $»Pimozide &.CRC® 37% ¢ o F % & > Pimozide AJZ+ & & ik i {44 % 2
P-AMPKo # 3R> e PE%s LB B 8EA F PD-L1 93w KT o L £ 32 %0
A ¥ Pimozide 3 ¥#% = CD& T ~CD4' T lm® i iultim® jgrk > 3 5% H 7%
T e f’v’ﬂ?m*’é'i'ﬂ o ipit 2 % &5t > Pimozide E‘E%ﬁd AMPK fxc#+¢2 PD-L1 *%
f2 Bl FEBAEL o SFE N T v AMPK B A(RCY iF e &
¢ - > 5 iEiE Narlngenln BEFRE LS IR GEER T - 2

% > Pimozide B ;ﬁd ML A BB PD-L1 "2 kAR LB E o F"Fﬁ [
FAMPK & 25 % fpic el G2 6 B 0 K kT (05 B £ % A g2 Tk B4 3T
R AH O B EL L ABBFELAE 2 M PR 2 o



\\\?’;r

32

Wang, T., Li, X., Chen, Y., Zhang, L., Huang, J., Zhao, X., Liu, Q. (2024). Naringenin
activates AMPK-mediated mitochondrial dynamics to suppress colorectal cancer
progression. Biomedicine & Pharmacotherapy, 170, 114567.

Wang, J., Li, H., Chen, Z., Zhou, Y., Zhang, W., Liu, F., Xu, Y. (2025). Penfluridol
enhances anti-tumor immunity in colorectal cancer by inducing proteasome-mediated
degradation of PD-L1 via the activation of AMPK. Translational Oncology, 62,102559.



