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Abstract: Body subunit-targeting therapy is a new strategy for current cancer treatment and a key direction of modern
molecular pharmacology research and development. Mitochondria are the sites of energy—yielding and the metabolic centers
of cells. Tumor cells have the characteristics of metabolic abnormalities, which makes the development of compounds target-
ing mitochondria as a new anti—tumor research strategy. In addition, based on the multiple roles of mitochondria in tumor
metabolism, targeted mitochondrial therapy drugs are essential to increase drug specificity and reduce adverse effects on
normal tissues. This article reviewed the relation between mitochondria and cancer, and summarized the role of the small
molecules that are currently used to target mitochondria in cancer treatment, so as to provide a new treatment strategy for
cancer.

Keywords: Mitochondrial targeting; Cancer; Targeted drug therapy

0 Bz W AT AR I AE IR T B BT B A B AT R 2k
B, anE PR TRV R B AR 2 A . I,

JEAE R ML M o BE ST S R AR . T R e Rk R EE I AR 25 M i AT 25 ) 2 A
RARFBAR G T-BOA SN FARUIBR M2 2hty A%, QAR REEN MRS —, 24
A7 CRIPRALTT ) GRS e THRRIENAY T A5 . L ARSI KA SO s R W 4 st 5

il

AT L E R YA AN 2R TR H (202212652002)
TR I 4B I3 AR IR 22
SRR R, Lo A B AT A S, WS T 1 25 Ak

- 166 -



g 242 2024 4F 4 55 14 555 2 1)
Anti—tumor Pharmacy, April 2024, Vol. 14, No.2

LR A5 H D) RE B VIR G . ORI IR T RERE A%
JEIEIE 1Y 0 35 RRAE O 55 R B R R 25 A G
55 IE K AN MIAR L Ji e 20 b 2R R Y 45 7 A 2 BE
AT IS B % i P 4R (reactive oxygen
species, ROS) KT 2 ki /& DNA (mitochondrial
DNA, mtDNA) ZEAE 2o 5 i) M 73 1t — 26 1]
DA 25 W 5 S PR A P T B AR sl 3 1 25 o 1
S 53T DI RE 5 S A T, FE B Ak )
I AR 2 W 2 R, DA Sk 2B g B iy Ak &
W, BB F S LR R AT (1 0C R & H HT i
G 2 W HE ) Mg o T AT SRR

1 KRESEERNXR

11 Rk T

20 ML AT T2 20 AN T A RS o RSB
AT A E AT . S A R A IR
B, 4 o R0 A% ) o e 224, 4t 1 R A 2T 4 )22
Ve, S LA LR, N A R L DR ARAE
LT AR A YA T R AL N BB A2 3 TP 4
o T HEFFLA N RS T R AR R B RS T diiE
PATAT i IR PR LR R iR A2 (Bel -2 iR A2 ) 5 AP
T Z AR AR IR [ AR 51 o ORI 5 N
PS8 T iR A 2 i AR U TR S U P B
W FI LR Z (8] ) Ca™ (553 % , JF 0T Bel-2 54014
HH o XA T 3 S AH K E 1 (dynamin-
related protein 1, Drp1) X} Z 04 14 % 7, LA AR i
FrARSE N, 400 (3R C SR A N IBERE i,  B
Y & H: Fl Caspase—3 UG o AMEPEIH T-iR 24K
T A0 B T AZ AR R ) 2 TNFR S Bl 5% A4 3%
A&, TNFR 8 5 i 7% A6 240 M0 Hh A7 AESE TS5 A 3, 2
FE P8 T2 85 B Caspase—8 ZK i I 5 N T T2 42
G5 AT AET ZARIR AR , 53 Caspase—8 L FL
T i AN ) Caspase—3 Fll Caspase—7 B PTG o 25
I, SO AT 20 MO T R R 4 v A o AR
ME D,
1.2 ZHFF=4£ ROS

ROS 248 FOR IR A th B F1E A Bk . 2ok
R ROS AR ITZ — . WFFRFRMS HA Lok
A3 S (48 DU A R 278 ) 19 ) 40 i ROS
KV 35 TR R AN, i KCF 9 ROS AT A 4
JZET, I X0 4 365 it 3 . ROS FEAIR R 11 BE
A FE R 22, (H 5 B ) 2 BB BT R
DNA HI RNA B 8L 5477, i 4 AL T . ROS

PRI R i& 12 (Bel-2) SMRMEFE TR iR R

TRADD

TRADD FADD
FADD

Caspase-8 Bl2&@ —— BH-3&EA

| | vt

BAK
BID —_—
l ; o
Ay —— RS
‘aspase-3i P
Caspase-Tikid s
‘R HADNA

)

{ii”w
»Z "."7’)’
i ofe
Bl iR A RAE

Fig. 1 Two pathways of cell apoptosis
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molecules on tumor cells
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