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[Abstract] Both the incidence and mortality of lung cancer rank first among all all types of cancers in China, and
mitochondrial quality control (MCQ) can promote the progression of lung cancer by facilitating mitophagy, altering mitochondrial
dynamics, and disrupting mitochondrial biogenesis. Lung cancer is characterized by root deficiency and tip excess, as well as
mixed deficiency and excess, with "deficienct—qi stagnation" being the key pathogenesis, which is directly related to MCQ.
Both "deficienct—qi" and "stagnation" can disrupt the balance of MCQ, leading to the apoptosis of normal lung cells and
promoting the invasion and metastasis of lung cancer cells, thereby affecting the occurrence and progression of the disease.

This article, based on the theory of "deficienct—qi stagnation", elaborates on the progress and approaches of Chinese medicine
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interventions combined with the pathogenic mechanisms of MCQ in lung cancer, providing new evidence and targets for the

modern application of Chinese medicine theories and the treatment of lung cancer with Chinese medicine.

(Keywords] mitochondrial quality control; theory of "deficienct—qi stagnation"; lung cancer; reinforcing healthy qi and

supplementing deficiency; eliminating pathogenic factors and resolving stagnation; pathogenesis; research progress

A e HREAE IR A B8 s, AXBRAI 1 000 T34
SEZET 5] v R AR FE T2 180 J1 ], BT N B
o T HABIRRAE |, 2 A BR v WL B 5 S8 3 de e S
SR R BRSO IR
IR JBCHAS T A ity 7 4 S 1T B i R T
R, (B ILTFIRAERELZ AAN R BNE, FLlfh RAT 2%
P32 2 7 22 D FR A BRI, 7 F e 8 i A A0
A7 B SRS TRICR  EASE F T PIrA B s
PRI, 3 R R — 2R T 22 B IR IR T 7 58 A 3K
2,

Zbr R 5 45 1l (mitochondrial quality control ,
MCQ) BLIRLALAR [ gk LoRL A B g 2 A A=W ke A
Xt T A RE R AR AT AR S A T e E R
5 fii s ) K A TR DA SR, RIS s S A
PRAE RS AR Z A, * KRBl R M A 114 5% B
BL, A HLE MCQ FA7E BLREHR AR, U 5 Bl
B ARl MCQ SR A, Al il 1E 5 200 M A 0 1 s
M =28 S5 TR | DT S e o 8 140 A A A JRE, 4t
SR, o B 2 W] 3 Y MCQ DA T 417 ) s 3E 22
iR 1) A R 5 T BE 25 LU ISR R IEAE TS

o AR, O il g BEAR A R LA S5 g e 2R
A7) G R A AT TS 7 T BAT RO [
RETRHN H AT— 22677 250 e 2577 1 1A 2, 2
3 S I PRAEIR SOy 7 (0 2 BIVE T B AR e 4
AR E A R A S TS D AR S B P
i 5 e 9 OC R \MCQ T Ml TR AR L AU
Wi 5 MCQ JRAF I 06 R AR R h 2 spdd w25 7
FT R I BIE TR MCQ T MR AT R 4L
FLEE, U N it 72 25 9036 T B0 LA e A 25 T
S BARBERTRY B, R I o 5 2 SR A AL T
FIRMSE AR,

1 “ESEHEMENERRIEN

“HE SR E LT AR R (R AT
BRI )« R, I RN DRC, kR i 2 U
LM LN A IR W B e B
FA 0T LY ATEE 25 . KR B LS
=75 BAR 7 - T8 ) AR S A 1 e dR th <
SE IS RARUR T M, R TR MRS B sk

AUMARZ M SALESRGE AT R, Fe 2 Hh B
PRUE MU 2o 28 BT A BRI RE, < R B
PLHE XS BRSO A A SR i i v LUK S A | LA
SRR DAL R T P9 Ff 245 80 285 1 R R — i 22 T 189 AL
PR R IAT T RS

i Ja T rp PR A il AR AR B A
GRESGKITREIE AT AN 27, (B
SR FRER ) R AR s TE O 2 T R
Bz " HAE IR R AR I S BRSO
B | B ANAE I8 R B A Y S BREER 1Y i Ay
WRME ARk TERG R 1RSSR 2R, L
ACH, BT T, ik T 5 A, JC 14T
SRR, R BER UK | A5 EOE , FR AL AR i S5
B PR LS BUR AR, HAAFED U HEH, 26
JIEERE , A NI o eI ) e A e R A v
SNAR, B AR  AS HERRSE IR (A DR A AL
AR AR R R LS HA g EEAR DA, 2
SRV CATE R, HAARAE“Hi DA R T i, i A i
ARSI VRS IR SRR, JE 90 ARl T 1E 1
HH AR, AR IEAUEE AT L, EUE
SRR, IEFTIE ORI, ABUIE B, BoaT A
h R SR i R i Y SEAS AL

2 MCQ EfEFRIER

MQC 2L FFLAATS M RE M EZALH, &
W M Z A AT R AR LRI [ v 2ok 3) )
SRR S A 2 MCQ 2R A5 i ) S A A2 SR AT
HEUILR",
2.1 Sehifk B S AhE

SRR 200 M P i e A Qg v 4 e e SR X it 24
J Ik EE  BIFSE Y it 2 T L ek v 2
LA Y RIS I SRR A= Wy 2 A A Wi oy I 38K, AT
TG 1 I IR B A&, LA Zokidd F gty
F M B R 40 9 -2 £ (B—cell lymphoma-2,
Bel-2)/Bel-2 #HHAE & A 3 (Bel-2 interacting
protein 3,BNIP3) fIBcl-2/l# 9% 7 E1B 19kDa 454
HH 3 #£(Bel-2/adenovirus E1B 19 kDa protein—in-
teracting protein 3-like, BNIP3L)/Nip #£2E H (Nip-
like protein X, NIX )i i 2 I PTEN 752 BE



184 TR H R 25 K222 3] hitp:/fhnzyydxxb.hnuem.edu.cn

2025 455 45 %

¥ W 1 (PTEN induced putative kinase 1,PINK1)/
parkin RBR E3 {2 2 & & FE R R PELORLA
Wik SRARAE TP e A v i 4 B AR T, W58 % B, T
kirsten K FR R JRE 9 2068 2L A [R] R 47 (kirsten rat sar-
coma viral oncogene homolog, KRAS) Z&4E f1*) 9 41 ffd
H BNIP3L/NIX il e (i AR (A 1 I, 38 5 2 A
SRR RS AR T | I S0V A0 I N R R e RS B
fif ULk 2D 7 P 48 (reactive  oxygen species , ROS) fY
PR TR HEE AR AR 157 KRALS JEIN I 5748
FRAEAR /NN g P AR 5, KRA'S 9878 Y FE 1] 25 49)
A B HL3E F R, FBKRAS 78 W il J
5 AR AT RN, Lokt [ W it AR 0 B
JF M ARMAE S IHKRAS F1 TPS3 # 2 (1 eh
B BTS2 T BUI R A0 A KA B H
TR S i PR R FINAL . AobidA I i 5 it
S UIRE O, HORHIT Je (0 FH 2 XU , LS
A e, NG S 02 A s e , i -5 i 4 ey
BRI

22 REBNNFE ShE

IEHEOUT , SRR 2R SR G FrE i sh7s
ST AR ARR DI RE B G H S, S 5 T
18 S A R Je g s 245 AL 18 2 S T 7 M 200
Hh BORLPR RLAE R Bl ) 2 i kS 2 e A G
20 N ORI R 28, TS SOk 25367 IR 1) 24
Pyiie 252021, WFSE R AR S IE T i 2 2
INZARLARZLAS | TR IR 7 A i 24544 3 ) 2R AR
FHE 1 1(dynamin-related protein 1, DRP1){E R#2
LR RAR R IR B 5 o AR A I 2
THIR A | T P A e AR i 24 3o e v e S SR T2
[ I, DRPT 9 o 3 15 2 e 2k I 87 2 i 19 52 2 1 4
R SR, WA WSS R DRP1 FE R o i 3R 5
AR 55 e A A= AL AT O, IF H. DRP1 75 i ik i
HHMRIRFEE T B, DRP1 7K - (A 38 I A e AIG &R -5 6 i
(0 % FEFNHE AT G | TR , 7R SRR LA v RS-
Xof i ) i A e FLA R (T,

WA, s 2 LR 2 228 3 A 52 425 Tl 1) 4 e S0 30
PERE , I H K S R0 B R DA A i 5 A BRI 4 E
AN A SO 2 B0 AN K B R S B Y
2 B SRS A R RN A TR R B UIAR G BFR AR
B, DRP1 Z 540 T, Hrh Bel-2 #156 X HH
(Bel-2-associated X, Bax) S 17X — i Bl B 5
AHMLYJE ToAHDCHE (1, T DRP1 5 Bax (9 N A Ui X35
R PRAR AR RIT O A0 B 0 T, 2k ARl G A
KEHLANAFESZ 1(recombinant mitofusin 1,MFN1)

1) & 15 B AVR T A 2550300 ol 4 AR AR5 P A B 1
[, ROS FE S 1) 2k v BAL, 5 3 2ok i it
P e T BRI B L 7 b A AR S PR FLAT
T, SR v P8 A G BT R A A s et
51 K& A0M 7 AP AT, B & AR R R AR
e, At DRPT FINLSN R F 22 TRl Y 2 D) 56 R R B
DRP1 5l 41 LT 78 2 (8] 4775 % % D1k & , DRP1
MILFGA TR MFNT 28 2258 AT A0 A i 1) 12 B e
120, A A RE R A g R Y & A, 5 MQC
R FLRAR T RE A C, I EORLR > 24
fil A shAS 1T R B R 3h 12 A AT 0 28 fili
FRAMM AR 25 b SRR Bl ) 2 5 IR i AT
TERYIRRZR , FERliE 10 & A & e v il 3 SR
2.3 SREEMEE SR

IE R INLIN B RIEE Y E 3 TR LN LYY
Az Hoh A FR LR 28 AE RS B i AR i g A
s W F W, &R 4K DNA (mitochondrial DNA
mtDNA )2 G 4 A T AT 1) 2L HL
mtDNA ZESRESE AR 1 2 &, LRtk E 54 1
SN R IR AW 2 — A OCEE A 1 44
SR 9 A R 2 PRI M LRI RRAER 5 A Tl
EAEWIM IV V3 R AL, 26 1T
JLOAE (JUHSE MT-NDS) BT i Fe il ™, 342
G T 2R JE R ERE T (nicotinamide adenine dinu-
cleotide, NADH ) &AL i £ B 07 45, i S 2R b8 5
AT IEXF AR Az TR R, BeAh,
RS AE M v B O B R AR, 222
T 1) R 1 TR 22 28 i 3% 1 2 1 9 (mitogen—
activated protein kinase , MAPK)/4H Jfl #MJE 5 25 1114
fiti (extracellular regulated protein kinases, ERK ) Fl
WENEMENLEE 3 - B (phosphatidylinositol 3-kinase,
PI3K)/ZE [ B (protein kinase B, Akt)/THiFL3h
V) 75 0 % 2= L FR (mammalian target of rapamycin,
mTOR ) E HIE S 2 5T dobi A hBE AL By A2 1
IFSE I, i s 2 L by T i o ol S T 55 R
GARARA ) S A T BAT K AR It g A4 i) i A P
W T H S T A0S 6] 09 A BRRS A, Hp R R
Y T 6 Tt FE I s 200 X 8 2 R 400 B K 43 ) HE
ol R & A R IE 22— Pl BeAh AR
FEIEBUE I R R IR B bR s 2 — AR E g e
55 0 B 2 A R R OGS R VR R LA R
2N RAT G RIS ) e R T R BT,



2025 455 45 %

TR B 25 K222 4L hitp://hnzyydxxb.hnuem.edu.cn 185

3 “ESBE"S MCQ REHEER

i A B AR S HESE A ZE, A EO
FE RS 5 R B B R IR T P ——
PR EE T B R B AR H A B
i —— B, HE R MR AR A B
HREZ 5, MU 5 Bl MRS o,
SRR AR, TSR K A R SR IR 2 R
5 LI MCQ 2 A S {uf fii 1 40 1 1
T, Mg 2006 4 1R 28 5 e A% | DA T 52 i il 9 F1) 24 A2
KIE,
3.1 “RR"5 MCQ %k

LR AT BOA N BT BRI Z — , U Hk
RLATE D) BT AN RE b AT BRI, IE R B
T AEATHES) R B A SRE  HLMGE T
JSCHTRA QI RUE I 18] 915 B AS R . Lk R A
G A BERR TL 7 A IR =K (adeno-
sine—triphosphate , ATP) FI#AGE , i \AASE LR I | 4t
Rl , R Eobi A e A AL R SE, T RHIE A 2
A, I MQC ZER B RRRAS | SCA-5 i 1E 5 240
FRLFRI RO, B 1k Mg 20 228 S e A% | e 9
B AT S AR T R R — B R L B
AR DI REE VIR G

BT, IR A7 e, SbLisf5 I8 ),
JKcHiftE = 1 s R AR WA RE AU Y B2 07,
A MCQ A, THRESZA , A2 A BE B R A 2 LA S 44
PURB ST s sl R, O Z A PT RE A7 7EAH
LAY MCQ RAGTLA K DIRER L. "5 MCQ Al
PR BRI A LR Ao A R RE R AN B 1 T,
SEAUALERR A i S P A RE R IR, I RETE —

FERREE T 5 MHESIVE S L, oA [ w2 240 i
B BRIIBE S8 sl g b Az R AR i - B, A R T 4
FRA M AR AS X SR E A — o Rl . Y
BUALL TR IRAS T, TC AR AL , $a 4b T
S FDIRAS , BObifA A W0 8, {0 S Bl
SR A, 75358 43 SRR 7 s ) aod BN
RESEHEIEAT , A WA BE DLV WA 70 43t ik i ™ 2=
HEAR, DA M il i ) R A R
32 “Bm"5 MCQ kiE

R R MCQ A B R A Hom L
FEIAE LA N5 1 - MCQ T B 5H E Esh 1k
FH BRI T 2 BB A 2 i, LR shiG bR T 2
A, X 5 Lok RSz sl MCQ A — & B AL Z A,
ELP G B = W RE A0 N AR LE S, Il L 3 R
P11 [ s R T AR AR IE R, B R (AR 2 H A
PRI BRI ITHRE DR Y IE SO | il R 5 i o
FRE % S Ao S = A S M I FF SR FE AR
BT BOEMEEER 118 RS A B Z A R R
Bl @ FERE I, A, R BUT AR, AR,
ARA et AHAF RS , T AL A 3k B 3
R, S5 LR [ WA I B AR DL A )
RAEJA , KA HESAE PSS , 2t il
PR, AT i %) & R R AR TEILIE 1,

4 EF“ESBHF"AE MCQ Ttz

4.1 IRIEFME

R MR AR A, Al 3B MCQ A
B 2T i SR IEANE , IR AR AT, DT SE 22
A ) R A K SRR . NS BT Rh2 2 AL
Zrp RIS B By —Fh s RO T A R

=1EN

SRS
ok GRGEE
4 ~

P BHER
2 a

OPA1 pevy

(e I Gy esmanns

m tDN.
. S —— @\@
BRmEEE

B 1 MCQkERmiENLERRE

Fig.1 Imbalance in MCQ affects the onset and progression of lung cancer
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Table 1 Chinese medicine monomers/compounds that reinforce healthy gi and supplement
deficiency regulate MCQ to intervene in the development of lung cancer
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P T BRI AL 4 (recombinant glutathione
peroxidase4 , GPX4) M Wt Z R/ 4 2 BRI [n) %15 B
JR ARSI 7 5 11 (solute carrier family 7 member
11L,SLCTALL) 3 HARBKF, EIRAIHA mt ROS K&
NI A KT 5 s 20 L A 1, S 2 i 11
KR . AEFATHE Z 25 B 52 D5 A MCQ T
I BRI 2,

5 INEE

AT ERT U Be R

L5 98 1) 56 28 \MCQ AEMitifies R A T L B <R il
5 MCQ KA 5C F DL h 2 fhk rh 2 5 5
TR AR IS T MCQ T T T R G
H SRR (LA AR L, B A
bR, A E N HES BN LR | B A A
Hh I RS AR AT TR R AR, 2 IE S H
A BEMDIBEC TR, LB B G A, ks BILR A S
CHE S RANTR, BUTU M RBH RS 2R
HFR R B B R, RS
A MCQ 2 A e fe it 1 4 I A4 7 T, it e 2
0 A4 1R 22 55 B B | DA 52 Wi i s 14) A 6 TR ] 3
KL MCQ B FGA 2T i . 7EB IR+
AR - R R LR L, B < PR IE AN AR T
il BIRTE I TE AR 8 £ 1 PR e I e Ak 1Y
ARl FEUEAS 8, A e T —J5 — 25, fE IR IE AN
(LA n] BE A AT AT 43 U I PR PE 4% T
TEMRTE AL B Tl R A S SR &R R
ZGLEIRY T R T TR A SRS (AR AL
w2 24 1 A0 % il s kA kR D5 TR T AR U,
AVRAHEIN 2L A B A S 5 H i
FE Az MCQ T Ea 475 AT — 7 9 Jey IR, 4] 4
FAT 2556 T A RO B DT TR HZ AR TS

R2 BIMTIH P RE/E T EIMEE MCQ TR

Table 2 Chinese medicine monomers/compounds extracts that eliminate pathogenic factors and

resolve stagnation regulate MCQ to intervene in the development of lung cancer

hHIETT AR Y YRR Ll S 3k
AR HARE il A549 4 p-RIPK1 p-RIPK3 p-MLKL,  Zkiikah ¢ |, obifkmien i | 2R [48]
PI3K/Akt/m-TOR ,p38MAPK BRI NE T B A s | T 1
CEN 3 THAERR IS AS49F1  ATPTAATPTBCTRIATP7A,  SRbiAfEraf |  ZoRifkyiT: 1 dokifk [49]
H460 ATP7B.FDX1.,POLD1.SD HB,  FAMET Aimanir T 5 | 2% |
) — DI NMAIFEPC—- LIAS FIIEBEALEE 11 DLAT LRtk ROS K 1 kit 1,
9FI1 H16504 /2 PI3K/AKT ,EGFR , T790M , AR T WA T T 2 | [50]
NADPH .ROS
] SN s A549 4 Bax,Bcl-2 ,ROS Mnf1 ,Drpl ey AN RN % X N E 1= [51]
TRBE IR T Bl a1
AU R E fili % A549 FTHA60  PI3K/AKUGSK—=3B .Bax.Bel-2,  ZRRiiKRisafr |, GoRiiyiT: 1, i [52]
ik Caspase3 ,PARP AMAEPET T E |
O SO NG filiE PCO/G 4 Bel -2 Baxcleaved —caspase —  ZRRIIAFME T g 1 3E | | [53]
3.P53 Akt i |
WAL e IR G A549 2 Mnfl . Drpl RN | SO AR AL 2k AL [54]
(&) TR T B AT R T
T magE |
Giliges) MitE R JilideE A549 4 p53.GPX4 SLCTAll cystein— BBtk AN T 2RR1AKMHT- T ,ROS T, [55]

asparate protease —3,Caspase —

3 Caspase-9,Cyt C,Bcl-2 Bax

LR U R S /S A )
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— oy, AR 2 o A EAE A . [RIRT 3T
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Gh AESN S  Bh R 22 R P B | rh R
[FIUE R Zh PR B o 40, 28 1 MCQ 5«
WS BRI R, A BT g
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