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Abstract

Lung adenocarcinoma, as a clinically prevalent malignant tumor, has conventional treatment op-
tions including chemotherapy, radiotherapy, and molecular targeted therapy. However, these
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approaches commonly suffer from limited efficacy, significant toxic side effects, and high treatment
costs. As a key derivative of artemisinin-derived compounds, dihydroartemisinin demonstrates sig-
nificant research value in the field of anti-tumor therapy. Currently, fundamental research on its
anti-tumor mechanisms and clinical translation has yielded notable achievements, laying a crucial
foundation for future breakthroughs in clinical application. Traditional Chinese medicine interven-
tions demonstrate unique advantages in comprehensive cancer treatment, not only synergistically
enhancing the therapeutic effects of radiotherapy, chemotherapy, and targeted drugs but also sig-
nificantly reducing treatment-related adverse reactions and improving drug resistance. Conse-
quently, they effectively enhance patients’ quality of life and prolong survival time.
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1. 5|15

FEAERGVEN G A b, Fivdee 5 o S BT, P R £ D B e 1) A, HARAT A A
B BRI L) 5 A TR B 600, HAEAE R I RFERHCES S, AR 003 b OB B S,
JA 2 I I R S B v B g 22 DL A Ao g BES ARU[1] [2] il et O PRV 7 SR 20 s TR DB L 0T
Wy BEIRNATT KRB TR Z T e WEFTE S, SRR AROOS 5 A R G B AT G BASRATT T
SR B A B R SN SR HE ANV 24 28 7 A S8 1) s B [ Y7 Y 8L P S R 52 B 5 i TR SR A SRR R Rl 5 i
RIRTT NIRRT — P, BT By TS, I AR IR SR YT 7 58 TR0 =4 i e
WEREET 1A ERERERZE, PERAREZ RIS et R DL IR RTT R D155
FENTIE P RA YT P R BB IR AME . FNE B R AT EY(ARTS) AR N I B4
WAHHRAEL ARTs FRILN BN EZE NPUIREECR . BT R EMEER, AW AY
HAEARAIKIE AL, B2, 2807 R L SE OB AR A 25 B 2245 5 [3] [4]. B T XUEAH
R (DHA) BA WU STUMIBE DI, A &) SR E E SO AERT L P S JUE 25 i i H . XA H
ERENEERIACEY I CRATEY,  h3IE 244 24522 5 Wit S R EIBL T 20 il 70 424X
WIS o ZAG S VIR TS TR I R 25 A 1, O 7250 o B B R AU 5 1 Hioe
ROR, AN O 58— R B R ATEYI(ARTS) K& i FE 580E 1 BB 45 JERE[5] [6], B 1973 FEA
TAHEBE, SHEVRERIGT SRS 72N ot ARy, HERB USRI 23K
JIRE AN, e b U R A N AT A, BRI B U R . AR T RHA L BT B R,
WEH R AEBEACTERUT R A W RS, G5 R E AR 2 PRI . 2SN RE
% SO MR S HUMRE 9T 251k i R, IE Rl I 2 AR HILE AR DU RN, BAEEAR T gl
oD 3B N R 5 it o N 1 el T o | K= 8 AN S R B S G S vl R R [ T e R AR 9573
JS2 VAR 1 I RE S (7] MR B o2 o, B E R R G YI(ARTS) 2 HLH IRCRE . 4127
AR T2 DA S AR R DU S5 SRR . AT U I RS E N S ORI FUBERE B SERTT T XA
7 2K (DHA) {E it i feet 67 PP IR 2 BRAE P S 00 L] [RDASE X LA I PRIEK 45 FH 245777 58 i 1A B2 FH IR AT
ZRIR, BAENAY ZUOTARARBRIARE,  IF D9l R S B B0 E BR 2l .

DOI: 10.12677/md.2025.154046 343 EEazi


https://doi.org/10.12677/md.2025.154046
http://creativecommons.org/licenses/by/4.0/

o

5!
)

Par
s

2. FiRRfE BRI R

FEAERCEAE IR IAT A TU b, TGk B8 (0 500 SRR B AR fa T i L, il s 78 J A s
R L LR 60%, AR R FFSIEET R, O e R BRI B O SR
FEVCR R 72835, JExE & WA S Bt TR AL A [1] [2] o IGIRHT ST R WY, Z0-Cl N fii
T R RIS I ok e 22 =) B G S s S0 B, R R B TR L& . I EEr PR HI(11IB-1V 31)J i) S T
RIEAEBAST  $EIAG ST R ARSI TN NSRRI T %, (HEMIT RO E . Rl EARE R A, 1
WBEPUETEOUIC IR, GARHERBALST Ja H I AEAF R AL 30% [8]. B2y LLREMM Dy 3 1 B AE,
ANEBARS RS, FEMREITR A, 0P B 251 R Bk IR B R s B QUSR5 it
AR RIS AT Sl H B S AR, HISS R AR AR IE L RE s IR TR
5T R S HERE A (A s T T M R SRS s R T B A RO s SR ZR AR D BEAH 9% 70 1 I 2% 5
DR VR 2 A J5 D8 IR I S8 A, AT A 28 e A R i 242 i R [7], AR B 17 o 28 527 1 T i 245 ) e
M KT RS

2.1. FRRFERERLT

HRZGE N — P AT 259, HAEIRIR B R AT DUBBIE] 20 thad 70 4E4R. RG24
B H A BUR T AR 1) NSCLC 3ok 7 2 ad Ak, AR it s, BUKMI NSCLC &3 fE#:52 EGFR-
TKIs ¥897 )5, TIBELE 8~13 AN H W HBL 251 [9]. 753 W AE K K732 AR B PE it v T 7 vh 8252 S HT
PSR YR I RALE, M NSCLC M B IEIRTT 7 2 —[10] [11], BREL, Ehxfug Ik han
i it P R AT 7 AR IR T RO T T OIS I RN, EARRERE TR — AR, (BT TR Y
AR RER B P AL S AR ISR T 2 12 A H B L. MEAZER T 290 w0, MU 2 RGBT 5
SR 2 MR R A, SR AL RGN RN . I T REAN R UL A AT S S SR E A, th S
2 L A3 1 R R TGV 52 T 28 1R YT

2.2. FhRREEIT

% WUl R 78 (245 RTOG0972 Al Okamoto 45)1ESE, il s &2 R F = i i i 97 5 2 7 4 )
2PN B BOVR T SRS RENE B SR IR AR A AT RSB R, DAER AR K IR T2 AR R BRI
77 (EGFR-TKI) T FRE [ Y6 T S5 I8 ia T G L © SO it i va o7 I B 2k . SULEIRS, B
JEURE ST AR BN 8 FVG 7 B R S S8, Mo O Va7 77 Ut B £ e R g% [12] [13].
{E2 X EGFR BIMEM 85, BAlyT IF AR B2 8O

2.3. FhRRFAEAVER AT

TEE R 1A /N i (NSCLC) YR Y7 Hh 3 B2 AR A IR -1 52 4k s R A A 400 71 771 (EGFR-TKI ) AR I R 1o
A EA BRI R X [14]. EGFR B S BRUBEM 1 7572 — 50 R f A K RS2 AR /N 7 R iR TT 2
Y, FESEHTAEE EGFR R AR T AR 1 AE /N0 M il 58 o IR REHE o, 7 /)N e A A
H1, EGFR & HRIBIKFA T 40% % 80% 2 A . (EHAFERMZ, £ EGFR HPR AR AR &, X
2) 71.2%%F EGFR-TKI 7677 R It U, H.29 70% 10466 38 E 1EH 2] 6~12 A A J5 4 IR ki
ZIIR[9]. WRBEFEAER B, E0 /N e e 2 5, B RS VR T IR B A A R . SRIERR
FRoR, AT TR A AZE M EGFR-TKIS JA 77 L2 At B IR i 24 1 ) 8, AR SR I N ZE 2% i 245 I 52
(R AR IR], S B BT e AR A7 HA(PFS) -
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2.4. BN REATT

H 21 thad M S S i Lok, SGEERTAIRE ) T RENKE. % PD-1. PD-L1 KIHLELA& DL Kt
CTLA-4 HPLEE B T1E 2 MO EMR a7 I B3 R, iRy T BRI N T #0581 R JE B B [15]
[16]. BLFIrBL, PD-1 #il77] Nivolumab X /N i il £ 28 e B th i 2507 BOR, Refli B SR T3 R %
41% [17] [18]. WEIRHFFCEHEIESE, PD-1/PD-L1 {5 538 % (1 2208 2 5 S FLAM R va 97 AR 5 EGFR 2
[RLIR S 2000 2 %Ik, Horp EGFR RAF Y Hi 37 1) PD-1/PD-L1 Rk /K P B AE R R I BT . X — &
ik PD-1/PD-L1 #filF5IHE A EGFR #0[a) 290 75 Ml e V3 o7 A3 i B AR AL 7 B A - SR 1M, 7ERTTIX
—IRIT BRI R, FBEIRTT 1 2 A S TR AR A . BeAh, Saeiayy ot T il B R ARy T B R
X 7% B s 1) S B VR T AT e ik — B AR S

TEAE/N N B At 9 (NSCLC) IR IR YA 7 S i, DAIZRON ISR G B AT T RECR R T — 2k
IR IR IT 2L, HHIFRMERBONEE HIT 80 S MA R B4R, BEHEIT 59 TG YT
FPEIRTT A N R BB TRRE T TR T I % . SR, BUA I FE 80 R, BRI NSCLC i3, &
F K TR T 52 AR B R BRI A 1 ) (EGFR-TKIS)— 2R VAT 5L G & b7 75 AR TG, 7E B A A7 A7 TH IF &
JR I R, A e T B2 R 75 S R s B . R R, PEEZTE NSCLC Z7&7h
ITAURIIN N, IR B BB A0 TT 5 Pt T e IR AT 1)

3. MEBHSHRNMENERNE

HE RIS TR 5 2B k2 @e. ZRANDRZN,. Hi, EFEREN
HERNEEAEY), HPusyls 26, W gk b md S A a8 maE A s, e 40
JARERE . PHWTIOR R e A I R . 1 o AT SRR DU B 3 R A R R T 5 0 T 2B S RN

3.1. HnlprhdEE M B A <

DHA R ik 22 ol ids 12 J00 i Aok R 200 Pt 5, /0 BEL VA7 200 B R SR A2 . R E R TR A B RO 5 S
o WEFUIRMT, A SR 4% 2 LR S R ) AR ) AR, HOEE R B R R ZEBRE
FTE. WK, DHA RENEIE I 1 O R 2 /K S LA ity 1 e 200 ) T3 e L 48 5
GO ImE, AIMA R R AN AR . Jin H 8553 FEAT R NCI-H1975 (kN i i 40 ) (1 S 56 v
KIL, DHA GFLRT 2 R4 I 2R, i T IR 40 (5 A T G2/M #i[19]. J&@3d T/ cyclin B1 1)
KiIEIKF-, DHA T2 G2/M M cyclin Bl &R H & i /b, @M Jeiks Cde2 JE g & 1 e it K
F(MPF), 1l MPF ;240 )\ G2 it I %2 M AN il Bk I SCHE R 7 [20] . BRI, WFALZN T I =
AUER A (MTOR)EIL 8 I 80N 2 FAZ MR P70S6 Bl & AE BERR AL AB M, B gi i & AR A
B R, B 2 ST 0 A K ASE B R R AR o SEIREHRUE S, DHA Refg W25 40| mTOR {5 5@ #E1)
BERRAL IO, S S A AR B A (cyclin A)FI 50 R C-myc IZRIE KT BEAIK, 001 30 2 g 44 e 30
WETE[21]. DHA Befi i@ T-Ht Wnt/g-catenin {5 5% Si&4%, 2 I G BRI 38 (GSK3P) MBI 14,
Mkl B-catenin £ A MFRIA G, SR AU HE/NH Ml 8 8 A e o Ak, 2 Bd mT R R
PERISEE A 1 (GLUTL)RSE R ST, BEAS PR 4230 i 26 W O M AR, e i 2 b e A Qi 42
K SR 1) T 240 e 1) 184 G BB [22] [23]0 4L IA T ARy —Phsz Bk DR 2 (R 4 G P v B R e, HL I s
Bcl-2 K. caspase KA S C-myc e kEAl. P53 ik RIS GRS 5. 2l i R B A2 T 4
RNANEE BRI ARV RS, NS R BRI T 2 A ik [24], DHA @ BUE 2R N S 1
ANEVE T @R, B i Fas/CD95 & [1RIA KT, dE 5| R LRI A Mtk . 4l (3 C B Ss
— RINPERIN, I ZARAE caspase3/9 vk, MIIARBUA 3 Fas SZAAH G IIARE P HEAR B S T- Bl [25]. £
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BT SR, 1 /NI ER (DHA) BE W 1o P (IR ZHE A4 58 Fi 7 SR 175 3 il o R 4 R A PP BB T2 26—+
TRNIRIR (DHA) MU R AL 7T o, ol 2 fhor @ AR R R 40 B e A, A 1) A
75 mTOR {5 5 il #: 2) 0 Beclin-1/Bcl-2 AR AYIFRIE; 3) WIZIEIEEUK T 4) &3NSR
J¥; 5) ] AIM2 RAE/METE . XL IBESE | DHA 755 40 Wi A FEU R 288 A A% O AL
Zz—[27].

3.2. {MFIFEIEIEEE T

A TR A B RN A e R4 ey = A R 3 S s, AR RS AL 5 BRI S T 4 2 s i
MARIEIS R G W 2R G AR I A% 1m) a2 o 2 B FR L, e 2T B R R 2 23 SR A1 — B 48 R A
(AR R, S IR () 38 BE e o P A0 T 2 3 P T R, T R ML DX 8 AN AN A R 2 41
Ik D EEQVE IR IR HYERE AW TR K, R tA BT 2 1 4 ozt A e 1 BRI [ 28] o LA A it 2
ZENZ ENTHIPFERE, ARG A IR T PRI R T R (4. EBURIA T
R, ATART 2 5 A A A R 43 13 AT AT AR IR T A BIETTR B, TR IR 4 i B A 4k
BN R AE KR T (VEGR) 25 1M 2E Rl T e 0o IR e A K PR 7 308 3 45 45 0 38 e 8 1L/ P 2 411t (VEC)
(OREE, 2R A SR R T AR MU T, AR IR 2 2R 00 BE (78 97 SRR, [ AR, 8 44
1R e AL RE Qi T AR Z5 A [29] [30]. =1 B/ MR (DHA) B FH T NF-xB {55 8 B (0, 225 P4
RIMAET N R AR T 524k 2 (VEGFR2)FEFE s FIEI IR/ IERIL, TP N 2 AR K R F-(VEGF) 5
HZ AR A A, S0 R A i A PN 7 4R B (VEC) FS8 5 5 401k, B 2SBS0 I8 % R HERE I A5 R
H[31] o = BRI ER (DHA) X IR R 28 A1 A5 S B i B AR A, 502 22 55 1 2R (1 s
(MAPKSs) i i A1 _E R 8] Ji AL (EMT)IE 2 o AHSSHF FOUESE, 78 b8 41 B S A5 40 i 4032 o i e 3k A T 1R 28 1 7%
M AR, 0 4 B R (MMPS) 1y S Ba R 4% IR, 3 3 A A JE B /R 4 o 47 3 ol ol 7 SR 3 3K — i
HETFE[32] [33]. DHA eI MMPs 3%, 5§20 MAPKS 241 /035 57 A, W75 5 a4 i 14 42
HEF5[34].

3.3. DHA Mgk A=+ S B E R Mg 4pa

WK, DHA MBI LS AT Ae S R SRS R SIS AR K P B I G . TR f
FERAE, MRani i B R WM T R, Sl mRIAR I E AT AR E Fe?, XUEE T
{£5 DNA & BB R, SEMREAL I Fe? ik 8% & T 1E% 41 4UKF[35] [36]. ARTs 4T+
13 M AE R B TR N AR 2R, AR R DA R o 0 1) B B2 SIS AR (ROS), 1X L85 PEY)
R TP A NS S e Sl B R IR AR, R S SRR B AR Ak, T BELDT R 4
XT R4 MR B U RE[37] [38]

3.4. W PR 4R AV 2514

e PR PR VR T bR 2 B X R 175 S 2 A 2 24 TR 24 1 L ONTR T R I SS B 3K . DHA T
o2 w2 S, AR SR EHE. 1) Ml ABCG2 #ig i H AR RIE K EHE MK 2) 5 P-
B AR ARG G, T RPERALTT 250 SRS [39] [40]» 1AM R W], DHA 5%
IRYD s JE R AAE B S5 R 24 W T P I R B S 2 R i R R, RIS 2 0 o e A a2 i 24 fr e 440 L )
FEFPIESET:,  BEA 2050 iR R 4 s 3 259 (e 24 1 (R [41] . 22 Tillm PRWE FE Bt R W1, pb3 ZE (AT
RIBRE 2 B8 B0 B A AE BB A S . BETER I, R Ieh . kel fuisey
Y. MECR B DT A SR BAE KBRS A 700 AR I 25 PR AL, A4 55 R pb3 B IR MR
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& R LD RE BRI B VIR G o (EASE R M2, DHA FE p53 BRI IK) H1299 Jifi e 41 i 25 v Ji2 30 H 1 Sat f Jif g
RN [22] [42]0 AR MR ORIt 7 A BARIBT ST R, Bel-2/Bax 8 A ik BU B T vy 55 Ml 240 i 8 141K
PUVE R SR APAE 5 A OCE . DHA RERS i@ I FR (2 I8 T8 8 Bax (IRIA/KF, R TSt T8 A Bel-
2 (RIS, I RS 3 24 A Ao 240 L A R R PP MR DR, 300 P 8 4 S T MU T 25 1 [43] o

35. MEBFE RN MREHNEKSIATT

FE AT YT o, AT AN R BT T B R DUASR 25 S R I iR T T 5, eI
AR IR EYIPURR 258 RAZRZW . ORISR Fh bl | IR LR B 7S5 2
MBS T 25%) . SR, IR EeT7 PO T BORXT AR, BLAEAE PR b 5y B 2444 el e 3 S
FURIR, F DHA 5IUEAIE A FH B RS S8 P A ML 5 RE A% S 25 418 10 i 40 L 48 B PO 40 6 £
TR HEARNIE T3 (G AN [44], FE Lewis /) UM AR AT AR /NG A i fee: S A A AR TR oy, XU B R
SN RL  BEASERE A T . SEIRBUE R, MET R AMInT TR, MiRENEAEERES Lk
PR 2P F 35 B i A R 2 2R AR K [45] . BT AR B, DHA 51 & 507 B8 FH A
RE M 52 25 0 i1 067 A PO 1O e e AR MR AT 25 1k SRR 25 R B 7R, DHA B BUE p38 2 8¢ JFis L R 1
B (5 S IEER, WA UGN Lewis itk 4 MIX R E1VRTT IBURIE[46]. DHA RENS 225 MY SR TAU AT I HIUK
Y, SRS N, PR TE GRS P SU(ROS) A 77 THI I HE B [R5, ] R 6 1 ik il
MM )R VEAR T 8 I S S IR U 0 S S R A M A AR R PP AR T [47] 0 RV T B XS ARTS 91T
iR A RSN T Z T RIS T —E R RCR, (R IE 58 B A TR i R 106 45 SR A T H #1220
JUo Z%0 ARTs Hllm PRI 15 BEAE | S 11 IR B, ANIEAE R, MR AR 36 0T H A0 IR F7
g, JFRILM BRI RS

4. BEERE

VML GHUEIRZ5Y), AT 78 2 (DHA) R 22 88 5 25 BRI H 25 32 222 R oRiE,  HAE AR/ da i
JEIRYT TR THLRIBT L UG R R . BTFERY], DHA JCik2 A SR B G 2y, YIRgidid i
AR B 2R B PELT B PRI AR L (RS R R L B AR T A ETESE T il BRI TSR L
FRAR R AE O R HTMIR RO o SRT, H ATETX DHA VEYT Bl B ) s R AT LR B A2, BFETTRE R
W AT TR X 36 DA DY HL R 28 B & 77 SRAE e 6T P T R S etk SRR IRITE R AR
RN A R o BB RGN 2 T L IR AR SR s 25 RS HIT R, DHA fE
Ji e 3% B V6T AR R T L T PR S P T 55
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