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Abstract: Docosahexaenoic acid (DHA) is an important member of the essential omega-3 polyunsaturated fatty

acids (n-3 PUFA). Epidemiological studies have shown that DHA, which is abundant in deep-sea fish oil, has a wide

range of anti-inflammatory and anti-tumor effects. Especially in lung cancer, DHA is also involved in nutritional

interventions for patients as a potential anti-cancer nutrient. In order to fully understand the anti-tumor effect of

DHA in lung cancer, we review the population-based studies of DHA in prevention and treatment of lung cancer,

the anti-tumor mechanism of DHA in lung cancer and the DHA-based combination therapy.
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N T T BRI DHA TE fifides T b7 o (1 )82 A A48
5z 4, Zhang 5 ™ 3 i ) e N 2 R A H 5 Tk
SE R PTG T PUFA N B 5 il 295 XU 22 18] )
KA, HEREIR, SNEYE PUFA R8N & 9%
S BEAT R, {HE— B W A R IR =
HNJEPE PUFA [EE N TT BELE Lok TS5 itigees vp % 4%
ZAEM . Luu % P B R Y, 42K & & PUFA
(K145 J% n-3 PUFA 5 n-6 PUFA 2 [a] [ Eb g5 mT LA—
S T A AR Tt 0 R RS 5 ek, i A i —
R H AME M DHA 3N 5 i & 9 KUK 52 1E A1
K, X— KB DHA £k &b sz it v ok 45 il e 1
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PUFA %578 75 0 70 55 7E I8 T3 R Y6 97 77 THI 8 K ik
3 K FK 1 5%E "), Finocchiaro 25 " 8 i % i
HINSCLC & AT E W38 K, 5 2R
SAH B, R 56 2 B N (1) DHA R = Bk T 4 IR
(eicosapentaenoic acid, EPA) ZE44 Py AT DL R & H5 91
RAPUEAAE F B 100 B T AR, IR
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S e R =
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2.1 HIFI4RREIEYE, BSAMRTS B
TEHE AL P9 40 B9 5 55 A0 R 1 2 TR AR 2 AR
M TERRS, XHRERFZMEY A

SRENEZERNER. MR, 908G 5HE k45 4 i
P12 SZ BELN B AT B2 S BURE B KA G IR 9T
7N, Ml AR 5 kA2 3R % A K R 7 324K (epidermal
growth factor receptor, EGFR) & [A 5248, M 1] 5 2L
i g0 FB 3 R T 24 RO R TS I i ok AR T
Jeong %5 'V K3, DHA W] fEIBILEREARZ & / &
M B 4384255 5 B A4 2 EGFR /N 41 o fifiJe AS549
21 g A1 9% A2 B EGFR HE /N 48 Jifd Jifi s PCY J¢ H1975
4HHEH EGFR W FEAR, I A7) & AT [A) AR 14 77 =X
B AKX 3 A NSCLC 28 i 1) 3 48 7% 1%, iX Jy DHA
FE N2E NSCLC By v o i )87 FH 42 it 1 28 52 (1) 1l PR iy
. Yao %5 "7 FIARIFIFR 1) DHA(40. 45, 50 il
55 ug/mL) 43 A kb FE AS549 2111 2448 F1 72 h J5 KB,
DHA D551 5 R [R] A 1) 77 =X 5 25 ] AS49 21
(I5E 5 S AS49 48T . Mouradian 25 ' i@
THSREGUE R, DHA R 52 FE AR P b (e s e 2
Ji 43 1 FE AR K 52 2 90 (heat shock protein 90,
Hsp90). 3 f A= Kl F- 5244 2 (epidermal growth factor
receptor 2, ErbB2) FlH 48 155 5 X T 1a (hypoxia-inducible
factorla, HIF-1o) B335 7K ¥, 1] i 83 40 g 45 7%
TR 3 — 2 HALE BT 78 < I, DHA 7] LA_E 3 i
o 2 i v 22 28 D TR A B IR B R I -1 1R SRIA I
R ATC M Bt A 75 2 I 1/2 (extracellular regulated
protein kinases 1/2, ERK1/2) Al p38 & [ Bl 4k /K *F-,
M A T, #2278 DHA o] Ge7E il o K 4%
PRZETRGT/E T ™ Beah, BFFCIESE DHA R fE 4
R i T8 AS49 4 i L7 il 5% Je8 HTB-182 41 g fr) 14
FASEME, b LLIE I R R i s 40 M b R 2 A R
R 2k A 48 B N R A S R B RO, TS )
BT R N B 45 S AR T, X AR K&
PN JoiE IR I SR S ATL ) F e R 25 B it T — e 1
SRR ™ BB FHRN, HETAN n-3 PUFA
AT LE A N A0 R B A AR 2 I AR R ) 2 ),
T A5 5 e 0 B T, 0 ) T 4 L ) A A B
Siena % Y %% Bl 17- A 4L -DHA 1 4 1 J5 7 DHA
(5% LB AT A, wT LA NSCLC 48 A 34 56 JF
WM, AWmRESMEER, HS57 41
PG At YRR I A 3 et 4 P s B SR PR R TR

Morin % " WF 5T R B, DHA T4 — -+ BN IHIR
PR TR 3L H S (docosahexaenoic acid monoglyceride,
MAG-DHA) B ) i) 1t i 48 i 38 58 75 5 L0 T,
IR, W IE% 325 B BEAS-2B 4 REAE A
P IERAEY], MAG-DHA [f# N 240 17 /N
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RE RN EOLRE, ST 2 R ERES, BN
R, fEfE Rt R R E R P, Jing & Y
I, DHA wv] LLE I E0E p53 415 1) AMPK/mTOR
FoHFEAASMEMR AN, #— PR Es
S it S AH R TS B AE AT . Kim 25 PO i A Ah sz 8k
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(10 1 48 PR S I 8 AN Tt g 2 i 87 4 A 437 4 1) 12
MU 1l & 2 Sk - i 988 I s VA 97 BF 78 8 5 1) BT
Zajdel % @S2 30 R B, DHA R FE A6 4 b
512 A549 41 i N DNA R & 5 5T i) S AL B, A
MFESFAME S E T, BN E M S 306 71 N-
C Tk 2 e & 82 (N-acetylcysteine, NAC) Tii 4b F Gt %
— BRI DHA S fitides 40 B 1) AR A, M
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il g 0 2 K AR BB . 2017 4E, Yin 5 P A
F W], DHA ]38 i 93 {1 s e 200 i P e 44 S 1
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2.3 IR RS
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DHA B4 DNA #5456 P, thah, F
28 1) SR A B I 5 BUM R A8 i A AN RS e, I
AR 51 S AR I 24 1 0 B B Zajdel 2 B AL
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B N AREAE R, FF AR Bt b 1 o it e A e
B B FH MR ROR, K AEAFRT A, Zajdel %5 Y W
PRSP SEES KB, DHA 3 i A549 4i i b 5
IR 75 S caspase-3/7 WG4 A M5 T 10T 24
WGUEELE i e 40 P b U BEAE . R H—E R
JEE M 2 T I R ) AR AT R A TS 7K

et R, T8 S A W A
KT, WUE TR 2 It 40 i R A S i 1 32 2
AW, BRINA, ZVEERE (docetaxel, DTX) 1E
9 it A B AT 250, bR TR R B R BE
il B3 IR A I B, ARV T I 1 e A T TR AL
Zo BRI, ZuZE VBRI, A ROERN DTX
AR A LTS BB B 28-S DHA 5B 24 90 K 80k
(nanoparticles, NPs) AJ 4 22 ] $it fifi fe 40 i, FL A7 56
IR IR FE RS i 1. B4k, Jiang 25 YR
AL 26 R B i) 28 H = S I R SLHE )
% P4 5 12 % (docetaxel- docosahexaenoic acid, DTX-
DHA), J£i@id 256 UF ) DTX-DHA A LA #8 [7] 41 il
/N BRIt 9 240 A A 5 BEL B A R T Rl PR AR i
BN R E AL I GE SRR, AR
Hh BU B A DTX ¥ 97 5 58 1) 4 P9 e s P A R
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