H36t H3M W B T2 B4l (11 SR Vol.36 No.3
20234E9 H Journal of Hunan Institute of Science and Technology (Natural Sciences) Sep. 2023

A EmAHEERAREN SRR

BEE, hEA B W BEHk, K B

(MR T 7BE 2k T4, WM & 414006)

i E: 8§ ZR(TQAMMY A AT PRI BRENSY, ELEAT . BRI, KA, REFFTEHALA ZHAE
M. BRI, TQ 5t % #r B Ab 3 B A ¥phl sop, BAaER N, BA RIFes I RATR. SR UF R TQ #9252 AE A
BER R, IR A L R TQ # 3R BAAE], A TQ 8RBT BN JR R RS H

KGR IR, RMNE, By

FESES: RT3 XRRFRINES: A XEHE: 1672-5298(2023)03-0033-05

Research Progress on Anticancer Effect and
Mechanism of Thymoquinone

TENG Jiajia, SHEN Hanchun, ZHAO Tian, DENG Minyan, LIU An

(School of Chemistry and Chemical Engineering, Hunan Institute of Science and Technology, Yueyang 414006, China)

Abstract: Thymoquinone (TQ) is a quinone compound extracted from Nigella sativa. It has a wide range of biological effects
in anti-inflammatory, immune regulation, liver protection, antioxidant and other aspects. Studies have found that TQ has inhibitory
effect on a variety of malignant tumors with little toxic and side effects, which has a good clinical prospect. In this paper, we
reviewed the pharmacological research progress of TQ in recent five years, and elaborated the anticancer effect and mechanism of
TQ from the perspective of pharmacodynamics, so it can provide reference for the further research and clinical application of TQ.
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AEHE DO TR AT A R 48 A T (cyclooxygenase, COX)FI 5-Jlg%A A iff(lipoxygenase, 5-LOX)i&fe. X LEfif/E 58
FERAE TP LN, W R A E R 7 AR, SECP R AN . WA I a R E AR
ARV )7 A, BB LB, TQ A mEdn i ™ 4k — AL A PE, IEI B A HR
YEA. VFZ 47, WMERSERE F o (tumor necrosis factor, TNF-a) . [141ifi4 2 -1(interleukin, IL-1), IL-2
IL-6 1 IL-10, #F7EARAE TS E ZAE M. Horh TNF-a Al IL-1 XA (R 5 40 A E 7 (IL-6 F1 IL-8). &M 4U/A
(ROS/RNS)FIJG BT/ ot i 12 B SRk e 75 B /R, 3 S 4 i DAl T g S5O0 i A8 3 i 28 B vl SR A
TQ AT WMUMAERS, XL A K-S0 87T, TQ tRETEMEEEAE AR Hilfe 2 4 X i A, AT
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TQ VER—FPRIRZGY), FXP RGN LN 367 M TEIAR RS P BRI FF & AWt gl A SR H, &
SOR S A T AR . SR A AR S R R R R, KB TR,

3.1 FSHERAT1ERRILE

YRR T —Fh S TR P ST, XA F R B AL RN, H R TEBRAET | A s &k
I, BLAFSE B, TQ AIYE S #if (SiHa A1 C33A) . A LK (HL60) . B 5 (HGC-27) B §98 (SKOV3) |
BUS AR (DU-145) . FLIRE (T47D)FITE (AS49 F1 H1299)25 40 it 2 A 4 i & A= PR 712024,

3.1.1 H AR TR

e AR T R B P AR — IRl Bel FE AR NTER R/ ARk R, TEX —igferh, 4k
(A B3 75 A DR 45 o8 foh 22 T 3 m, - AT R A R0 T R DR SO P RS RN R AR T BB B RS X R T B
TR 25 IR T B O, 90 40 T 3 R R Bl TG 1 caspase-3. TEVARYT S EHERI 9 SE 3 R B, TQ
nE i PPAR-y 11 PI3K/Akt il B [#AIK caspase-3 F1 caspase-9 HYIGYE, e fd 40 gi -1,

SR AR R A PS3 AN R A S S AR T R, i TQ B K AT PS3 {5 T
TIPS, TS AT, AR, TQ BRIV A 12, 1948 P53 9T+ & Bel-2 F
W, R ERT TQ BTN T ZFhik e, N Jak-STAT, Akt, Notch, ERK-JNK Fl NF-kB.

3.1.2 TQFES4NEET-AY1EH

TQ i AR T /E R AT KRB 5 A5 BB R, fln, 78 TQ X i o Bk 4 i Jes 40 a1 5%
M) ) SE A7 Hh & PR, TQ il i Bax 8 AN 2 ¢ & /K FHTHEE SARMET. FIE, 754 A4,
PR HCT116 MRYT & BE, TQ X P53 Fl P21 & /KA FHE/EH B HiIH T8 1 Bel-2 MR EA
P AL,

AP, TQ AN A ik N Bz 41 it 2 (human umbilical vein endothelical cells, HUVCEs)ZH i 1= HA
—E MR, i BT ia Sk AR AR TR L. HLARSRIN W AEAT & HUVECs 4t os b & 2,
TQ AIi| Akt/mTOR {55 A1 I3 Beclinl & FI¥IE 51 A WE, ML Bel-2 2 (s g i & A
T2, AT AL ST R EU% HUVECs MM T TQ EFIMKEHAE K FUS, RIS SIRT1/STAT3 i i M i
X R BT IR A 2L AL A ORI VR T, X R TQ WM — RIS FEIRY T Hh s ILAE 5 U Zh R4 35 F0
BEAC I ZE AL 2547,
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3.2 ¢HAEE AR E A R E M

BEAYAN Rk S 02880 M & Go 81, 4 i )5 1 & S AR 3 B (cy clin-dependent
kinase, CDK)/E T EAZAE Y % 2 22 A VE FH Y, CDK (7] s 42 il 41 B 3 04 G /S 64571 Go/M 4.
FENPEE AR, CDK REMS (5 20 it DA i 11 10 (Go) i 40 At S B i 2 R ML A s . EX A AN B 208 4
MR SEI R R B TQ X Gy SIAIA T I i ek Aebd A i 3 . SRAEAINHIVER, BERIIHNE c-SrC Al
JAK2 Flj),

TE TQIRYT 24 h N, A BB LA ANMTESE —A> Gi AR EI R B A 38 0; 48 h I, Gy W14 A fs
BB AR AT P, AR TR0 XU SE7E ATt & B0 T MR 45 5, Sl i0s P21 gtk FLAR A
A Gy 177 Ak T HABH A B, Wirres Z5EIASNIIEE TQ X HCT116. HCT116p53-/-4% 9l HepG2
B MIETE . T K fE S5 SR msem, & HCT116 Xt TQ AbFRAMUR(10 umol/L), 7EALHH
72 h F196 h 535S S/Gy WI4R M A 1 /0 A ik 2502, [wIiE, TQ ATH% PISK/Akt Fll NF-«kB, i JHA 95 41 il
PR Go/M BBHAECY. VF PSSR TQ RIAE AL 175 Sk e 40 it 1 390 BEL AR e o #E e P
3.3 HiBhE M & A AR R E AL

A8 (8 A FCRE S IR 1 A A RN A RS B AL AU SO 32, TR1 LA ol Je e o A () 2 8, BB IR IR 97
ER—E R LA R, I A A R R AT AR 4N AL K [ F (aFGF Ml bFGF), b K A
+ . A K K F(hepatorcyte growth factor, HGF), M4 SEIA 7. M AN ZER . 1L-8. FEXLEH
i, ARk A A B R R R 2 — SR ML N B2 A= K Rl F~(vascular endothelial growth factor, VEGF)?8],

TENZEHIH B (PC3)FIE P 4 ML (SaOS-2) B AR R B R A A B S g v R B, TQ RERACI e 1M 87 (1B
i, TEE R, EREMH VEGF BIE K. FERl—SL8 PR uER] T TQ FIYEHF NF-«xB KL s & 4%
Hoptm A A mAEA, Eal i HUVES 20 REEH, BN B 4l a8 6e 1113, 14k, i VEGF i
SR SME S V87T 18 (extracellular signal-regulated, ERK)AIEfL . A T REHBAE |45 1 AT BRI N B 200
JLAR 3G FE T T R RE . TQ B0, [RIB FRBA A AR s kY. /RIS TQ MER TN 4 24 h 5, W]
B BT P caspase-3 /KF- L, il Akt I ERK BER Ak, M1 Py &1 2L B a5 7y A= R e 1 i 91,
3.4 PBEEEBMFER
3.4.1 XELBERVEH

TQ i i AN [l 5 1 S FNHEAR K AT VR . it TQ X ELAZ 4N 4B (K] 1--2 38l (eEF-2K) %
R MAFSE, &P T NF-kB/miR-603/eFF-2K {5 S4h it = kLI AN iusssg . 1288 . R
SRR, 5 A B4k (epithelial-mesenchymal transition, EMT)AH ¢ % 5K F EMT-TFs 7] §f TQ 520,
It 5 HoAh 240 A BEIVE T, 9140 miR-34a, HIFLAES AR 28 . #ER000
3.4.2 X EiE Ve

FEVE Rz 8] S0 5 ] 2 AR L AL 1R S 86 v, TQ X PR Ay S 4 L P2 04 e AR R BN B[]
FFIEAHPE. TQ BRI F Bz 18] Bk Ak % S 7 Twistl . Zebl (93535FF# E-Cadherin #9251k FE, It
TR i 3K PR R 3 DR A S T 0 TQ BT, T R R 22 5 A TP,
3.4.3 XEEMEM

— TGO E AT A T TQ X FR il 62 A LT B8 AR 22 A &5k, RS 1 HowE A8 769-P Fll 786-O
A R IR AR 22RO H BE 7. SCI645 AR, TQ BEHE5E: E-cadherin )33k, T Snail .ZEB1 il vimentin
) mRNA FIE HACE, FF2FaAcofive. & FiHEE B1(LKB1)F AMP & {8 FH R AMPK) 1 2
PEAKAFB8L K F A5 AE N B 786-O A ACHN 4R R SLEe b &3, {5 5@ AMPK/mTOR 1] LIg TQ
VA AW, DAL B A 1) g 2 e B 191,
3.4.4 XoF TR IR B A

K ST BE A MR A DG4 U-87 #1 CCE-STTG1 4] 5 TQ Az [ i, {5 LR (focal
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adhesion kinase, FAK)f) 2l [, HJSH & TQ ¥ ERK BEfRAL . 555 4x & 45 (1l (MMP-2 F1 MMP-9)f) 3
WA EAT AR £ IO
3.4.5 X HAEAE A 1E

F TQ X lifes AS49 4NMLIES 7473 11 A A 5256 A0 Transwell (272525000, A0MLE RS {22224 S 8L H
I TEVACRSEE. AL, TEXT B (0 ZORTHEA T IS A R ARG S b A B TQ AT AR I THE 50 NLRP3 RH/IMAS.
[y, AEA TQ KRk COX-2 MZRikIX—Jr kb 1L 45 bR A & R e B, BT BIFE 7R TQ RE
Wi ATRRRE B 3R 52 1A BT #9821 7(androgen receptor splice variant-7, AR-VT)IE K-, A3 BAE TSR

IT R RARIY, 2 1 RIELESS T TQ MyPUE/E.
Fz 1 TQHIMEIEHR

BUE/ER AR b Bl SCHik
FHSRETAEH Bcl Z5H | caspase-3. Bax 5. P53 {5 S, IEbeE . ZIHHESLE . E . 33,35
HCT116. Nrf2/HO-1/GSH-Px {5 E3#@ 1% . NF-xB. SRKHEAREREAL . BT I

Akt/mTOR {5518 . SIRT1/STAT3 {55 I
JEHABE A A ¢-SrC., JAK2, P21, HCT116., PI3K/AKT. NF-xB  HBEER[G IR T, FLIE  24~26
FEIGUHA]. A\SEIE A [S/G2
1. IRAEHE[G/M ]

Pk i A= A E A Akt. HUHESNZIAKES . NF-«B. ERK NBUFE . &R, e 30~32
PR R eBF-2k. EMT-TFs, Twistl/E-Cadherin/EMT {5538  —FAMILIE . S30% . B, 36~41
YEA [#% . Zebl/E-Cadherin/EMT {5 5@ . E-cadherin,  NSRIWEFREEANNR . Wik . #5

AMPK/mTOR {555 . ERK. MMP-2, MMP-9.  {HB@aZER | 2. BRI
FAK. A549, NLRP3 #isi, COX-2, AR-V7 4

4 TQ 5 H A 25 ik & A

£ X HL-60 41l il 22 FUELAT i 25149 MCF-7/TOPO IyRa4iififd, TQ S4ky7 25425 55 2 A B & FH 2 g
FPUEE T, PUBRCRI R, 55 —FbIriayT 21 (CDDP)EE & I, RFEFIER TQ 5 CDDP
I FH X 4 5 s NCI-H 146 2 i 28 240 35 5 100 1 R A B ATya 7 AR ) F gt B i e,
HAEFLHZRBUAIIH PBK/AKT 155 8914 S 2 TG 2ok kg 2, [ PTEN JERAY i | P-
W Y R R o8 X — 1 PR, WL 40 2R (T47D)IRFSE /R, TQ 575 PE A EE A8 FH w2 i
H, B3 B TR pesh, SHEMER S AN(USTMG) I 5T & B, TQ 5 TMZ WhRIfE I fE
il S SR AR BT 1) MIMIP-2 FT MMIP-9 [ 3RIRH0). — B Ihd i oE 35 K B, 43I R
PTREARI T 2595 TQ BXFREMESACBIPMEIVER, XHRA b7 29 IIa F U — e T, JFRERE L2y
(1425 R FH A 241

5 ZRiE

VFZRIRY B HAC S YA RPN T2 BAE. Sl AR ER T UL, TQ VA —Fh RARA W TEIAR
WHSMRCAVFZ R, HA BRI, X FIRAEAEEIRE R0 A RAFRIVER. (BT —Le/E L
W AR, 52— BT Rl RS
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