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Abstract: Panax ginseng C. A. Mey is one of precious traditional Chinese herbal medicine for two thousand years history, due to its
various pharmacological effects and wide utilization in the clinical treatment of tumors and other diseases. Presently tumor has become
an important factor threatening human health that the antitumor effect of P. ginseng is attracted great attention. In this paper, the
effective components of antitumor action by P. ginseng and its molecular mechanism and structure-activity relationship are
summarized. Studies have shown that the main effective components of P. ginseng for antitumor effect are ginsenosides and its
metabolic products of intestinal bacteria, ginseng polysaccharides, and ginseng polyacetylenes. The functional mechanism of which are
clear relatively now and their main mechanisms including induction of cycle arrest, apoptosis and differentiation of tumor cells,
enhancement of immunity to tumor cells, inhibition of tumor cell proliferation, invasion and metastasis, etc. And the molecular
mechanism is involved in the regulation of many related genes, proteins, proteases, immune cells, cytokines, and signaling pathways,
etc. In addition, the active ingredients of P. ginseng exert antitumor effect in a dose-dependent manner, and the different chemical
structures of which lead to different antitumor activity. In conclusion, P. ginseng is abundant with antitumor active ingredients, which is
expected to provide safe and effective natural medicine and its preparation for clinical treatment of various tumors in the future.
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M (b E 2 ) ey BRI 25 s AR A . A
ZHTAAREWGAMNME, R L) ZHTE
JY O BRI . A2 5255 B Mogr 25t
HET, NS HINMERIT & LSRR 23 E A
ROy S HAE FIBLHIAIT 78 2 B T AR R R
BEHm R RN, ASEHEE N =2
K REIREEENER X g 1 oy e
HREI BRATIZ BN, e sk,
P PrkBi. Pusks7 . PUSIBL PURS . e
PUB GRS . BT PRI BRI, PRAT.
PRI PR SO ML RS 55 . Horh, HuMefE
FH B ML) B G 245 28040 Jo R Al R F 9 2 H i — R 4%
Mo NS OB MR BIGIT I 25 . AR
FAS PN 0 THLH] AR A R Rk &
(IR FEik R EAT £k, itk — IR ANHIE 7T RA A IR
I $R Bt 22 5 B KIS o
1 ASHMEERNEEFTHNS

K2 B SIS B R NS BAT 2 b e
TER, Hh BB MBS A NS EH
(ginsenosides) M HARE =¥, NS ZHE (ginseng
polysaccharides ) 1 AN Z Jft EE ( ginseng
polyacetylenes). A2 & NS Hi/MIgg /E FH 1) 32 2
gy, HiRANZZHE. HEAS 2 HH#EANEE
L g TE R AR E T R A B R i, A
oK B REEH EY, A S B Rb. Rby,
Rc Al Rd AIARIH LW NS 2H Rgss Foy CK, A
ZEH Re AL NN S 2 Ry A EP, A3
B Rgy XA NS B Res, ASREH Rgs
AT E 4L Rhy, CK WA E N 2
(protopanoxadiol, PPD) £, H Bl 45 ik i A
A PR (R sk NS B LR E NS
=1 Rby Rbys Rbs\ Rgy Rgs & 6- 21 KE-Rg;®.
Rgs« Rgis®. Rhy. Rh,. Rhs. Rk;. Rp;. Rd. Re.
Re,™. Rs . RED. Fio BN CK K5 PPD.
25-OH-PPD. 25-OCH;-PPD!''%% . H i A\ & 2 1F
Rb;. Rb,. Rbs. Rc. Rd. Rgz. Rgs. Rhy. Rsyp
Rk;« F,.» CK BT AZ BRI 2 (panaxadiol
saponin, PDS), AZHH Re. Res. Rg 6-4[k
J:-Rgs. Rgig« Rhy. Rhys Rpy. R AT F WAS=
M B (panaxtrol saponin, PTS). HETCMAZ
YRR 7y B Al Z MU 20, S
NS 2K GFP1 [MIX 7 T REL N 1.4X10°, H2F
FLHE (galactose, Gal). Hi%i# (glucose, Glu).

SZEHE (rhamnose, Rha) FIfi i {H## (arabinose,
Ara) %, BEREEN 6.1 :2.0: 1.1 : 32190 A3
Z W PGP2a [HIX} 5 T E L 32X 10%, B Gal.
Ara. Glu fIPEFLPERERL (galacturonic acid, GalA)
R, FERELA 3.7:1.6:05: 548 A2
PGPW1 [HIXt 4 F &N 3.5X10°, H Glu. Gal.
H#F¥ (mannose, Man) F1 Ara ZHi%, BE/RLE 3.3 :
121050 L1 RERYEANS LB ginsan CHIXT 4y
FRELAN 1.5X10°0°) 25, AShiEsH b ER
CHRBER B A UM, N ST EE
(panaxydol, PND). A Zkt = (panaxytriol, PNT)
FINZIREE (panaxynol, PNN) 4.
2 ASBHMS B AEER
NSH R E A MERZHE, B Ht
Z R, H SRR IE NS . i
B B, BhE. . S8R, HIEE.
B R, A, ASKE. EIE. PR
. TEWNERE. BEE. sryE. S0E. I8
K WRELR . BREE . BRI, I A R )
H5E BA B AEIER, SRR .
. B, LR, TEABYE. OPEUE. mia R
o R, BEbbE . RERE. RIUE. d4EN
JEEMIE R ES . NSHR—Hr R
DL B PR, 4 PPD X AT . e SR €D
=R AR ESURSEE REMTEH. A
BRI 2058 43 0 IR A FH R 22 3 T L — 5 1R 7] B ARt
P, B ISR KU MIRE RS 58, A LIE B I [E]
Wt . NS s 5 H A2 & 45 FH o] U o
PUbEROR, WAZSET CK S5IiE 2 (DDP) Bk
S NS B R BEAEUE (endostar) M7 3L AR
v LU A B R IT ROR, AS B R RG22
HEZR (mitomycin C) fIFEIEJREERE (tegafur)
7 AT S I 0 B S i AR Y, 20(5)-PPD
584 =W Ccalcitriol) i 730 Hi 471 i Jae 40 o A=
KU, PPD 1 S-JUREELE (fluorouracil) Y
ok e AR PO, N 2 R T R R
(paclitaxel, PTX) 1 i1 [0 £ i F) g 3 1k 2,
[AJH ginsan B34 5% 5 20 (4 M/t 2 (recombinant
interleukin, L) -2 X 2 €8 28 41 B I 4% 7 1 411
VEFRASE . Ak, A5 RIS I A SR T >,
R RSP g s b R P R
ZHUMERSCER, R ] B X A B 2 B NS
AT RO BRSNS B S
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HISEATFAE PNT MAZEH Rh, (1, TS
17, PNT RZEASINLiEEH H PND FFFEARE
IKARAE A RO, N2 A Rhy A2 7E 28 il A% e]
H1 N2 2AF Rb, 2L 1E R T
3 ASBMA S IAEERLE
3.1 I A AT

i ges 240 ff B TG BRSG I R, DI 20
277 LTI . NS HEYS NS RE. NS
20 e N2 BB A e 8 24 P 18 B e A o 3 A )
YHHUIE TG S S A 2. BRI 20(5)- A%
T Rg;P P A S tf RAPY, PNTPY, PNNPI25RE
B H ) SR AR B R A 22 5 R S AR 53 4B DNA 1)
B, N 45 g 24 R 0 o 4 L P RS B A DG R
HFEAN A% TR (proliferation cell nuclear antigen,
PNCA) [3KiE, T35 DNA EHIFEE LD, M
MApHIgEi > 238 . NS 2T Rd EREFFIRE
FREEH RP/EB ZJE M7 stathminl (STMN1) ]
Kk, MHIGE AT YT, HAETR S stratifin
(SFND [HRIEFHA 25y ZL AR, 7 40 i vh 41
B % LBALEE (histone deacetylases, HDACs) 1)
WRIEGHE A LM (histone acetyltransferase,
HAT) LR IL FEHE AR OBE L, M4 E B
CPRA A G 0 5 O e sl M, AN T e |
R ERL. HATHAREWASEYE Res GEfEK
HDAC3 #ik, M p53 ZBEALIE A S m ik
Y, R 20(5)- NS B H Rh,PA] BT
4l HDAC1.HDAC2 J¢ HDACG (¥ 1t R &k,
FEHGIN HAT {3, {F4185 1 Chistone) H3 4
PR AT 38 I, DT X e 440 P 42 i B P o

IR A FL R A N S AT IE Re 4] “ Warburg R4
JRE 7, R 20 P AE AT A SR R T I T A A
HEBY), Warburg 28 AT R AL K. 20(5)- NS
H Regs 75 5P 5490 40 i s i #5585 S i
e ¥ ( signal transducers and activators of
transcription, STAT) 3 & i1 ] 5 B g W W g
(hexokinase, HK) 2 FlITA {i & 5/ (pyruvate kinase,
PK) M2 & PEPY, R 78 (A s 4 i e A 3 B
Rh, 7@ FEACEE H 8 B (protein kinase B,
PKB/Akt) /Wi #L 24725 B 0 75 3 4 22 H (mammalian
target of rapamycin, mTOR) 155 T~ 1 B 2 ] %5 4
SH¥JH (phosphoglucose isomerase, PGI) #ikP',
T DA AR R AR . NS B tRe s — e 5
60 24 o 38 B 2 DDA G I AR K R 7, R B m AR AR K

[#|-¥ (insulin-like growth factors, IGFs) . %t
KINZRAF Rgs. Rpy ALl Jd> 703 IGF-1 JF
LAz A (IGF-1R) K&, HAE AkmTOR &
% SR 0T 20 R e B R L e 20 I G i A A
YERPS), I, Akt/mTOR @ EG & A SR 45 g
UM G TE OB A SR Tl L — . BAh, BRI
MANZ BEF LR —LE microRNAs (miRNAs)
FIB KA R A IG5 . NS B Rhy o] g S
I miR-491 #i 5 4 M G G ANE 5% T 2 UIAHOC
MR A K B 7 524k (epidermal growth factor
receptor, EGFR) 12 5@, DL & I miRNA-128
{2 Tk ) B TR A s Y . B AN, NS %
PGPW 1 I fe % 001 5 P s 410 L 2 1T (1) B 25 D2 4 3
(muscarinic receptor 3, M3R) FRik, M4
AR,
3.2 FSMEAAEE R

2111 Y 5] Y L ¥t A 4100 1) b e 4 i 16 B 1) R 3 A
o ZHML YRS WIRT 7 DNA & RGHTH] (G 3D
DNA & (S D). DNA &5 (G D, 4l
B2 (M D, RANER — AN TARIRIR S A
WG 2 R (Go MDD ASH BT KRZE
NS 2 A5 MR 4 i R 7E. Go/Gy B,
DENS BHEATE G/M i, ASEH REiFFA
J A PRI AR T GyM 1P AS 2 HE RN
SRS T B R UM 0 T Goym A,

NZ A R oy vl st 22 FhosAe s i eg 48
FE WIS . A2 21 R Rgst™)L Rh,! ), ck )
Je 25-OH-PPD VS AE 2 Fh it AL . B o Jil
T A e S A R AR O B B s B, dlad
I P 24 ] B R A R R A U R e R T R
AR (ataxia telangiectasia mutated, ATM). p53.
p27. p21. pl5. pRb2/p130 HIFRIE, T RXUG A
A (murine double minute, MDM) 2 ik, Rb
TERRAY . E2F1 e sgim RS, 3k {5 40 70 24 I 2
I Ccell division cycle protein, CDC) -2. 25A, 4f
M EIAE A (eyclin, Cye) -B. D1. D2. D3. E2,
JE A S LA B 0 (cyclin dependent kinase,
CDK) -4. 6 SFHIRIE T, 2% i yeg 4 i 3
BHWEAE Go/Gy #e p27. p21. pl5 M pl6 %)y CDK
7 CCDKIs), W 7T B A 2 2 48 CKM7 R, 4]
SELELE e« 1 I3 40 i o e o b R T T L -
3-32ME (phosphatidyl inositol 3-kinase, PI3K) /Akt
AL AE KA 7 (transforming growth factor, TGF) -
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B fE 5 T, {RitixLk CDKIs X} cyclin-CDKs
S4%) (W cyclin D1-CDK4. cyclin D1-CDK6).
CDKs ¥ (41 CDK-2. 4. 6) i&HEMMmEIfEH,
T ASE kI 4 45355 T G B
3.3 BSMEARAT
RKEMLIEHIERANS NS B HFGN
BT BEE 23 5 T 2 MR AR T, X R ASK
FEHUME R — N EE EERPLS . AT E
B = RER: SREN ST (WIRMEE) . S8
T2 AR ST CHMEYEIZAR D) N R 507
T2, HFARKRIL 2005)-ANS2H Rg, ASEH
Rgs. Rhy. Rkj. CK. PPD 256615 S PR TR
9 Bel-2 KA Bad. Bid. Bim. Bax K& Bak
SR TERAMRE, FE R Bel-2. Bel-xL %%
PR TR ERIA, (A GORLAARES 5 i A7 PR IR T
NPz (cytochrome, Cyto) C, Fifif& /R4
(caspase, Casp) -9 #i#0E: H 20(5)- AZS 1 Rgs.
ANZBFH Rhy. Rk;w CK. PPD HAEE S M40
AR PEE T RD B pS3, AE T2 4K TRAIL-RI
(DR4). TRAIL-R2 (DR5), Fas KAtk (FasL)
215, KI5 Casp-8 B 1X 2 2B AR W] LAY
iH RN 5> Casp-3+ 7, I ADP-ZHER &
(poly-ADP-ribose polymerase, PARP) Zfi#, M
T SRR 20 g g 7 142349992 N S 4 Rby . Rb,
A Rgy EIRTENTE A M BE A Casp-3. 8 HIFRILIK
SR TS, {2 Casp-9 FIPLIH T8 [ Bax /K
WAL, WX 3 i\ SR AN TR
TR AN A2 A FE B o A3 4125 5 i 4 g 77
TEYRE T2I& 12, Bel-2 85 F F R 18 il Aok 4
RO TR 1) 3 B R, T Casps ANEAE
HMIEEIE A& PRI T AR A AN T D Y,
FE MR 40 B A T R (inhibitor of apoptosis
proteins, [APs) 3Rk n] B A #E404] Casps [
WEPET AR A AR T BRI 20(5)- NS B
Rg;PI K AN S B R, R IAPs KK A
XIAP. survivin FJZ1E M MIBH1E Casps # #1
NSH RS AT Lhod 2 g iis 2 M T
FHRE I BIFRIE, AT 3 B i e 40 1 A= )
To. MARHASEH CK £ 2 K& R4
A e E 1Y 0 2 B AR IR BERL A (protein tyrosine
phosphatase, PTP) SHP-1 FJ5RiA#Iii Janus kinasl
(JAK1) Jz STAT3 HIWEERAL, JF T STAT3 #EJE K
Bel-2. Bel-xL+ survivin [k, 3R B H ]84

il JAK1/STAT3 5 5@ B A S s dn gy -0 A
Z: R Rgs fe T 1A JR i 40 B ] SRR Ak VP 2
PRI R R R Pim-3 SR HIERIE, bt
WA T Bad BEERALCT, HL7E SLARE 4 i i i K%
MM AME 5 T Cextracellular signal-regulated
kinase, ERK) /Akt 155 DAL RAE p53 2 Fa FH W i%
kK 7-xB (NF-xB) {55, BEMH] Bel-2 &
B N2 2 AF Rhy 78 4 5% 408 ) 5@ i~
miR-21 ik, {f# Bcl-2 mRNA 5 3-UTR &4
P HLER DY, N2 B Rk AN B s ks
5% ¥ (telomerase reverse transcriptase, TERT)
mRNA K c-MYC Fi&Hi vk BvdE e, A
iR 200 A8 5 R 00, N2 Rd 7E B
FLE A B T A M RUBER SZ R AL (melastatin
type transient receptor potential, TRPM) 7 @ IE 15 VE,
MM SR 4R T A3 2 CR BRI
22 5 % I (sphingosine, Sph) « #1 2 B % ( ceramide,
Cen) K%, Z 5 MR- A2 £ P PGP2a
7E B4l e i@ N Twists AKR1C2 FE R
%, B NF1RIEE S Mg yE -,
ANSH UGB 2 %455 3l S
FiRE 4 T2, NS B CK 7R 45w 4 i s ik
T T /4 R 2R O ) R S (Ca®™/calmodulin-
activated protein kinase, CAMK) -1V i [ H RV L
T WA (AMP-activated protein kinase, AMPK)
WAL, A BOE, T AMPK F3E 40 v] 75 A JioR
T, RMASEH CK "G CAMK-1V/
AMPK {5 55@ 8%, 20(S)-PPD m[ 4] PI3K/Akt {2
SO, NS RAF Rey BI040 R 2
& Cerythropoietin receptor, EpoR) 7E [ IflL 73 41 fg i
RIMAIRIE, FFAHIHA T K JAK2/STATS {5518
B0 N2 BAF Res FEM TR ANML AP M) MEK {5
SR NS B Rhy £F (A IR A0 A R
HIEN F-o (TNF-o) {5 55887, ER A0
fff PI3K/Akt B KIE: NS B4 F nl s
{557 ¥R Capoptosis signal-regulating kinase,
ASK) -1/c-Jun Z K% 8 (c-Jun N-terminal
kinase, JNK) f55i@H ™ A2 Rg. CK M
Rhy 7EG VR 5T S8T « J% I 96 240 v ] i s v 1 4
(reactive oxygen, ROS) MEMEM R, H ROS fE
RIS p38 MAPK {5 5@ 0707, A S 2 p
A FELIT Wnt/B-catenin 15 5@ 25072, NS4 R4
AT LR DL B I S84 5 38 2% L R 4 A b 5 |k Bl
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Ht Casps WA TN T B T Casps i PER T
#BE, ANZRFWRE Casps KB T
IR AT . FARRIIAS BH CK E45 1)
L5 MR e 4 L v 9 e B I 5 R AR TEOR T2 2 A
¥ (apoptosis inducing factor, AIF), J M5 Al fig
¥R, MM SIS DNA 45475 B gyt i e 2R
SEMEAMIE T, X2 —Fh Casps IEHMIMER T
N ALED

BRI FRIER NS B H Regy. ASH AT
n] i@ A B3 (endoplasmic reticulum stress,
ERS) A FhiE4i . WRME T RE R ES
2 7 R R Ca¥ R, R P R
I Casp-12 (J¥IE. PND 75 7L I3 41 i v gE % 4
EGFR 1@ #3805, B85 1R (phospholipase, PL)
Cy #elus, SR e =R LIRS AN =2 Je 552 44 A
WR B Ca®'s N Ca IR R S
CaMK-1I M1 TGF-B &1k ##s ( TGF-B-activated
kinase, TAK) 1 3% p38 MAPK 1 INK, Zk i fi
EJRPEHEE T (NADPHD B0, i R £ AL
B, BB SIRNTM L. 7E ERS BIRFTEEA
SSEH, EE R R AR5 (protein kinase
R-like ER kinase, PERK) #CHfLi%)H 1155 1I1E
H, HA# 5 ERS iRt 5 K7 CHOP £,
T HE R T AR 1 Bim [R38395 , 2Rk A5 Ca™
SELRIR Ca¥ ([Ca™ Tm) TR, MARE
Casps MTEL KR TR R0, Bhah, NS RH
R 75 IH FE5 41 M8 £ B0 4 5 _E 1) Casp-1217,
M Casp-12 7] H$#:f# Casp-9 ZLfkE, F M #E
Casp-3, & SEi e e,
3.4 FSMEMAES L

H AN A 2155 3 e 4 2340 AT 98 5 2240t
TEIMpE, NS MEH L EARER. H
L7 4 3 2, A8 1 L9 4 I e 4 RS A 4 M 5 A4
W RN S 5 B i e g 2D A P A Bl 3R 2 A
(erythropoietin receptor, EpoR) HIWN{LiE S A I
A 2o, NS EAF Rh, G E
TGF-B %51 S A R4S, RN A S 2H
Rhy e85 2 A IMURAMRIAR R, PR MEZR
AR, AR AT B 5 K 114 C(protein kinase C,
PKC) /ERK A K. AZB1F Rhy, @
i TLMA 5 PR 3 R A m) T 1B 40 7
W NS EIEE. NS 2RI AT DL S
JEANNL 73 Ak . PNN G i V% 1 20 i 9 JBR o R A1 Tl

(cAMP) PKC 155 [ ILJ75 41 i 1 B A2 40 i 31 B,
PND 9 fE 15 20 ff PN c AMP ¥4 J3 T 1717 75 52 g J g 4
436, PND iE gt b i R p21 A1 pRb
FEAKF. NI E K7 Cinhibitor of
differentiation, Id) -1. 2 JERRIE, BERHFKH
ii®E H C(a-fetoprotein, oFP). HEH (albumin,
Alb) W5y, $RE y-BEBE B (y-glutamyl
transferase , y-GT ) . & ¥ #f iR ( alkaline
phosphatase, ALP) ¥4, M 5] e 40 o a2
AL B RS AR 2K 0 PP 40 P 25 A e s ¥ A8 R 12
A N2 22 BELE (M4 it A A 1d3 JE DN 3R
3T T A A 4 A4 B4 00 R £ 1 1E
YRS IR VR YT I — Fh BB SRIE, NS Rk
S RENS WL S PR AR 1) A Ak, B THLHIE
AEARIY, ARk B IRANIR R UGS 50
AT FERIAR
3.5 HEsEN B R

WMARAREASET. ASLHRNnrBG 5%
(G2 AT VER, R BE B I8 440 A 1) S 8
J1. NS RBE @ik ERK1/2 Al INK 25
TNF-a. AZfI/2& Cinterleukin, IL) -6 F1 IL-10
KO, AEEE CD'™ B 40 i 3 Ak T R 5 IR 40 i
(dendritic cells, DCs) ™, i AZ2H Rg. Rh
SN ReE Rt DCs FI T kA p s e, 360 IL-12
(1A B, AT 58 DC-98k B2 IR 7 A& PHA 0 (1 %4
4 (LPAK) Xt NFLIIRAm A& s 1%, A
2 B AF Rg it il _E iR PI3K/Akt/mTOR 3 4 75 fig
Z WEFOE R ELVE4I . (macrophage, M®) i
e RAPERN, T EWNN TNF-a 2 A8 KCEE,
ANZ B Rg; WEEHI¥ IS5 H (concanavalin,
Con) A W'k 4H g 5E A Thl B4+ 1L-2
Fy T4 2 (interferon, IFN-y) 7K-FHE5E, MR
ERETR N R ™, A A S B Rg A
B R AT Gy T T a1 S € 2R Bl AR e S R
Ui, BRI Gk SR IR AN B BE T, (R E
ISR Ccalreticulin, CRT) Fik ML DC
WA FRIET IR, HASEH R HSH
YHARFET 2 T B g2 Jir P 1] G2 Jo 1 e 4 L )
BRI, N2 R IR 40 TE BB R R, (B
WEFCR BN S P (R 1 22 M md s e I 1
NF-kB 1 AP-1 & (5 5 B 4n ERK AT INK 1M
i MO Thig, MiFe g d e MY, B
MW 3 5, [FIRHERL S T CTL. B itk
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ELAN A . NK 20 f LA S 36~k & i T 9k B2 40 g
CD*/CD*'{&, # 5 IL-1. 2. 6. 12 #Il TNF-a. IFN-y.
GM-CSF } NO 7K-F7+="),  H. ginsan i id B
X Py T i DR N 2 R T 4 A LAK
YA, JEHEE NK. CTL 4R aim e, shah,
ANZZHE (RG-1-4) il FLE%ER-3 (galectin-3,
Gal-3) EHARIL, W Gal-3 5 T 4ifiss &
i R 7 N Wt R AP ST et

3.6 HIHIMENRESHER

KEMISEI AR, ANSH L% 2 T
JAIR 28 S5 HAT I R IHIE R . 2ERR R
ZHHR S R AR LA BT BRI A
Jfi Cextracellular matrix, ECM) FEl&E. | 7 40 fHu-
/8] 78 Ji #% 4k (Cepithelial-mesenchymal transition ,
EMT) K A= i 2 . NS4 %0843 T A
F T g 4 fu 12 28 5 36 8 X s SCs i 72, AT IA
PR ESHEMEN.

ECM  FH 25 Je 6 R 40 i ) 255 o7 20 e, 5250 4 2
MM (matrix metalloproteinases, MMPs) HE% [4 ik
ECM &P B (R AY, UK 577460 88 400 it 132 28 1)
BHLBERE, M FEMREMRERE . TR
#W, ASEIF R0 RgP RgPM. RhP
Rh,!' . RA"M, CKRMEEETE IS ] MMP-1. 2.
3. 7. 9+ 13, 14 R &R E MR R R
i DUBE G LR ECM BRI, AT e 4 i 12 28
MR . i HAZS B Rhy. Rhy 556800 ]
MAPKs (24 ERK. JNK. p38 MAPK) 1 PI3K/Akt
&5 I S R ) sk R NF-xB 1 AP-1 3R
%, WA SE4E HDACA Mg AP-11%), 3%
Xof Tt MMIPs 32 [ (¥ i B FL8#G 53¢ DR 73 1 R 4
BRI, 4\ S B R, AE I p38
MAPK 3 8% (05 40 1) MMP-2 [0 %), 4k,
AR NS 2H Rby,. Rgy A& MMPs HF
SRR T TIMP1/2 (22541599,

MERRTRE A b R R R R EMT ek
PR (A2 22 RN L RS . BT R WS4 208 43 v LA
i 2 M7 AR AT HUBE LE EMT . 78 ¥4 22 Jigg vh 2 ek
FEFLRE IV (fucosyltransferase IV, FUT4) NKH&
BRI R BB LR Lewis Y (LeY) fEfE % Th, X
5 EMT VXK. R RMANSBH Re; FhEW
N AR FUT4 FIRIAE LeY & Bumsb, it
M-S EGFR &3, M FHW MAPK A1 NF-«B {5
SiEY, ¥ E-S5ME A (cadherin, Cad) /K FH- &,

1M Snail & H. FHEEH (vimentin, Vim). N-Cad
MELF#EE A (fibronectin, FN) MUKFE R EERT EMT
Weamiloo i A K N TR 2 R R R R R A, B
AR TGF-B1 AJ LLIE T ¥#E Smad2/3 B¢ p38
MAPK {5 5l # % E EMT, H Smad 38 ¥ 5 R4
PR BB T AR HRER 20R)-ASEH R
REAM ] TGE-B1 £ e 40 M (1 234 , BETT A1) Smad2
1 p38 MAPK G B I30E, M EMT He it
iR ok R TV, R AMERE IR SE 5 i R EMT
AR 28 % . B R IMAEVE 2 % i
R B 4AE SR F (hypoxia inducible factor,
HIF) -la H#RiE, 1M 20(5)- NS B2 Res 0 HE
40 fo v] e g ORI B - B H BB A & 42 Cubiquitin
proteasome pathway, UPP) f# HIF-la &4 %A,
I PR HIF-1o 35, M| HIF-1a 5] &6k
PLigEg & A EMTUY, BT NS RH, ASZHE
NSIREEH AT BMT BAIHIEA . #H5k
WAZSZHE PGPW1 X N JBS 1Dt 40 M B AT B sk i
Boim !, Honrisat N Twist & AKR1C2. i
NF1 AP T EMT!, AT 40 il i3 400 1 5 A1
f2%%. PNN thag 11 E-Cad. i Vim ik i)
FR IR e R BbA, MMP-9 [ %A T B
PR S EMT, (TS 55K T Snail (ORI,
w7 % A S 21 Rg,">' % PNNPid MMP-9,
Snail LA MHIER, AT KT EMT.
U] e A ML A AR DU R AR 2 e
EC R SCBPEAE o 7 AR LA 1 A B B — 6 I A
A KB i N KA K B F (vascular
endothelial growth factors, VEGFs). B4 54T 441
fatE K KF (basic fibroblast growth factor, bFGF).
ephrin (Eph) B2 %5, 7RI NS 2 HER I HE
% 388 ik 22 o A% U 950X 2 B AR i A R T .
VEGF & — MR H A ME A1, ASRE
1 Rgs mlET %] p38/ERK {55 Fifl VEGF (1
VEGF-A. B. C 27 ikl Sasaid i ok
AT ZME 505 HIF-1la. COX-2. NF-kB.
STAT3. ERK1/2 #1 INK 4 i+ VEGF 1%
0L NS 2T Rhy 50 £ T 5 B
A0 R b miR-497 JK-FHEM#0H] VEGF-A mRNA
i, N B CK 7B AR #RIK A B 40 A R s 4
| ¥ 2 A (sphingosine kinase, SphK) 1 [HJi%
P K 3k, HEMTHH) SphK 1 AL Sph A= Rl 5 5 - 1-
¥R (sphingosine 1-phosphate, S1P), S1P A fk[T]
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/D 7 p38 MAPK 15 5 3241, AT ks> P 2 48
ffs VEGF 23 i 30 1 3 2 1 5 26 12, 4k
MMPs 85 VEGF KiEH —EH &K, W MMP-2 [J
FER AN AT @ T PIBK/Akt 155 i i 5% (A
T HIF-1a {335, #Em#0H VEGF RIZa!P, R
T VEGF, ANZ2 W Ee4] bFGF. EphB2 %5 Hth
BT A ME A R IR IE . 20R)-ASH Rgs
fE 5 ] bFGF 55 10 A s e ', fgid
IS N 5% B8 1 (VE-cadherin, VE-Cad)-
b R MG Ceithelial cell kinaspe, EphA2) K%
A AR R I A S T Y, 20R)-
NS EH R, HAEIEIT miRNA-520h (¥ ik i) 57
R 26 K N F EphB2 f L5214k EphB4 254",
VAT BEE I PRI IGF-1 7RSO T 40 ) firh
Ve IIN=RE Y A NE = & Nt 15/ W | IN =7 K SN e e
= R ATAERF (pigment epithelium derived factor,
PEDF) {131k - B 7T i 7s N2 2 H Rb, BEH JIl PEDF
8 FRE . Fes Mg, FEad bR 2k
(estrogen receptor, ER) -B ¥ PEDF, /™S4l A
B AR Gk i UMY A Bz AEL 48 Cendothelial
progenitor cells, EPCs) 1E/ N G218 73 A0 1A ThRE )
W R, 2 S i 2H 2R I E AR K A4 I 1
AR HHFERKIANS Re; REB 4] EPCs AE
BEILIA LS 5 24 A R A, BLE i VEGF
Hitk Akt/eNOS {554 EPCs [f3-M™, i
7 M B 2 5 R VS TR . R 2R
RGOS FE A A0 BB P 35 2 (integrin, Int)
HENER, FATE T A R 4 A G B AT RS e
NZH5MEMNER. HREKIMANSEE Rp. Rg
SEREHN T R OB A M LR, FTRERIHL
il H AW IntB1 AL B 0] A S ARG S
iR, A A . N2 R AF Rhy B REE
b I 4 M ) B2 R Bt 4 (junctional adhesion
molecule, JAM) 1. 2 7EJRZHARANERIL, 5]
LA A A R

Ji IR 240 i 1 28 1T RS I AL R TTAE G,
BT CXCLI12 Je 321k CXCR4 fEFEAE 1R 5%
M KIEEEEH . HARRHASEE CK XY
CXCL12 15 35 5 Je8 4 g i) 4% T 3 i 401 PKCat
ERK1/2 [R5 M He 324k CXCR4 [113R3E, MM
I R A e AU, R NS B Res AR
O LR 4T L CXCR4 Fis, esh, ZFh A
JiE &4 B H A /KB E B 1 Caquaporins, AQPs),

Hurz 5M@gim it s. mRRIAS 2T Re
7E HI 5 R 40 i ol i S p38 MAPK. 55 nf{if
AQP1 FIE T, Minini g™, A&
Z B (RG-1-4) LRI Gal-3 B A5 0 R 4
PN T4, BEMHMEI 40T Y.
4 ASEHRSMEIERENXR
4.1 ASEERMEMEEXER

NS BAF AU =4 A5 2540 5 FHopu g
e, WIEEY PDS —MktL PTS Hufi i it
SRS NS BB T HH S S U R 2%
B, B TR LU AT A A, A S
B Rhy PrlEiE R T HATA Rey, PPD /Mg &k
FIRF NS 21 Rezs R &, JE ARG — J7THIbE
SR> S B AR KR, B — A SR
T AN 22 W5 DR LS K A Bl o e A Al
AR /N Bl AR A T 5 e A A2 N2 AR I ST
MRIE PR S yUEE Y, RSB
BT 7 0 R Xy i 9 DIVA )13 W AL N ()
20(S)-PPD F1 20(S)- A Z B 1F Rgs Rhy HIPui@iE 4+
5> 5l # T 20(R)-PPD A1 20(R)- N 2 Rgs -
Rh,P"12, R ERIM A RIFA LT,
HAZ =M A\ B H R R RS =R B8R
ANE WIS T Dy AR, {E N B A I Fe4h 1
KFBHIEAWEMPURIEE; BEPRER 20
(R)- NS BAF Rgs tb 20(8)-Rgs X #2 i fur 8 1 3 14
i S % T o 550
42 ASZERMENEELR

NS Z WA —E MR R NS
FIZRE, 2B v I (U R SR AN R 1 2
Wo X NSZHEAT RA S, AN 4 s
MR ) Z2 % VE Ry 7 2R B (WGPNL WGPA-N),
A R FUERE B SR (HG YR : WGPA-1-HG~
4-HG) B {12 AL R BE (AG AL : WGPA-1-RG.
2-RG)O AT T A R 208 1 FUPE T R SR 0% (RG-T B SRR
WGPA-3-RG. 4-RG) U5, W5 £ E & HG 451
BN FE et &5 i 40 i 2 A B B B ssg s A
41 it JE BABE A T Go/M #IFE R, AR & & HG RG-1
J U HG B SR feont Fr s 240 a3 5 B A I 2 4 )
YRR, TITER R B AG Y B0 IX 2 Fb bR
AN H 5 R R B s R U0 A HG 4
PN S BRI B R 3 AT A e #e, &
HG. RG-1 ERHEMEIERAEMAM T R E & HG
ISR IE,  TvE R AR R AE AN AG AL B 4 i 3T A%



¢ # % Chinese Traditional and Herbal Drugs 35 48 % # 3 #] 20172 B 589 -

PAHIE N, B NSRRI Z BE X Fh i i1
5 GalA & (HG 453 1 Rha & (RG-1 Z5#418)
Ak, Rk, Bk NS 2 E AR R I T
T A, AR (RG-1-4) 5 Gal-3
MEAERPH B R ARAZHEE 2 E& Gal
. 75 Gal/Ara LBl AG-T L0 G A0 B4 A 50 2% »ot
RAEPUMR R R E ™Y, B RG-T 2 SRR
AG-T BUONHE A~ 3 N B X R 4 i i eg /6 FH 72
ANE] Y, T AG-IT AUV EE Bz AE 2 2L 5 b
Mt R A AN TT g U8 R e R W T R
B MVRER SRR AR R AR T QDL S B2
EPS-A YN =S LR PR eI RN |
43 ASHERMENEERR

NS R OB AR ERAK, {2 PND.
PNN. PNT %5 ¥k uF B B A Bt is 4, Hd PND
B A o ) 2 L 7 4 P ok bR 4 e 4 6 P o

IR R R EIRE (<125 pg/mL) NS EHR
fig LA SR 5 0 5 B A &R, T e R R
B (=25 pg/ml) W FEERI A EEAREE,
Hamp RN T Re S H g i =Uh c-9 At C-10 1910
el F Ay U, (B H BT VI 250 5 Th ko RIE AR
EE . FR RIS B B B A SRR S 4
IS L X T 00 P P 44 2 S g ),
PR RS AT e — AN EE RO
I, ATRAHED PND HuiisiE e T PNNL PNT
Al fig J5L A 72 PND 4584 A 3 8 R B AR AE
5 FHiEERE

AR RIANSBA BEPUMEEN,
HA A NS B B e AR
NS ZHERANSIEE, 1X 3 2545 Rl 2 RS i
RMIRA . RIERREERSAMEIER, JHEAE
—E IO R KA, BB 1.

F1 ASHMEBERMAYMS RERMERE., B¥XR. 2

Table 1 Effective components with antitumor effect of P. ginseng and their antitumor types, structure activity relationship,

and characteristics

FE
R K

S

R 2 R

AN & ASE1FRb. Rb,s Rbs. Re. . fili. B &

= 1 Rd. Rgs Rgss Rhy Rsyv R BUSUMR. BEME. B8 T 5
K H  Rk;» F2. CK. Re. Rej. PN, ORER . B R, B
£ W Reg, 6-LBiEERe. Rgs MK, BER. BE. Ak,
7= ¥ Rh.Rh;Rp, Rf.FI,PPD.  H%E. A F4ERH, AL PPD

25-OH-PPD. 25-OCH;-PPD . i

AN%  GFP1. PGP2a. PGPWI1 . fifi. B. AT. 4ifp. HLAR. BERE.
B, MO, BERE.

E2) ginsan . WGPA-1-HG .
2-HG . 3-HG . 4-HG,
WGPA-3-RG. 4-RG

L

A% PND. PNT. PNN
L B A %R

ity JHE TR FUBREE L RELR

\ &ilig. LR R OPDS>PTS; @H e>—#EH> OHL MR 1EHT

TR > R > DU
@20(S)- NS BH>20R)-N 5

2, AR
T QA
R 2ok, %
HEA N EHA
P, ADHoRAT
e @k

21, @20(S)-PPD > 20(R)-

OGalA. Gal #&>GalA. Gal &

i @AG-T UIEE>AG-IT BN SEFAMRTERR
B, OMEEZ >N, @FE B2 @55
HG. RG-1 RIK=HG BRK>  MRZH A
AG BRI~ R WEIERH: &
BIRRALHREE (PND) >3 THIGIF R
ALEMBREE (PNT. PNND NERERYES

M1 R M AS AR AR R 2%, H
FEZ o NS 21 R IAE N & R Q4
TR R . H AT C & M AS i
Iy iz 40 FhULE R EAR NS A, T H AT
SR SRR 172 WK R BAT IR DU R AR
A, oAt ik N2 B BARECH B R Y B A S
TG e, (ARt AR PO R T, X2
BE— DY W A RERE

HATAT 7E CUE AN S 3 38 RO o) #R e 175
PR S S RELV L R T A Ak, A R 2
M3 e KRR 5, NS BEMANS Z R
e NS 20 Wi R0 oL 494 9 X ik R 2 P e % 70 R A
PUMEVER, 10N SR EESE R I AN B A S 5
ThRg, {2 PND &5 nl DU i B 4% 40 f 555 HI R 48
A Bk 7 IXANKAEMAh, NS B ELS
F 3 3 B 5 5 R A AR P R A B AR
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Jo AN M 1) 22 24 T 24 1k i i e 4 i e e T 4
A g R SCRE S R 25 (o b 2
O RIT IR ENE, AT Y 5E I T R 4 A
BET IORUBE Y, (B 75 B BdE i, il
MAREPNSEH Rey. R RKEHES
JHF e 24 B 900 T P B A 2 51 S 48 AR 1 W T 0 1) 24

FRE T, RN PR R . Bz,
ERIPUNE S SR 5% i S R NN L R
e ML O 2 S TRRER, Ko7l
H R EW ISR, A EAK. %
PEANNE . 4R T R A OGS S Im B S i 5 R
ik, BARNE 2.

R2 ASHMEIERS TS

Table 2 Molecular mechanisms of antitumor effect of P. ginseng

(3! 73 TR SCHR

01 861 Ji 9% 4T M Akt/mTOR. STAT3. EGFR|; miRNA-128. SFN. p53. HAT. H37; PNCA, STMNI1, HDACI.

14,28-41

e 2. 3. 6, HK2, PKM2, PGI, IGF-1, IGF-IR, M3R|
VS 4R PISK/Akt. TGF-pt; ATM. p53. p27. p2l. pl6. pl5. pRb2/pl30t; MDM2. Rb. E2F1|; 42-48

JE A BEL CDC2. 5A, cyclinB. DI. D2. D3. E2, CDK2. 4. 6, cyclin-CDKs|
%S MR 4 CAMK-IV/AMPK. TNF-a. ASK-1/JNK. ROS-p38 MAPK?; JAKI/STAT3. ERK/Akt. MEK. 13,42-43,45,
T NF-kB. PI3K/Akt. EpoR-JAK2/STAT5. Wnt/B-catenin|; p53, DR4, DRS, Fas, FasL, 49-76
Bad, Bid, Bim, Bax, Bak, Casp-3. 7. 8. 9. 12, c-PARP. Cyto-C. AIF. Sph. Cer.
NF-11; miR-21. Pim-3. Bcl-2. Bel-xL. XIAP. survivin. TLMA. Twist. AKR1C2|; EGFR.
CAMKII-TAK1-p38/INK1; PERK. CHOP. Bim. [Ca®']t
%S M4 e PKC/ERK, cAMP. TLMA?; p2l. pRb. TGF-B. EPOR. oFP. Alb. ALP. y-GT1; Id-1. 44,77-84
vaxta 2. 3}
8 55 % JHR 41 ERK1/2/INK. PI3K/Akt/mTOR?; ConA. CRT?; IL-1. 2. 6+ 10, 12, TNF-a. IFN-y. GM-CSF. 15,22,85-94
o i NO?; Gal-3]; M®. DC. Tecell. CD*/CD¥. CTL. LPAK. LAK. NK?
101 861 Ji 9% 4T M MAPKs. PI3K/Akt|; NF-kB. AP-1]; MMP-1. 2. 3. 7. 9. 13. 14|; FUT4-LeY/EGFR-MAPK/- 14,16-17,32,
BESHE NF-kB. TGF-B1-p38 MAPK/-Smad2/3. UPP/HIF-1a; NF1. E-Cadf; Twist. AKR1C2. MMP-9,  38,62,94-

Snail. Vim. N-Cad. FN|: MAPKs. PI3K/Akt. STAT3. SphKI/SIP. Akt/eNOS. MMP-2. 122
HIF-la. COX-2. NF-«B|; miR-497. ER-B/PEDF{; VEGF-A. B. C, bFGF, EphB2, EphB4,
IGF-1, IntBl, JAMI/2, EPCs|; PKCa. ERK1/2|; p38 MAPK?; CXCR4. AQPI1|

1L |-TFiA
1-up-regulation |-down-regulation

M2 LA NSRS v LR EAR 240 5%
59 B, FEAHF PBK/Ak/mTOR. MAPKs
( ERK . INK . p38 MAPK ) . JAK/STAT .
Wnt/B-catenin, AMPK . MEK. EGFR. NF-«B. TGF-j
o NSRS B B 4% B R] e Hh g IX e K
RKZHRANH], Wb Bses, MmfEH 15 548
MURAEPUMEER . NS 250 B EE X A
FUSESIEK, WASRE R BEr@ET 5] p38
MAPK 3 % B35 1 #0H] MMP-2 [R5, AT s
p38 MAPK 5 5 1fifli AQP1 ik Fif, HHMRHZ
1 e e 4 L 1445 28 R 7

KE LI O 2AE A S B Pi
R, L2 mEEmt. o TRt O A
A, (HAFE— L 5 2 . HRlt s R

K2 B TR AN M S 50 AR AT /D B0 i it B R
FARFBARHMLE S, TR A sl 50 560 50 FH x5
Ao LA H R Rk, BT RER
S8R P e 9% R 5 A P T FE AR P R HE SR 1 B T R
M, EAERANSEIG R IHVE RS . FIFE, 7Rk
TEVELHEAEAR A —UF, i LARET 25 300 o e il
FE B P WL R 78 B EAR N At A i AT SE 56
W5t .

M SR FH RS AR R 2901 4y F-AE
FUHE—AF TR, 1 An %P2 H miRNA 74
FEF M RIS 21 Rhy 7R/ i 44
> miRNAs #ik FiAT 24 A miRNAs £k T i,
X miRNAs FRIE A J & A AR T
NI E . (H S BT IX 8 miRNAs 2 HFE K]
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B R RIA I YA 7R 45 G AR N A SEER R A R S B
FSEA NS RE. BATAZS 28 NSRBI
PR B AL AR L, 4 Tiao 25117
MAZ 5y B335 RG-T BEE GPR-1. GPS-1
HG B 3K GPW-2. GPR-2 fil GPS-2, {HHEIMA
A AH B T T ROE

AN, AR s, 0 NS R E
MW 1) 22 B R ) 4% . [RIGAE 4 T ITR N TIE T RN T
Ko, R EE LN LN (D FHA ST
YRR MBS R EAR 5 FARe BRSNS A
A By PR AR 8 53 A AL AR
o, AR N S IR TR T IR (2) i
— BTN S 2 WS NSRBI HU s A
FHAFHHIFRRE R (3D R ASHUMIREE
RV R G5 3 Sl 2 AR (4) §Te
F T BARE Y BN S PR S 1 P 5T () 97 %8 s (5)
AT & A R0 B MR R R B RIE 7T LA
HH R AR B L/ e RS T B O3, T AN R 2
WA BT HE AR (6) HIRAS RS
A B A A FE A1 AR 4 L S G r] i 583X A 2K
B TE RN € A, DA mdi s 2R . A
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T Rgs HAR N2 1 2525 T 2 Pl ik 144 By
1BIT, KRABE 2 AR NIRIRTEIT &
T ebJe B2 Ak 22 2 AR R AR 2540 Bl 7)o
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