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HBFIE I . 384, CK 2 UE S0 9 il dg 11
B R S5 22 BT ELA R 2 AR A ™, 9 HL S A
(Cisplatin, DDP)™ | 2/ # I % ( Cyclophosphamide , CTX)"
SEH RS 25 B B R, AT DA R4 55 A 7 AR
o FE—LRARPLEIOFFE A B, CK B A 2 T
AR FABILAR , 4 02 1A ek 58 200 e 080 T L 900 e 0 400 M =
RIS I T Mo 240 M J] ST L 25

VEJg— Tt i 1E A 4, CK R BE M2 v B4
PEWRAT , 752 Rb1 4 KIK A S BT & il e A
JRMs RV Akao S SRR, CK L Rb1 HAT 5
A= AL (HRARI 3 1 22 P52 R W, CKAEAR A

JTRAAFHAIT EEABRA LR B (2020B1111110003 ) %y P 3 25 B AL oy MR E KRR R iE L i X I, R A E &
* ok GRIRAEE R ER L AATR R AR AT A TR, ERAT R P B E RSB AR A ALEAE R R R B AT 8 24, L U, b
BPEHRFPHFRLARK, LA EFT, TRHR T 6 P EERS A AIH AR,

2586 ( Modernization of Traditional Chinese Medicine and Materia Medica—World Science and Technology )



RN AR-PEII * PLEFZARD TR

) A W AL A B, O L — SE 38 40 1R 23 520 CK
(A4 PR AR RCR BRI, S CK MRS L T 45
FETF CK Y 7= 1, B X BRI CK A% AN i2F CK I & 1
B IWIG IR B A EEE X . BT, WA
s WA RIS CK Y 2k te . 2R EERGUE
YO W T4 CK I AE W i Ab ke, SE L T 20 R
SRS B M CK AL 72 . AN P B IR &
T AYE B CK 1Y 2 Rk 48 KOG AR R AL ], T
S AR AE X T8 FRAL S WA R CK 3R R Bk 1 il &
CK IR Fe it i

EFR, REESBRAN—HE N T ASHL
= AEFMLH RN R R A5 . e Ak A0 58 05 1
PR ZH A1) FH 49 45 UPLC-QTOF-MS/MS 1E N i £ Fh 7
B, I R BT XA E WS 547 200 9 ff A S 1T
PSRRI 5y i — 5838 T AN S 54020
T PFMARAE" S T AR HEAR R I ZAE 0y 4 kil
DT K IRUZH L T UPLC-Q-TOF/MS fit 3R 418 [f)
R AL 2EH AR, % T T X 43 4-104F  11-154F |
16-20 4F KT Z (04845 A BF L O 1L 2 094 0y 45 5 12
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BETH . T UL LRSS AL PR i — D
T NS BAF AR 75 USRI &8 AL T8 12
PEBOR A 25 T 4IRS0 B0 T B 1 2 101 IR AY AR
ike BEAR BT T — RS R H BT, &
PRLT 20 5 P U LA I AR A DA, X < R UE Y
BE B A PO 57 Tk, B B -k IVE R R
HAA R FA, XA A S s, fe ik A
Z: DAL G v 75 24 ) BLAR I DR O FH B4t T B4 4 4
T Lk CK A EZ 2 FG v IR F E PR T CK
() 25 B 25 3T, K B CK AT LU 24 % i e 1 A i 4
TR R A7, R R 0 e S 20 B R PLRE BE
5 5 CK 4 W] LUAE S 225 0 R B S0 9 4 A, D T 40 i fieb
WA FE NG K o LA BB 9T SR 0k — A ) B
Z B NS EAE Y TSR 578 CK 1) 25307E
BLL, A2 3 DL CK Ry FE 2 10 i B 25 Wit 2 K vy FH
KA AR RGN BZE T CK AR Y 4 Kt
Jgga VE FHAIL AR o 0 i o 43 BEOAS [) A i) 4 i,
T 10 4F 2K CK AR Wil 48 1 S bt 98 R 207 T 132,
FEHL T 45 R SN S RO 7= i TR s ek A ]
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e B35 AL AT T 4R KR 5 7
B A% SCAR 35 CK R F DL 7 1000 53 510k
CK 5 50 50 20 0 0L 7 5 o 40 ML 0 1~ o
R B0 1 557 T B O SO i
7 TAM7 3P4

1 CKEYHIEHHRIER

CK A 7= il 45 ik BB A A=A A ik W
i A KA W A i (L DM sl i A2 s A
CK LA 5 3 e A AR B 14 4 A (R Oy 128
BRE R IR LR = 2, PR R G 1 F 5% B 4t
AP, AR R AR AR A AR A s
il CKIE T % A o AW A ik 35 2058 1 B
Hofl A S A C-3 F1 C-20 v | 1 £ Akl LA
2 CK, A B AR 2 o0 W i A= 4 . A
Pk LA 4 D 1 v o #3687 2R g 4 R A
{38 355 A 7 Ak e 1 4 CK 4 A 5 25 FL XA AR i 1
(2l A — 5 TR o A2 B B DU 3 3 245 4 A
X B L A AR AL B 0 A 8k CK, B R E 2852
BT A BE S CK K A=A o 3K R R G0, T

A7 A 8 CK AT LA F A A AV R 1 R 5 L3R4S L H
S R R K
1.1 CK# A itk

R AT FH 9 28 W e Ak R Rl 2, CKCR A= W e Ak 1
A LAY R B AL MG W e A o i SE AL T 2 )
FAAS R R SROR A A S B A S 2
TFEERI MY, TS CK 5 ¥k . 32 B 1] A il
A4 B — WE T T (A0 B~ 2 W T o= L—BRTh {1 ke g
BT BEAT ) FINE A B CR Ao G 455 ) (R 1) .

B — R A il — 28 AW Y e — BRI, e Rk
K EZMAS B HEAS B HELYH LR CK. Zhong
V0N S AE KA AT BL21 Hh v B ik B 40 B il
LR (bgy D) AARTT B 46 Bl 11 1 , & ILIL R 2 e i
T XVILEEAL RN CK., Zhang %5 A XU AT B ATCC
15700 (BbBg1) H 3545 i 47 80 B — 4 40 W1 il , mT LUK
NS BAF RAFEAL N CK, H 12 7N P A JEE IR B Ak % g
iK96%. WA, Shin 55 DA IR AR H AR 1S T —Fil
REAZ K Al NS i A A o5 SE A 1) B8 25 W 1 g
% W A LUOKF Rb1. Rb2 Hl Re 5 1kl CK, 5 1k % k&
100% . Choi 5558 i:f L B - 49 0 1 B A5 2] L213A

x®1 CKHIEDEN

5%
&R AR ALk RAE R 54 JEREEALF Tk
. Lactobacillus brevis . . 30°C.pH=6.0.6 h
B—] £ 4% H- By % % 5 23 XVII— %8 3 2 F LXXV—CK e 89% [20]
Escherichia coli BL21 0.1 mg-mL™" B-7#] &) ¥ 3 B
X Bifidobacterium breve 35°C.pH=5.0.12 h
B 5 A e Rd—F2-CK 1 s 96% [21]
ATCC 15700 2/6 U-mL™" B—#) &) 4535 B
B &) 45 5B C. bescii Rb1.Rb2.Rc—Rd—F2—CK 80°C.pH=5.5.10 h 100% [22]
. 85°C.pH=5.5.10 h
L213A £ F-2 Re—Rd—F2-CK; 1 1
Sulfolobus solfataricus 0.4 mg-mL™ Re+12 mg-mL™ 97% [23]

B-H & ¥E 5 B Re—c¢—Mc,—c-Mc—CK

L213A & 54 & B—42 3B

b R B / B A L& ELF—CK 50°C.pH=5.0.71h 65.4+4.52%  [24]

% 2 By / Rb1.Rb2.Rec—Rd—F2—CK 41°C.pH=4.5.18 h / [25]

Z o K e s B Aspergillus niger XD101 ~ Rb1—Rd—F2—CK 50-60°C.pH=4-5.72 h 94 % [26]
Rbl—Rd—F2—CK; Rb2—Rd. CompoundO— 55°C.pH=5.0.9h

- Aspergillus niger KACC L

Z v KR s B L F2. CompoundY—CK; Re—Rd. CompoundMc1— 6.0 mg-mL" =B A A K 2% 80% [27]

F2.cMc—CK +8.0 mg-mL ™" it Sl B
) 80°C.pH=6.0.12 h
a-L-IT4ifhvkwh  Caldicelluosiruptor

¥3FBR/B-H A48 saccharolyticus/
B Sulfolobus solfataricus
g h=4

EE®RIAEHLHS /

Rbl—%u ik 35 23 XVII.Rd—F2—CK

2 U-mL "84 # ALt 3 +

Rbl—Rd—F2—CK; Rbl— & & % 2 3# XVII—

AR AEH /
KR 23 LXXV—CK

Rb1.Rb2.Rc—Rd—F2—CK;Rc—c-Mc—CK N ] 100% [28]
3U-mL ' #EBH+7.5 -1
ZEHAAL LY
30°C.pH=6.0.72 h 88% [29]
30°C.25-50°C 82% [31]
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AR SR 2 BEFRE B S OB Re B2 460 CK, Ak 350R
= H AR 1545 .

B FH B — A W B A T A A A — S8 52 5 Tl
W Tl % CK. U Zheng 2529 B Bz il (B2
W Tl R A 25 W TR 5 ) T L R
W W LA R CK o i 25 o i 2 il (£ 4 K il
2T AE R AN B~ 2 W T TR I 1 S5 ) ) B
TR NS B HIKA# N CK. Jiang FFPIH Jeong K
P2 it 2 M AP BT TN S R A AR R Y AR P AT
PE, BB & AR AN 2 24 1 Rb1 S5 5% 46 CK.
Shin 850K o —L— B 7417 oK M4 6 ) @ — i 760 1
filg 36 A, R K3 5 T 20 S 4 U v Rb1  Rb2 FiI
Re #Abh CK BYRLCH, BE IR AL 335 31 100% , 7 3K
348 mg-L_] ‘h™'s

TR W A 2 R i A A A = A ) —
RYVEYEG, N E RS A S B HTA H R4S
F ek St , NS sImAa AS B k(R D).
1 LH4 2 P 96025 v 43 e A 20 A 28 2 it FLAT I,
A PATE 30°C . pH 6.0 [ 45 4F T FF Rb1 /K fif 1 CK, B 7K
BEAL R N 889%™, ZEABIE , Yoo ZEPH M I 2 4 B 15
B0 5 LA B R N S A AR, BE A0 ) A CKG
Wang 55| FH 4 B 2 BLTREE Rb1 % 468 CK, BE IR i
AT IK 82%

1.2 CK & A E ik

CK A6 B2 R & A W 2 e U E P v
P SR s AR AR 7 CK™, DLk B REAR AR 7 AR Fn i 7
PR E I TE (R 2)M, CK A& s et
X CK WA= )6 1 6 DX A5 R A7 3R AE 5 5508 M 4%
il CK B LE W& miig Az . HR T i GE & LAY &
BORER AN T, 250 CK i ALY & iAo L E S,
B TR R ARG I NS W BE 22 A v Rt
175 SO R, B2 A& IR 2R 7 CK 2
L TR

CK A= W5 WY 32 ZEME s FE T X% — A2 7™ CK Y
UDP-#E3E44 R 25 (Uridine diphosphate glucosyltransferase

UGTs) i e , P45 — B A S A S5 Y AH AT , e AR B
12349 R VU B =, CK 148 S = 2R IR AE C-20 i /Y
BETFRE . 4525 UGTs gl it Ak A Rl Fl R S
B, N AN TR S A A A5, e A T RN
Z A R, WA UGTs i v H B 4 2 i
S MG AR NS B C-3 K C—20 v 15 A UGTs Xof
CKIAEY A N ZE S HE,

2014 4F , Yan 555 B 2 %5 5t UDP B 2k 5% 7%
filt——UGTPgl , X 2 1 I TAEY) U3 =5 S hl
SEALH UGT, BT 52 30T DA %45 05 21 CK A9 A0 Mk
B FEICIEAE T, L 2R g I B FC BB A 2 T
— 5l CK AR W A ad A%, 3 3k 386 Jin R 4K R 2 %
MR i 8 O H I PR 1) 2235, (R 1 200 i 6. 38 P40 Al fLiA i
fitg A B, E AR T T CK B A ™ 5 . Wang %503 1o
B R R UDP- 2508 6 SR R i 35 M Tk
BRI AR 72 CK B ER—YS01-CK , ffi CK A4 = H ik 5
T 1.17 g-L'. Nan SF7E BRI EERE R AR WLT-MVAS 1
Y53 PGM2 . UGPI FI UGTT 3N 363K, 3-15 T R mdk &
A CK BB MR WLNT, 38 2 o — 25 6 i 5% 77 3 1 418
b, RIS R A A Bk 5 IR B 209% I, CK
A7 it (1.7 g L) B IR A3 R 77.37 %

CK 24 Wil 25 (R 2E Wit AL A A= & 1) 78 3
AR IS TR I K R fift CK A il £ T Sy ] 1 0 g
B, R R A P 4 T T RE . 7F CK I A= %% 4k
Dy T, Ho Ok J R BARIAE i AR AR BRI IR
b2 5 P i AR A B N A SR AR i, 51 A A 2
MANEEHR e T R AR , ANE AT LUSE 46 Rb1, 38 1T L
4k Re .Compound Y A1 Compound O™, 7EEH16 1Y,
CK 77 i, Heh 20 FZARIAE CK 4 1) B A
it 7 T B DAL , T X UGTs BIFFE BT A, {1 4 25 b
16 i B A 5 1 b 7 R N 2 R ) C-20 7 45, 2
FET CKA A FE S PE . BLAh, Z R E WG R H AR
49 7 F G 36 DR 4 TR AR TRR AR il CK YA AR
FNER . BN, SRR TP B AR R
BEDR A 2235, Al el 3k 1) B RR B0 R R AR CK Y

R2 CKHIEWER

&I EES HREER ¥ K Lk
# A Yeast AKI UTGTPgl / [36]
&4 Yilipolytica ATCC 201249 HMGI ERGI2 161.8 mg-1”! [37]
DR Eschenchia coli T1 SynPgDDs ,SynPgPPDs . SynPgPPTs AtcPRI 117 g-L [38]
WEAE OB WLT-WVA-5 PGM2.,UGPI . UGTI 1.7 gL [39]
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PR, 1) S T CK A A e s R A ™
2 CKLBpEHLHIRR 5T it R

WFFEUESE , CK OV T 22 A i i 0 5 AT 8 25 i 410 il
PERT, I 18 3 A W] B VR RIBILIR A 439 7 280 (181 2)  TE S e
BT A — 5 B PRI T AT o 7 SO /88 200 i 34
SEUATS IR | A W A 2545 D7 T, A CK TR 24
HEPERET T RSB A5 S A
2.1 Ay am e B B e

200 Y0 ) S 5 L S 0 i O A R e 4 i
F18) B SRR R 22— DR] sk L i e e 0 S O R
00 e R A0 A B Y B T B, MRS REE, KT
2o bR A0 B ) SR R B R AR R . Bl KAl
i T 9E BT T E Bel-2 B9 s T 1 (Bel2-
associated transcription factor 1, Belafl) FI il ik 20 75
51 F 1a(Hypoxia inducible factor—1, HIF=1c) /5

BB I

Apoptosis ©
T, %)
Caspase-81, Caspase-91, Caépase-ST
TGF-11
AIF Translocation

Ca2+1, PERK|, IREla|, p-elF2af,
CHOP1, Caspasel21

(-1t 1 2 1 ) 2 )
&, g

-
o5)

B QR AR, V5 S AT Bel-7404 2 L A1 Huh7 2
K HE GG 3T S EL A , DA T 400 ¢t s 2 P 494 9
)2 56 E B CKRT 22 70 e AR 3t 410 ] Ao 2 1 O
0 E R T R 21 80 Belaf | BOWEBE Mg AT G B 1 A0 5
P Wang %69 BL CK A 5 5005155059 HCT-116
200 B A0 bR 1 14 IR 5 p53 578 R SWAS0 41 i By 14
e P 2 ML BELA 78 G 20 e, IR RC.C 4 v i) 52
UG A o B2 O < ) BUE PE A B IF 25 5 RN A (Testis—
associated highly—conserved oncogenic long non—coding
RNA, THOR) 5 4 41 A H 38 52 % T o Chen
SR B CK BE 35 1 THOR Ay 4R35 , 152 570 £ 41K it
HBH A RCC AL G, i) MR e L .
2.2 3R an e

20 M U TR e R AR A AR A R A R e
FeEFE T, A S 5 T 2k A e S BN R A Y
HE A 2 BFFE R, CKOnl s 45 2 M

(s e s 25 4 002)

5-FU, CTX, DDP
TRAIL: DR51

@

Bclafl |, HIF-1a]
THOR|

Gl A

AMPK/mTORY, p-JNK}

G 1 5 m 2 A A )

&

CD133|, Nanog|, Oct4], SOX2|
MMP-2 |, MMP-9|, PI3K/Akt]|
E-cadherin 1, N-cadherin|, Vimentin 1
p-ERK |, p-Akt|

SIRT1]

E2 fbhEiEERAIEALE
E)TRELZ CKE T B RR AR LA | TR AL CK i T 6 A A KT F B, CK 7T #L7% Caspase—8.Caspase=9 55 TGF—-B1 40 JL ) T il 9% , §- 5 AIF
B 15k Ca* % LAt , A& PERK IREla & @ A& ik, 3§ hm p—elF2a . CHOP #» Caspase—12 & @ #9 & ik, 50 7 40 e A == 5 i@ 33 F 9 Belafl (HIF-1a %
& % THOR & B 84 ik | 5 0F 5 20 I JR) 8 i 5 807 AMPK/mTOR A5 5 i@ %, 4%k p-INK & & F ik, A4 M 75 40 J 6 »E 5 55 40P 98 25 49 5-FU .CTX.
DDP . TRAILF&JA , 38 An 25 4 69 S b, 5 TRAIL DRS & ik, 425 25 4 it & b 5 38 3 4] PI3K/AKt 45 5 @ 3%, TR M8 20 i & @ 47 &4 CD133, 3 %
B ¥ Nanog.Oct4.S0X2, MMP-2 ,MMP-8, N-cadherin, SIRT1, 4% 7} E- cadherin ., Vimentin 5, 37 4] I i 4@ feL A2 2% fo 4545
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Lo o310 B 5 B 0 R T A0 CK T 5 AR
M5 5 OB B CAOV3 4l & AR & 2B e IR I R A2
PR 25 1 7K fi# i (Cysteinyl aspartate specific proteinase,
Caspase) Caspase—8 /T I AN 4 14572 LA I Caspase—9
PR PE I T, E— 20 0 Caspase-3 &5 H , 15 F
Z B (ADP-#Z 4 ) BB A Fiff[Poly(ADP-ribose )polymerase ,
PARPIH Y I, 5 2040 g 4 7= CK O o 3005 T
SMMC-7721 4l }fg o 1) % A A= K IR F-— B (Transforming
growth factor—B, TGF-B) 15 5 18 % , 5| # Caspase—3 &
FIBTD), U5 MR i A S T2 A, 7E S HK -
14, CK A [F] B8 Caspase 25 [ RN (5%
A0 B 8 1235 5 I F (Apoptosis inducing factor, AIF) %)
fr MZKL AT RESR 7 , IFAEANUESE T CKX HK-141
AR B T R AR R VR I A BFsE &8, CK
3 T S R EL v iR B 1 PN B I LR 5 S R
ARMLUE T W Yin SFYIESE CK AT LU N EY S0 Hela
200 v AR B B S P B B 2L L BRI
O BCHE AR N BT M BB (Protein kinase R-like
endoplasmic reticulum kinase, PERK) | JJLE% 24 75 1o
(Inositol-requiring enzyme 1o, IRE1a) 85 1, 38 B R
At o L 1 B AZ R 1R R - 2 (Phosphorylated o subunit
of eukaryotic initiation factor 2, p—elF2a) . CCAAT/H 5}
F 45 & A A Y7 % 1 (Enhancer-binding protein
homologous protein, CHOP) Fll Caspase—12 & H Y & 15
K-, 5B PN 5T O S B LA T
2.3 APl It i 4a JOAR 2 Ao 40 A

it 200 Y PO A 2R R A i e M B AR, D 2
bR WA HE T 4 )R £ U  (Matrix metalloproteinases,
MMPs) MMP-2 5 MMP-9 , N- 4% £ F{ (N-cadherin)
FIE-¥5K5 25 11 (E—cadherin) 45 . BP9 % 8L, CK Al LIl
ok Y i 9 2 ) 4 28 AN % R 4 ) 22 iR 9
AR SR I Lee 55k B CK 8/ 1 JEE B8 UBTMG 4 it
FTU373MG 20 /g e+ 20 AR ic 4 CD133 | R I8 &
% 5% A F Nanog . /\ R 1A 45 & % 5t [ F 4 (Octamer
binding protein 4, OCT4) FIH: 53] Bk 72 XY HE £ 1 2(Sex
determining region Y—box 2, SOX2) [ 3 ik , [A] i FE %
MMP-2 1 MMP-9 83 3% , DA T 410 ) Jier 5 200 e 1) = 2%
HMEERBE ]

= Bz 1a] S AR ( Epithelial-mesenchymal transition,
EMT) J2& - Bz 40 i 3% B 3Je A 1] 5 240 i e A 0 5 e,
T2 b A AR A5 (E—cadherin) 22 1598070 | [6] J5 41

JLbr 359 (N—cadherin ) & X 35, i 96 40 i ) 4= 22 A0
TR AR Sy 3R, ST KB, CK AT 3 i ZL AR 9 MCF-7
) EMT %4k, 3% ¥ E-cadherin A mRNA &
ik K Uik 2 N—cadherin £ 3 & 2 14 (Vimentin) 1)
mRNA ik, HAEFAHLHI T RE 5 CK 91l 85 A mot JUL s
= ¥ 1 (Phosphoinositide 3-kinase , PI3K)/2E H # i B
(Protein kinase B, PKB, M Ff Akt) {5 518 A &, 2
DL, 32 25 A B CK I35 B IR THiE HepG2 4 i r
PR Ak 40 ff Zh 98 5 & BB (Extracellular regulated
protein kinases, ERK) W2 ft Akt 25 A & N-cadherin
AR IBKFE, FIH E-cadherin 2 1 383K K, 1
PO EMT i3 R B AL HepG2 410 i (1 (=2 28 Fn G RS BE 1
AN TEAR BURE B DK e R A A v, CK 3 i IR L
ULERE T N T 2 [6 P54 & B 1 (Silent information
regulator 2 homologue 1, SIRT1) i %35 1 1 4E /N4
IEAE P AS49 240 0 )R B
2.4 RFERY i on e B K

I G2 — A0 i 9 i R 0 BN S2 L 4 1 5
BI 20 L S5 TE I A v I A L AL R B R AT 706 A R
FHR, R TR, B WX T iR 09 & A & e BA
XCE AR ™ AR A , CKOX T IR 40 i A Wi
W EAMEFEAE . —J5 i, CK Al i 75 5 [ b
) ek T 40 4 5 491 C K3 3 9T A 549 4 i A it
JB% JE H1975 40 JfL b /Y i 1 IR TR Ak B B
(Adenosine 5’ protein
kinase, AMPK)/Ifi . zh % & H %= £ 8 & A
(Mammalian target of rapamycin, mTOR) {5 538 % , 1
i c—Jun 28 3 AR Vi (c—Jun N—terminal kinase , JNK)
A BB R A K- Al 8200 A A W R A= 490 i s
J B 3 A 55— T, Oh A5 9 & B, CK AT L3
13 BELUT 450 25 BE 41 R SK-N-BE FI SH-SYSY 4 rh A/
Wik = R S0 1) 19 Wk R 0 T A 5, 400 ot e e 4 L 4%
B, AR
2.5 ARt 2 AR

YT CKAE Z M M b I S BT TR Ry AR
H BOR B 22 BT 36 IR TR CK 5 1l PRI 254
HATERA . FoE R B, CK 5407 25 Ik FH AN Y
A DA S AT 24 W) 0% SRR S T LA 30 e 2 4 it
2, i, CK 5 5-3 JR W8 BE (5—fluorouracil , 5-FU ) B
FH AT S 35 348 55 % R R 9 PANC—1 200 Jifd 11 154 B8 100 i) £
FH 08 EMT 564, Sl g i 72 6 CK 5R77 3L

—monophosphate-activated
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JH 98 F) P 24 W A 56 T, R 5 0EA Xk L A e
MCF-7 4 0 F 8 SEAM i 4 P Ak, KO i) 1 finxs
i 988 TR BE A 5 OC 4 12175 S L AR (Recombinant tumor
necrosis factor related apoptosis inducing ligand , TRAIL)
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Study Progress on Biopreparation and Antitumor Mechanism of Ginsenoside CK

Chen Yinchen'?, Ren Hangui'?, Xi Zhichao?, Xu Hongxi'"*
(1. School of Pharmacy, Shanghai University of Traditional Chinese Medicine, Shanghai 201203, China ;
2. Engineering Research Center of Shanghai Colleges for TCM New Drug Discovery, Shanghai 201203, China)

Abstract: Ginsenoside Compound K (CK) is a kind of protopanaxadiol ginsenosides, which exerts antitumor effects on
various cancers, such as lung cancer, liver cancer and breast cancer. Pharmacological studies have proved that CK
induces tumor cell cycle arrest and apoptosis, as well as regulates tumor cell autophagy and inhibits tumor metastasis by
regulating multiple signaling pathways (AMPK/mTOR and PI3K/Akt et cetera). However, as an intestinal metabolite of
natural protopanaxadiol ginsenosides, CK cannot be directly extracted from the ginseng plant. Therefore,
biotransformation from natural ginsenosides such as ginsenoside Rb1l or biosynthesis are utilized to obtain CK.
Biotransformation of CK uses enzymes or microorganisms to transform different ginsenosides or their structural analogs
into CK; biosynthesis of CK cultures cell factories and biosynthetic enzymes to synthesize glucose and other simple
compounds into CK. In this review, we systematically summarized the research progress in biopreparation and antitumor
mechanism of CK in recent years, with the aim of providing evidence for the future development of CK as a clinical anti—
tumor candidate drug or an adjunctive drug.

Keywords: Ginsenoside Compound K, Antitumor mechanism, Biotransformation, Biosynthesis
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