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Abstract: Oleanolic acid and ursolic acid are pentacyclic triterpenoids, which are widely found in plants
such as Ligustrum lucidum, Prunella vulgaris and Hawthorn in the form of free or glycosides. Their
pharmacological effects are similar, but their anti-tumor mechanisms are different in vivo and in vitro, and they
have many anti-tumor pathways, including preventing tumor formation, inhibiting tumor cell proliferation and
inducing differentiation, inducing tumor cell apoptosis, inhibiting tumor microcirculation, reversing
radiotherapy and chemotherapy drug resistance, immune regulation and so on. The purpose of this paper is
to compare the differences of their anti-tumor mechanisms in vivo and in vitro, summarize the key molecular
mechanisms of their anti-tumor mechanisms, and provide references for the further studies of the anti-tumor

effects of these two kinds of traditional Chinese medicine monomers.
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(ursolic acid, UA)YJE IR =i RIMLEY),
ZHEONES SR, GEAERAELL, BWERA R
R Pra . ORI BERERAUA SR . (H2
BHREFER, XN 43 5 A AR A UM R T TR R
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OAFIUA Ik 22 25 46 LA K 35 4ok — 2 i e iR B i
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AR -

1 OARIUARILFE4HT

EHRA T, OAFIUAXZ LT B4 =
i 52 1 e AT AR T AP TR, 75 OB B AE 4
JoRE . OAFIUA T N> S, 1k
C3oHysO5, AN 4> )i 5 9456.71, XHIET =3
ERAR=GEER )AL, Bl: OAMH B4 T
C-1907, TUARH A TC-2042"",

2 OAFIUARIFLAIEHLH

2.1 TR BEE R A

G R FEAL AR St A2 I IR T8 S T B B, &
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Ui FRAF B AL AE

OA T B A F A4 0 i B0 0 1) v AL AN LR 3
DNAGZ AT TR, OATLZETIIEH
[IFE 2 — AT RE A2 4N AR E R P450, OAFMH| HAR it
T P T A — S SBUR Y W, 2- = R R R
AP AE/NE LR L1210 MK 56240 i, Ovesna
S P LT R P L B DA, O AT AL B T (K 562
4 1 (DN A B W 22 7K~ B e PR AR 7 1.1%, TMUAK
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5 REMBARAG R, o, OARIKERKI
PEBRAR 7 N IE 5 LR R 41 i DN A F) A AL 549
i, ek 7 AR MDA-MB-23 141/ (DN A 5
i, RAF0AN FIIDNAF G AT fig B A X
TER".

HOARFEM/, UARI A LLIDNAT,
AT LU SEDNASZIEYE . Furtadof U HESE, UA
RE I S50 7 1,2- — W BEJF 5 5 000K BRL 46 W e Wi
A AL AT R UATE 5 B 5 R 2 R AR it
SE AL HE T 45 B AL % . RamosZ5HIESE, OARI
UA#R 55 i i it . AT — e e kL,
UAREI INH, 0,40 3 J5 25 W Ji Caco-2 41 FEEDNA [ 15
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COX) T WAy 2 g i 1 37 28 93 7 R ¥ o7 8 A
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5 3 200 B BRI 2 B RTVE 24T 254 )
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B, OABH A [7] e 20 P 3 5 ] e 5 R 45 A8 )
HI2H B R AR R R A 2. bAh, microRNAT] DA
PO A0 PR I AR 28, AR, OAW
DL 14 5 miR-122/CyclinG 1/MEF2D# 5 S ifi
S B AR, UA WA B A 8 microRNA
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UA [FIEE A7 BE i 40 B 8 A E F , (H50A
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IR TS A R DNA A R, HBAR L TSH. A
o, UAERME AR ERG HH, X e s H4mi)
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2.2.2 -5 T8 e A
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filz —M &S MEAmE T, KEHETE
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1 2 I BRI, 17 e 248 i m DG e 1Y 9 2
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caspase-3. caspase-8fllcaspase-9[f] ik KPP,
' SRKOZM M T: . ManouchehriZE"' A & i, UA
A LAY NFas4 M1Fas5 32 /K (1) 321k, P& {Kc-FLIPLA%
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