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based on PI3K/AKkt signaling pathway
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Abstract: Glioma is a common primary malignant tumor in the central nervous system. Due to the high invasiveness of the tumor and
the limitation of the blood-brain barrier, the current clinical therapies often have unsatisfactory efficacy, and patients face the severe
challenges of high recurrence rate and drug resistance. The phosphatidylinositol 3-kinase/protein kinase B (PI3K/Akt) pathway, as the
core hub regulating cell proliferation, metabolism and survival, plays a crucial role in the malignant progression and treatment
resistance of glioma, and is an important anti-tumor target. Traditional Chinese medicine demonstrates a multi-component, multi-target
synergistic advantage in the prevention and treatment of glioma, consistent with the “king, minister, assistant and messenger” principle
of compatibility. Active components of single herbs such as flavonoids, saponins, and alkaloids can regulate the PI3K/Akt pathway,
induce apoptosis and autophagy, block the cell cycle, reverse drug resistance, inhibit epithelial-mesenchymal transition and improve
the immune microenvironment. Chinese herbal compound formulas such as Shezhi Huangqin Decoction, Anti-tumor Pills, and Xihuang
Pills exert their effects by the synergistic action of multiple herbs on the PI3K/Akt pathway, thereby blocking the cell cycle, inhibiting
epithelial-mesenchymal transition, and improving the immune microenvironment. In the combination application of traditional and
modern medicine, compounds such as andrographolide, tuberiginum glycoside I, and Shenqi Fuzheng Injection can be used in
combination with modern therapies to inhibit the PI3K/Akt signaling pathway to reverse EMT, inhibit invasion and migration, reverse

drug resistance, and enhance efficacy and reduce toxicity. This article systematically reviews and summarizes the latest research
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progress of traditional Chinese medicine in anti-glioma by interfering with the PI3K/Akt signaling pathway, aiming to provide

theoretical basis and reference ideas for the combination of traditional and modern medicine treatment and new drug development.

Key words: phosphatilinositol 3-kinase/protein kinase B (PI3K/Akt); traditional Chinese medicine; glioma; epithelial-mesenchymal

transition; andrographolide; tuberiginum glycoside I; Shenqi Fuzheng Injection
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PI3K/Akt/mTOR i@, fHI4HME 7. B, 1T
L2268 71, RN, B3 PR ENE-6- R . SObE-
1, 6- - BEPR S WERE A rh 6] = 07K, Hik A e
figg, A S AR R T 1 — AR N
JARR U REGAIE, 20 mg kg™ ! AT RE T-H ] N
Ki-67 Fi& 480 TUNEL BH 40, 53 460 g
Ak, HARGIEHERGFE.

B A A A 2 B S AR AR ) B R
WA, FFFEEABS, 50, 75, 100 pgrmL ! (%S
H [ B3 N p-PI3K. p-Akt K p-mTOR ik, i
il PI3K/Akt/mTOR 15 518 #% &1k, 8id il Bax.
cleaved-Caspase-3 £i1A&, T Bel-2 F£i&, 12 AK
Ji98 U251 4H A T, [N 42 =5 LC3-11/1{E A Beclin-
1 Rk, FAK p62 ik, HFIAMPANE, KIEHRK
JRIREAE R o BEEFFR R s 55 B 2 A v 1
Iy o WFFURBILY, 10, 20, 40 pmol-L™! (5% & 1]
T p-Akt HE RIS, 6] PIBK/Akt 15 5@, 75
SRR U251 gk A Go/Gr 1 HABH # (e it
HPT:, AT K MMP-2 A1 MMP-9 1315, ]

92 4 M 112 22 B8 T

FrRR R P RREMENEY, |2 ET
ZHHEYIH . Wang ZEF 50 R R0, RSN 256
40 pmol-L™' (I FF32 K 5 100 umol-L™! ] TMZ BEA
FART, AI 35 FIK p-Akt ZKF, #0] PI3K/Akt i 74
R T T CyclinD1. Bel-2. MMP-2 1 MMP-
9 ik, SEURFUR UST 4HMLE WM T G i1, If
TEREAAIR T . AR SRERHE— RS, 50 mg-kg ! T
¥#&YE 20 mgkg 'TMZ B4 F AT 52 3 $ i) /N B
U87 & FREMIR AR, W E AR IESUR TR EH -

& E L FOR IR B G 24 A R T R
SEIEEEE Ry, WEARRBIY, &% RaET
N p-PI3K. p-Akt Fl p-mTOR [k, [FIRF 11
Jisgg # il K PTEN [3R1A, #0] PI3K/Akt/mTOR
{5518 %, $2m Bax/Bel-2 {8, % Caspase-3 K1)
FFERE TR R, 2RO PR TS T ORR Co IR
ST

TEMM R RSP R R A IR A,
W g ZE U 50 R B, 25~100 umol- L' {1 — i
A N p-PI3K. p-Akt KI&, #I| PI3BK/Akt 55
W%, $2 LC3-I/LC3-1 {1 Beclin-1 Fik, FEAK
P62 ik, ik U8T R4 F ks [RIINF, i&w]
$E 5 Bax. cleaved Caspase-3 Ki&, PF#MIk Bel-2 %
1K, BIREAHMHE SRR
3.2 BFEE HFRRBL, 3p-O-H A HER-JEA S
TEERTAEY). LUIREER . R R HARE 35
EAEEE MR TR PISK/AKt 15 58 %, @it 1
M. . EMT. IR, PERE AR AR
MG IR, RIEPURFIRIE .

3B-O-FE BEFE-JFE N Z AT R — A S
BHATAEY) . Tang FOO TR, FEMARSMIF T,
L 3.125~200.000 pmol-L! 3B-O-#i % M FE- 7 N\ 2
TEATA YA B R G422 il GL261 R FIRE4N,
R INHAT B e EGFR 8 E 1, R p-PI3K.
p-Akt & p-mTOR 7KF-, MIfiBHNT PI3K/Akt/mTOR
fF5@M, H—, @i N PCNA. Bel-2 K°F, -
1 Bax. cleaved Caspase-3/9 /K~F-, I 4H g 38458 I
fedtET:;, K=, ¥ E-cadherin ¥i&, i N-
cadherin 1 Snail ik, Wit EMT; H=, FHH]
MR, 3B-O-F b HE-J5 NS I AT EY)
EFEMEERML VEGF £ik. /MR G422 5
GL261 J¢ F K Jsf BAEm s A o, HE %efi k. CD34
G 32 LA S s BT AR LA T BRORD I 35 5 5 3 0
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By IR c-Myce M HIF-lo. 306 FLER IS8 A
(LDHA) &M, W DI AR, IR . 757
PENT I, 3B-O-F % MR- )5 NS AT AR ]
BN 44 CD3*. CD8'T ZiffiziE, izl
. WURIEE B, y TR (IFN-y) K IL-2 &ik, 1
SR EEVE T ST RE, BB RIS,
FEHUAT IR G g% N

= DUREFR g A AR 2 DRE e AR I =
H AR - Tang ZFOURE SRS, + DR H 5 TMZ
1A S AT R I EGER < p-PI3K-p85. p-Akt.p-mTOR
K p-NF-xB p65 #* 1A, #ll#il EGFR/PI3K/Akt/
mTOR/NF-«B il % MRS, (% DNA 255
O°-H B IS DNA HIE R (MGMT) A PCNA
)7KF, Fhi= Bax/Bel-2 H, ¥ Caspase-3/-9 K&
PARP B§V], F#(K TMZ 255 T98G 5 U118 MG
YRS J7, PG SRR R, A RO
TMZ i 251, HE ST,

Vg R R TR A 3 A — e I R 2 AR 0 1)
PR EAR R . Xue ZOFF AL, 1.5+ 3.0 pgmL™!
(P B A AL 3 A dE A A P TS PR (ROS)
AL E, Fif PIBK. p-Akt [ Akt ik, [HWr
PBBK/Akt {5 5% %, B#K Bel-2 KF, 27+ Bax.
Cyt C ik, 0] UST7 A1 U251 i 40 i 48 5 -
FEST,

T O 2 IR E R 25 G RE I C21 S R R
FKiisr. Dong SFOIH LRI, RIMRSLIR
25~100 pumol-L™! [FiE X2 Hidd H k45 & PIBK
WA LB RIL, i p-Akt. p-mTOR Fik,
FHMT PI3K/Akt/mTOR {5 5i@#, HiM Cyclin D1,
Bel-2 %1%, i Bax. cleaved Caspase-3 ik, %S
Ji2 598 DBTRG 1 C6 4 HFH T Go/Gy #5412
BEAARIA T . FEAR A SR ARSI A, 20 mg-kg !
(103688 G R R A o L B, S I R
A, B IER BRI R AN AN B EEA B AR L
BN, BRI RIGFAEY 241,

i 1 L 0 -3- R 2S E BE M ER
HE I EA R0 SR RIS . Zhang SFOHT
TR, (it B I0-3-— SR A & H T A4
AN ROS 7K°F, Fifl PI3K 5 p-Akt /K°F, 40l
PI3K/Akt {55184, N Bel-2 7K°F, L] Bax/Bcl-
2 LfE  Bax 7KF, {21 Cyt C B, FFEE Caspase-
3, REMHIR RN Us7. U251 & TMZ iH%
Pk USTR [I385H, JFifs AT ok, (mige

T G -3- B 45 0 56 A A7 B A 08 mT e o 0
PI3K/Akt Fiff] NF-xB p65 5 3¢i% 1%, [#{% DNA
B M MGMT Ik, AT % 112 o7 Jed 2 Jfa et
TMZ [P 2514

T EEEE A RS BT RAR R
g3 B IR S M SRR R IR (S e B R . 5
B AT O IR, HVBTE B o I8 FH B0 5 23
J EGFR/PI3K/Akt/mTOR 15 5@ # . fkshsLH,
PA 2. 4. 8umol L' ¥t HARIEH A A TR
LN229 A1 U251 i, &30 AT S 25 40 85 5 055
FHT:. Western blotting &5 5 /s %t AL 2 H A
F#AK EGFR B BRL /KT & p-PI3K. p-Akt. p-mTOR
%15, i Bax/Bel-2 fH Cyt C #l cleaved Caspase-
3® A, ORI ATPH KT EGFR/PI3K/Akt/mTOR 24 Hk
PSR R RAR R T 8% . #E—2B1E U251 4R
BB MR A, SR AR A W R E
il R A AR R B, R AL SR A DR S B A AR
15 Pk ah gt e — 35, IE SR A P A1 35 38 5 1 )
EGFR/PI3K/Akt/mTOR i & 40 il Jisz J53 983 A= K I {12
BT

PR 5 A R e — R E R R T AR I
PRI . 2% 23 E R 7T R 0O, JLTFEAE HIBE A
W I PI3K/AKt I . AAMSEEGH, DAIAS [FREE 1) %
IR 555 B AR B9 T98G H1 LN18 4,
AR S AN 4H MO A 15 S Go/M IR, WLEIER
i Ei p21. Fif CyclinB1 Al CDK1, [HH#5E
cleaved Caspase-3/9 & cleaved PARP-1 ik, fiEit
AP T: . R SERSH, FRER JT 4R B AL AT R
FIH/ LN18 A H AR B T B e A5 1Y i e A AR
i, HASIEWH AR E N, BARGIEN
4, Western blotting 5 &g 2H 236 I 24 E s2 L
AP p-PI3K 5 p-Aktl 7KF, #l| PI3K/Akt i %
A
3.1.3 AP WFRRIL, S NERERH.
Wit % B85 % AP 6 S5 A A R S M 2 e e A
PI3K/Akt. Wnt/B-catenin %5{5 5 iM%, Wit S0
iR/ N N = A iV BR R AE C  Se X
RAEEPURTUEIER -

S W 2 I AR 4 . Chi
ZELOTIRE 5T R B, 1 mmol- L 75 S8 AT 1 p-PI3K .
p-Akt. Wnt3a F B-catenin HJZRIA, #0i] PI3K/Akt
5 Wnt/B-catenin {5 S %, 1M T i Bel-2.
CyclinD1 1 p62 &ix, il Bax. cleaved-Caspase-
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3/9 F Beclin-1 ik, #2&m LC3-I/1{H, #'F U251
IR T S E . A, BE AR R SRR
A N RPN RNACircRNA-104075 60k, )
IR Bel-9, 8T FHEr Wnt/B-catenin 1@ EE BT
TR, AR IR 2 3E e P R R R A

NRERWIRBA RN ILEE, & T K4
Billo BF 7RIS, ARAMH LSS, 25+ 50 pmol L
) ILREE HE T N p-PI3K. p-Akt ik, ]
PI3K/Akt 155 i@#, i p53. Bax K cleaved-
Caspase-3 13818, i Bel-2 /K>, flii] U7 K/
AMIEE . TR 5RE, BT, &
NENYISEEE T, 20, 40 mgkg! (1) ULRFE H R
FH0H] GL261 F TR /N AR B A=, AR 51 B
TR

Wt 55 ) 7 B AS: — AR By AR A7 e
PRI U 3 S M IR A Rl 9 o 45 B SR 7R 1690,
U 5 FRB T 5 PI3K &% 1 1¥) ASP-805.ASP-810 Al
GLY-935 @Mk A, TR Rg @ 4%
PI3K/Akt/mTOR 15 ‘5 18 % K AFEAE FH - MMt i 52 56
W, FER R U251 A UST 4HA A, Wl 55 75 pRA
AbFE AT _EIF p-PI3K. p-Akt }2 p-mTOR /K, %
PI3K/Akt/mTOR 3@, — 77 -5 5 5 W 7E i b
FHELWT, LC3-11 F1 P62 5 1 AR, HWR/IMA PRS2 FH.,
T F i R 14 Wk s 55— 75T, $2 =1 Caspase-3/6/9
TEPEIE B Bax RiK, (Rr4aMad . RN, b
B 5B AE T I N-cadherin. Snaill/2. MMP-2/9,
|14 E-cadherin, 1% EMT 52 . #t—3517E UST 4
HORR R R T RS AR Y Hhr g 55 5 AR T A 0
HTMZ SR AL, B0 TMZ 380 R 58
BURAE; B BoR, 60 mg-kg ! I IE 5 5 Ak
B A 51 S B B B 'S Th Rea 07 S 8 B s B2 R
B RFZeM. BAARNMREALRTHKEERR
KA AL 5 R Ah S 25 R — 8, E L HoE T R s
PI3BK/Akt/mTOR {55, il {R4 P B 8k IF15 50
T, T i o e A P e

H IR RTAEY) SW33 (SW33) & M 2575 X
i HH SR 3 BRI 25 A A V1S 2 A RESRAT A4
WL R I, RSN SIS H, 4~12 umol- L' Y
SW33 figilid Fifl p-PI3K. p-Akt ik,
PI3K/Akt/mTOR i@, [Fi i p-AMPK ik, ¥
% AMPK/mTOR 18, iM% S40M H W — 71
e i p53. p21 &, T CCNBI. p-CDC2. %
i A (Aurora A). PLK1 %% Go/M et i 4%

wH, FEHRYUME AR T GyM ¥ 5—J7 T,

9 Bax. cleaved-Caspase-3/9 Fl cleaved-PARP
15, N Bel-2 ik, BSR4, £
1, 30, 60 mg-kg ! ] SW33 ig Z5 24 HE L ) U7
BRI AR, R PRIRIMIE L2, IL-6
Al TNF-a 25 50E R F/KF,  ocE is 51 & i i
K, BAWERHEK ARG HIERN, R RLT
12 A1

3.14 Mk WK, FHESmR AL FEAES. 6-
LWy RIEERR . RA RS RSN s T
i Bk B A 2 ( TAGLN2 ) /PI3K/Akt .

PI3K/Akt/mTOR %55 5, @it 5 FAMIET: .
HWE. 5 EMT 253815, RIEPUREIER .

PSR A Z&KIET 4 H SRR SR R
KAy . Ye SUIRFFE KL, 25. 50, 100 pmol-L™!
PSR A 7 FiE TAGLN2 HIFEiL, K p-
PI3K. p-Akt /K°F, 0] PI3K/Akt iE#, i Bax
ik, N Bel-2 ik, HIHIR5E UST 20 M it
M. TR EHRZE, FHESYRET. WA, FFSH
2 A 5 TMZ BH AT A R0 58 TMZ 5% i 5 83 48
A KANE] SR T8N, Wk TMZ i 2.

JELAN B 2 VR [ 24 A AR R PR XU B 3T R IR
EKEM . WIFRKRBIOD, 50, 100 pmol-L! ) JEHh
My ] [ p-PI3K. p-Akt Al p-mTOR 7K°F-, i)
PI3K/Akt/mTOR &%, 1] Beclin-1. ATG5-ATG12
550 K LC3-11 [ERIL, i P62 KiL, 75T
JE LN18 1 USTMG 4k A dfusetE |k, ik
MR AR AE T, HAEA ROT & TR R B
P, BAH Rz,

6-L M ek 3 ZMEMMmEIEY . K
P31, R AT AR S5 A, S0 wmol - L1 Y 6-Z2 )y n] 11
il PI3K/Akt B fR1L, il B-catenin Fl c-Myc FKiX,
14 PI3K/Akt/B-catenin/c-Myc 15 5B, FEK TMZ
i 24 J2 J5 BE4 i0sE US7-TR F1 A172-TR 4 f¥) 3%
71 wEERAIEEEE ), (EdET [FR,
] 1 E-cadherin A, T N-cadherin. vimentin
DL Snail, Slug &i&, Wi EMT. t4h, 6-ZMHik
REFNH] MMP-2 F1 MMP-9 FiA , Jli/b 4 i &b 3 i B4
fRAIRZE . TERAZEEH, 20 mgkg ' 1 6-2
Wy T SR B ] TMZ i 24 158 I3 988 S i f AL A 28 g e
K, BRI S A, HrERE PI3K/Akt 8 %
FREEM A,

RIERIR A NIRIER . B F A TR R £
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KAEW. TSR I, 200~600 pmol- L1 11k 1%
FRAEH T U4 U-87MG 1 LN229 Rgilit
N p-PI3K. p-Akt ik, il PTEN/PI3K/Akt {55
i, —J51 N SIRTI/FOXO1/NF-«B 4, %5
M AR A s 5 — 7 RIS p-ERK1/2, 25
Bax/Bcl-2 i+ 82X Cyt-c. cleaved Caspase-3/8 #lI
cleaved PARP1 7K°F, ' FE&RAIEAM T, FH3Gm
LC3A-II FIAFIRVE BRI 2% B R R, {22kt M F W .
[E]R}, B#{% N-cadherin/E-cadherin 1 .« Snail. Twist1+
TGE-B 7/KF, Mg EMT, WFFit &KL, HikE
R p53 B AE BY/PTEN S84 R U-87MG 4 HHEH
S ok, HAE 2D M1 3D ARSMER rh 8 R I H AR T TMZ
HOETIPEA 7

RS R & AR PR I ) — PP RR R R4 o T
FORBS), RAMHASERH, 10~30 pmol-L! 4R
IR AT R A R PG R R 2 (CCL2) 3R
i, FEARFEAR Janus B 3 (JAK3). 555 T M4
ORI T 1 (STAT1). PI3K Al Akt /KF, 404l
JAK3-STAT1 Fl PI3K-Akt B HEAL, AIBE{% N-
cadherin. Vimentin. Snail. Slug 1A, 1] E-cadherin
Ik, VAR AR T7 2R 2 0 TR 4. U251
I T98G [M34%E . 1T RZEM EMT . 7£
BALB/c #R5 U251 20 T A HER A b, LA IR
TR T2 A0 R AR A, e I 7 A AR RT
SR B AGAIE S R RE EE | I A B S AR FR T8N
Hoxf FERE O R
3.1.5 #ER WMIRED, WEBEEHIC. WEAHHE
. EAE A, BHE, FHME B, FOEN
e 56 i R 14 43 T I 1 PIBKV/Ak {5 5 il , i
FHIRIE T MRE RS EMT. 9 BT
2. W9 TMZ SS0y7 29U is e, ki
BB E -

i i R UG B P 2 3ROR 1) R 1 AR
a5, J& T IR =ik A G . XIRE B SO 7RI,
20+ 40. 60 pmol-L™! {1 FH ik B H R @ M p-
PI3K. PI3K. p-Akt M Akt [{j%i%, 0] PI3K/Akt
£ 518%, Fif Bax. Bid. Bim ¥i&, EF|&Ex
P b 5% 2 ) N B TR AN I USTMIG 135 1 3E
B5RERS, HiESFHBFET.

WA T B F o R 2 e s AR T R
AT, BT REEwNERREY . £
FORI, AL F, 102 204 40 mg L XY
AFE R AET iR p-PI3K. p-Akt & p-ERK )5

HEEIL, ##] PI3K/Akt 55 @#, M L E-
cadherin ¥i%, TFifl N-cadherin. Vimentin. FN 3£
1K, SR EAH S AN R BT TI9’G 41 I 26 Bt
TR, 1R78 K EMT #EHFE. 3 1 TRF R R B8, XU
AFERIET NSRRI EphA2 (MRIL,
i PI3K/Akt {55 @, 7] 53 MMP-2/3/9 )3
A%, B Bax ik, N Bel-2 FRik, B
Caspase i, {2t Co IR ANMRIAT: . RN 3
S, AT B T EIOCE Co g JE A
JERR A K5 I A UGS TR R, BRI AT B
EphA2 I RIEFT ¥ %, Il B PIBK #01 l 5
LY294002 Fir o .

AR A Z2—MMNE AP A=
A . Wang S5OV 58 AR B, 1~100 pmol-L™!
(7R A BRI A PIVRFEAROCYE D 9/ PI3K. Akt. p-
Akt (Ser473) K p-Akt (Thr308) [{JFik, ]
PI3K/Akt {558, [ p53.Bax. cleaved Caspase-
3 KIE, T Bel-2 ik, #HI MR FUE 4 U118
MG 1 A172 H3& 77, AR gMRm T shsh, %4k
BYNERERE RN ROS /KT, FH4Mi40 A
(W EET& T i RE

G H 2 N Horb o B9 A5 2 1) R AR 1wk A
PR RS o BETC R IO, (RSN S ge ., 10~
20 pmol-L ™! & H-5= 7] 1 p-Akt. p-mTOR [
5, BT PI3K-Akt-mTOR {5 5 3@, B L F
I WS Bhoe B B ULK BEmR ik, 35 i
A9 A Beclinl . ATGS5. ATG7 ik, —J7TH 3
LC3-T/LC3-1 LUl FF%, p62 AR, A RH
FURAN Co. U251 BIEMRR; 55— J71, REEde
/5 cleaved Caspase-3. cleaved-PARP %Kik, ST
IR AN T AR BRI, 10~40 mg-kg ! 1
GCHZEEIESEBEHALS T PI3K-Akt-mTOR i
EEIINE LY B W, IR EMHI R Co #
BRRZ T RS MR A Y AR R R R A

F# R B (isocuB) HEHUH &1~ BHEWER I
AERE, J& T PUPF =i 288 2. W R IeY, 4k
AN SEEG A, 0.1 umol- L7 B REH 2 B W] i
p-PI3K. p-Akt. p-MAPKI1/3 K p-STAT3 ik, I
il PI3K/Akt 1 MAPK 15 5388, i F#K MMP-
2. MMP-9. N-cadherin. Vimentin 32i%, % H
AR 22 5158 [FIR T Bel-2 Rik, 5 U251
FIUST 4HMIE T, BhAk, R#HI R B ikl ]
hsa-mir-1286a 3%, $ = FURAHMLNT TMZ (18U
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P, I TMZ i 258k U251/ TMZ 4 5235 301 30R
N BYIEER Y, 2 mgkg ! MR &R B Al W
HIRR R AR AR K, HoR SR R RtE R M.

2F U0 PN TR SR IR T P 24 O T T T P
Fr. W RPIB, 5 pmol-L! ff) TMZ 7E¥RYT T
fEH & il EGFR ®iA, & PI3K/Akt Fl
MEK/ERK 15 5@, Mk S DKK1 13
i AR TR TE 38 TMZ i 245 1 50 pmol-L™!
1 2503 P TR RE S ) p-Akt A1 p-ERK FIBE R 1L 7K
S, BHET EiRiER, AT TMZ %51 DKK1
Foik o AEA BN T THI, % CodE N R RERS 1 38 TMZ %)
U87. U251 S5 i Rg 4 R S B Pk R s 7Eshisk
o, 15mgkg ! ZFOENBRRGS 25 mg-kg 'TMZ 7]
BEIHI R AR AR K, FRRE K AR N R AR
28 eAh, W FEUE S 28 O 3 PN TR R 0% 27 325 IfL G o
b, CERNZHZA Rl B ROREE, NHH TR
BRE AT SR it 1 S Ak o
3.1.6 K BHIURIL, PESERLL. B EA RSN
K owE M K 4w # | PIBK/AKYERK Al
PI3K/Akt/mTOR 15 518, 8 i /425 Jie Joit 728 4 i 14
B RZBAGLRS, FSUIMIE T, FE AT 2
PSR IEDUMIREEH .

FHS AL 2 MWFE SR SR 25 i SR ) JE R 2R
G . B BAEIEE TR, 20 pmol-L™! (1) FFZ
s AIE R p-PI3K. p-Akt fl p-ERK1/2 KiX,
] PI3K/AKt/ERK 1@, F#fI CyclinD1. MMP-2
A MMP-9 ik, IR Eif Bax ik, M &30
IR R U251 difuifsiss. REMITE, Hi5S
YHRIETS

B LA A A o R AR B B SR PR R
WFFT R BB, 45 umol-L~" {0 F HL A& FR AT b #e
[ PTEN 3R, @it T PI3BK. Akt. mTOR
Feik, | PI3K/Akt/mTOR {5 5@, i Bax
F Caspase-3 &i&, il Bel-2 Ri&, TR
M dhAh, B B A LR PR 2 A 2
T P-gp RI&, HMFIEZR (DOX) 7E4HEA )
A, AR US7/DOX K FJHE 40 it DOX )
fiif 245
3.7 B WRAURIL, PIRERE. GRS GRS
i M R 43 BT H0 ] PIBK/Akt . Wnt/B-catenin &
PI3K/Akt/mTOR {5 5 i@, 1154005 . 3
T, IR ERESRE, REJURTUREIER.

PURERS 2 Y5 AR IS B o IR A5(8S)

W R, 40, 80 umol-L~! PIAERS 1] R i p-PI3K.
p-Akt J% B-catenin ik, i PI3K/Akt Hl Wnt/B-
catenin & S IEGE, K Cyclin D1, c-Mye.
Bel-2 &iA5, $£/ Bax. cleaved Caspase-3 Kik, LA
TR AR T A BN RS U251 Z0H i3G54 |
1R 51T, HBESUMET, KIEDUK TR IE
Mo %1 BT KRB, 4. 8 ug-mL™ P RERS AT
N p-Akt. p-PI3K Kk, #ii PI3K/Akt {5 5 i 2%,
AR R A B O R HIF-1a KK
ZEA I Sept9 MIFRIE, ] Bax ®i&, T Bel-
2 FKiE, FHIEFUR UST. U251 4Hf0E TS AR,
A [ E-cadherin 331X, i MMP-2. MMP-9 %
ik, R4 T SR 2% 1Z/E AR PIBK
FHIF] LY294002 Je AU CoCLf i 15
B — P IE, 22 B RIRE @ I 145 PI3K/Akt/HIF-
la/Sept9 15 5 Hl1, 7EMIBIREIMEA b R 3% 2 40 A1
P IR U o

L RARIY P ST I TS RS EAR AN S
B WEFRIET, AAAMHHISESEH, 100 pmol-L!
(R AERERES T 18 PI3K. Akt. mTOR M H:Mfg
LR FRIE, 0] PI3K/Akt/mTOR {5 5@, —
J7TE A N CDK1. CCNBI #ik, %% Gy/M #]
JERH A, 53— 771, B cleaved Caspase-3/7 Al
Cleaved PARP1 K1k, {2 GBM#P3 JE AL i £
2 R 4 B T PRI B SRS, 15 mg kg
URAN S ok R A AR RN A SRV
g R, IS — R IT Y TMZ R P 1R 3
BAE R o MR I 98 A T i 24 B L T A T A
T
3.1.8 CRERE WRAURM, NSRRI A H RS
PERCr SR N R S T B OR AT @ i ] PI3K/Akt
G, R BN TMZ B 2.

JUES 3R B VR N e B Ay, e
TIRERENAY) . B UREE SR TR I, A5
Mo szag R, 200 40, 80 pmol-L~! A1 &5 4% & ]
N p-PI3K. p-Akt K p-mTOR Fik, 4l
PI3K/Akt {5 5B %, $& = Caspase-3. Caspase-9
15, 17525 iR UST MG/TMZ 4l T, [H
I AT R A A R . B 1R R AR
W& RN SIS T, 30 mg-kg™! )1 E 4% A
5 50 mg-kg™' 1) TMZ HBEFH RE 22 B# X US7 MG
B2 968 R B R T RS AELR AR 1) R o B, AR
W TMZ i 251
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FAARPIBE AT HEIREOE R 2 S R 2
T FEORBRR g, Li W FRAIESE, — ¥ aei%iE
i i p-PI3K Al p-Akt ik, Eiff Bax. i Bel-
2, ST U251 0ME T [FIRF, 20 pgrmL!
TMZ 54~10pgmL™! FEANEEE0.5~6.0 pg'mL™!
THERERIA AT R S U251 TR S5
22, JHRSrgEE T, AT ESURE RS, AE
YER TMZ BT 38857, %% TMZ i 2.
3.1.9 ZHER BEAEW], RME TSRS S
i PI3K/Akt 15 5l %, 8 75 FAHMmE T,
LR S EMT RIEGURUEIER .. R ET
SR 2 E PRI 24 B RRE T ) — Fh e 20
WE TR0, ARG SEg v, ZREM T T SR 2 H
Al R A A L L ARHI RIS, T p-
PI3K/PI3K 1 p-Akt/Akt {8, #EHH] PI3K/Akt 5
SR, M Bel-2, L cleaved Caspase-3, 5%
JRe R U251 4 pif v, [RIRS i E-cadherin, R
N-cadherin, il EMT HEFE, M0 e i 5% .
RN BIISEEE Y, 100 mg-kg ™! IZEM B T S2AR 2 B
AL ] U251 R BUE R R R R ARG, HoR
I EAR R .
3.0.10 LA BFFURIL, A AR WA SR,
RAEZEFR G RINE I S vl | PI3K/Akt/mTOR
PI3K/AktNF-«B {5 Sl , @il FAET:, #
. TR 51248, W5k TMZ Hulss s S5
i, RIEEHURFUEER .

FHHERE —FCRIET EE&FREZFEY
MRECSRERNEY, HLOEPIWRRI, &K
F e LUK BEE S TE A e 77 20 R p-PI3K. p-Akt.
p-mTOR /KF, #0#] PI3K-Akt-mTOR {2 5 i@ %,
#id A Bel-2, i Bax, 6] IR R B 40 i U251
MIUST W5 . L 51z 2RAE T, I IR
GHRRTET; MhAh, BFARIE R ILE RN B A
i B2 4N HEB EH Banfigdte, BB BT
) PR A B, s FLAE Dy 470 R o JRd o 326 24 P 1)
=P

V245 HS TR A2 AL 28] A BB PR — TR 47 6 T 20T
PERLST o BFFERAAPY, fRAMHARSEEEH, 100 pmol L™
{7 24 4 i 7] 2 2% N 1 EGFR. p-EGFR. PI3Kp110.
PI3Kp85 ik, | PI3K/Akt/NF-«B {5 5B &%
1k, B IKK-a. IkB-o. p-IkB-o Fll p-NF-kB/p65 ]
BERR ALK, R Bel-2 i, M5 Sk is Us7
M. ARASIISEER T, 30 mgkg ! S

FRIE & TMZ 1] B2 IR B URT B T #% He R A A
P A, FE T RIS SEAR £ PCNA. Ki-67 B
EGFR.PI3Kp110 Fl p-NF-kB/p65 )ik, # 55 TMZ
EN o A

REEZL R e — MR T B 5248 MERIE
BRIEERS . TFFRBIS, RSN S5,
3 mgkg! MIRZZEZR A T p-PI3K. p-Akt. p-
mTOR %%, ] PI3K/Akt/mTOR &, N i VEGF
(ZRIK, BRIK C6 Ji oo 4 Mo fwi i 5 3 15, i e
R IME A . ARNBIISEES T, RAEZEZR T T
MMP2. MMP9. N-cadherin ik, $01# 1% FUR
P ar T K SR B A A 2R F R R ARG, HORFRI
H B

H KA RHEY R, B FECR ., JER5E
TEVERLT o PIEE 232 i B O T 4 s, H 3
BEME S A S A 5 Aktl. mTOR Z540 5 B A
SREEATETE. RAMEMSEEE Y, 20~60 pmol-L! [
FI R0 A T 0] SNB19 fis 5 783 40 i 1 36 5 5 3 2
BRI ISR R F M A R p-PI3K. p-Akt
Ml p-mTOR & [ /K *F, HlF 3238 i 4 i PI3K/
Akt/mTOR 18 ¥ K DR IR AF H -

B R T TR 2 M\ 24 R B R SR B TR MR
BT 2R EY . EIHEOIW T ER, 1~
16 umol L1 Bk ¥ R e 4% P4 1IK p-PI3K. p-Akt A p-
mTOR % [ 3Ki%, ] PI3K/Akt/mTOR @&, [HH}
i LC3. Beclin-1 i) mRNA ik & LC3-II/LC3-I
fH+ Beclin-1 ZHK, FFK p62, MIfIHIH] U-87
YA FE 5T BT AET.

dZ3EPE R TS PISK/AKt 15 5@ B B
JeE VR AL S LR 1.

32 FHERH

AR TTHT B R MRS, SRR
ZWHy. A, ZIEEBATIRE. X—1%
G EARYE IR AT FH 2 PR R B AT RS, RITT
PN AN [ 9 4 B 7 23 7 K AR SR AS TR A
. FHWFOCONREY, 52 W0 PI3K/Akt.
mTOR Z5AZ. O B0, B0 iR 40 4 5
T B2 [A1H#E NF-xB. Wnt/B-catenin.
VEGF SHHRAE 545, 9 E 250068 9 Ry
JNE R AR EAA R, S5 R 5
5RUPIRAS: AN SEEZY A0 R 3EA U85
PR bR . BG4, ITIFE BS54 L
AP EZ =N EIES R TR
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x 1 PHEMRS REITEYIEE PI3K/AKt (5 S @B REAER LS
Table 1 Mechanism of action of active ingredients and derivative in traditional Chinese medicine in regulating PI3K/Akt

signaling pathway against glioma

S LY KR B/ 4N AR Y 4% PI3K/AKt 15 5@ 1% BB FURE A R AL
S EEEY X H . [Pk USTMG. CHG-5 4l p-PI3K . p-Akt. p-IkBa p-Bax . cleaved Caspase-3/8/9 .
K& Hi; #ERAAIEM NFxB|, PI3K/AKkY/NF-xB cleaved PARP} , Bcl-2 . Bcl-

HEY | xL|, W11

TERATFBY BIBE. P9 US7. U251 4HMl; PFKFB3|, p-PI3K. p-Akt. ZHfi& /7. B3H. TSR],
St Ao 90 R B 2 p-mTOR|, PI3K/Akt/ mTOR G6P. F1,6BP|, HElEH#]; 20
Stz WABH Y, JETITs Ki-67(, MEEEH|
A % U251 40/ p-PI3K. p-Akt. p-mTOR|, Bax . cleaved-Caspase-31 , Bcl-
mRNA| , PI3K/AktmTOR 2|, #T-1; LC3-I/ EL1{H .

JE | Beclin-11, p62), HWET
F A R0 g S U251 4l p-Akt], PI3K/Akt @] S0 M AR, JH TS MMP-2.

MMP-9|, 12|
FrRERET e U874 fil; /N, UST p-Akt], PI3K/Akt i@ CyclinD1 . Bcl-2. MMP-2. MMP-
BN R AR A 9), iSRRI, AT
GEEHRLY BRTE  Co4ilf pPBK . pAkt . pmTOR| , Bax/Bcl-2 {41, Caspase-31, 1=
PTEN?, PBBK/AKYmTOR S| 15 H45H]
A ERD RER US7 41 p-PI3K . p-Akt], PI3K/Akt LC3-IVLC3-1{H. Beclin-11, P62}, H
T I1; Bax. cleaved Caspase-31, Bcl-
20, T HEEH|

BHEE 3IB-O-HiEME- NS G422 . GL261 41 EGFR|, p-PI3K. p-Akt. p-PCNA . Bcl-2| , Bax . cleaved
JEANZ Jl; N TYE mTOR|, PI3K/Akt/mTOR  Caspase-9/31, M5 |. WT:1; E-
fTHE) [0 R AR R R AR R bk cadherin? , N-cadherin+ Snail] ,

EMT|; VEGF|, M4 ;: c-
Myc. HIF-la), LDHA|, Hiff
l: CD3*. CD8'Tt, FfL&. ki
fitf B, PUMIE AL hRET

+ R R 018 T98G. U118 MG 4l EGFR| . p-PI3K-p85 . p-5 TMZ Bt , B&fK MGMT.

i Akt . p-mTOR . p-NF-kB PCNA| , Bax/Bcl-2 fi 1 ,
p65] , EGFR/PI3K/Akt/ Caspase-3/9. PARP Bi {1, 1
mTOR/NF-kB il % | B, wRE], WY, W
BEBREHNM BE U87. U251 418  ROS?t, PI3K. p-Akt. Akt|, Bcl-2|, Bax. cytochromeCt, JET-1,
g 23162 PI3K/Akt JBH| A
BB RO @k DBTRG. C6 4ifl; p-PI3K. p-Akt. p-mTOR|, Cyclin DI, Bcl-2|, Bax. cleaved
R R AL FE AR PIBK/Akt/mTOR JE | Caspase-31, #HJJ& B # 1, M
it 21
i B e-3- #MEgEME US7. U251. USTRROST, PI3K 5 p-Akt], Bcl-2], Bax. Cyt C. Caspase-
R A 48ty PI3K/Akt i 2% | 31, M TI1: NF«B p65|,
i 2 B 04 MGMT|, H#5iZ
GErFEMET e EM LN229. U251 4i/fli EGFR|, p-PI3K. p-Akt f1 p- Bax/Bcl-2 fH . Cyt C . cleaved
Al6s) mTOR| , EGFR/PI3K/Akt/ Caspase-31, JHT-1
mTOR i # |
RIBAEHFR  RIR G4 T98G. LNISZHfl; p-PI3K. p-Aktl|, PI3K/Aktp211, cyclin Bl. CDK1|, 40/
el i LNI8 #RELZ FF R HIFA 15 cleaved Caspase-3/9+

IR A R cleaved PARP-11, T:%




F49EFE8H 2026 F8 A %¥r38ak . Drug Evaluation Research Vol 49 No.8  August 2026 © 2975 -

1 (&)
s R4y B B/ R A P45 PI3K/Akt 13 58 % PR SR A T AL
VL TSI WS U251 4 p-PI3K . p-Akt] , PI3K/Bcl2 . CyclinDl . p62] , Bax .

Akt JE | cleaved-Caspase-3/9 . Beclin-11 ,
LC3-I/LC3-11HT, EMET, #TID
DUREZFAlS) I DIRE UST 4, GL261 Ji p-PI3K. p-Akt|, PI3K/Akt & p53. Bax. Cleaved-Caspase 31, Bcl-

Jo R /N B AT | 20, PN AHNHEE. TR SRR

W E B TR MR BRIEE U251, US7 4Hfl; p-PI3K. p-Akt. p-mTOR7T/K LC3-II F1 P62), R4 1k B M ;
g, 69 UST LR HIRME  °F, PIBK/Akt/mTOR BT  Caspase-3/6/91, Baxt, WT-7; N-
pic} cadherin. Snaill/2. MMP2/9}, E-

cadherint, EMT|; L. 12%&
b T
FHEmAGTE HFXE  USTME; US7 R p-PI3K . p-Akt] , PI3K/Akt/ p-AMPKt, AMPK/mTOR &1,
) SW33170) R mTOR & ¥ | EILET: p53. p211, CCNBI. p-
CDC2) , 4H i & 3 BH ¥ 15
Bax/Bcl-21 , Caspase-3/9 Al
PARP?, J{1:1: IL-2/IL-6/TNF-
o, OB OR

Wk PR At US7 4l p-PI3K. p-Akt], PI3K/Akt i TAGLN2|; Bax?, Bcl-2|, ZAH5HE.,

| TRS5RZE], T N

JE AR JE AR LN18. U87MG 4iffl p-PI3K. p-Akt. p-mTOR], Beclin-1 . ATG5-ATG12 . LC3-
PI3K/Akt/mTOR i@ | 11, P62, 4HMu+Ei: H ke

6-Z=MH7) % U87-TR.A172-TR 4f p-PI3K. p-Akt|, PI3K/Akt/B- B-catenin. c-Myc|; 4G /1. 7

Hil; TMZ THZ5 8B catenin/c-Myc 3B # | . & ® |, W11 E-

98 S AR AR AR T cadherintf ,  N-cadherin -

Vimentin. Snail. Slug|, EMT]

RIEFBRTY RiEFHF . U-8TMG. LN229 41 p-PI3K . p-Akt| , SIRTI/FOXOI/NF-«xB|, 4 i & 1

R i A ) PTEN/PI3K/ Akt % | FEL%1: p-ERK1/21, Bax/Bcl-2

f. Cyt-c. cleaved caspase-3/8-
cleaved PARP11, J#T:1; LC3A-
1. REFEASET, AW N-
cadherin/E-cadherin  tt {f .
Snail. Twistl. TGF-B|, EMT]|

AR A U251, T98G 4f; p-PI3K . PI3K . p-Akt . CCL2|, JAK3-STATI #H ¥ |; N-
BALB/c#RE U251  Akt|, PI3K-Akti@ig] cadherin « Vimentin . Snail .

o rE R AR Y Slug|, E-cadherint, EMT]; 4l

Wi, TR, 1R28]: MEAR
WK EEELE O AR U87TMG #i i p-PI3K . PI3K . p-Akt . Bax. Bid. Bim?}, ZHfiE /7. &%
Akt|, PI3K/Akt i 5%, Hr

WEFEHERT FHAEE TOSG4if; C6 4HU; 1.p-PI3K. p-Akt], PI3K/Akt E-cadherint ,  N-cadherin .

KE Co MilEfL i P | ; 20EphA2] ,  Vimentin. FN|, L. &

JiZ I SR A 1Y PI3K/Akt il 7% | |, EMT|; MMP-2/3/9], IfL

FHER]; Bax, Bcl-2], Caspase

B, T
THAREEE AT FHAB U118 MG. A172PI3K . Akt . p-Akt] , p53. Bax. cleaved Caspase-37,
gl PI3K/Akt i | Bel-2|, #TI1; ROST, 4iHEiE

71 I
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1 (&
s D% KR B4 A Y P45 PIBK/Akt 13 58 % PR PR E AL
15 H 521800 TH C6. U251 4iffl; C6 p-Akt. p-mTOR?T, PI3K-Akt- p-ULK1] , Beclinl . ATGS5 .
PR B THAEE  mTOR @D ATG7|, EWME|; cleaved Caspase-
kit 3. cleaved-PARP?, #HT-1
SR BB FRAERE U251, US7 4Hf; p-PI3K. p-Akt], PI3K/Akt il MMP-2 . MMP-9 . N-cadherin +
U251/TMZ 41f8; B Vimentin|, %28, T#|; Bcl-
PR SR AL AR IR AT 2], WTZ1: hsa-mir-1286a), 1k
gz
ZEOENEEBY g US7. U251 4Hfi; p-Akt], PI3K/Akti@EK| T 245
JE A 7% 98 /N R
gt
X WL fH3 U251 40 p-PI3K p-Akt] , CyclinDl . MMP-2 . MMP-9| ,
PI3K/Akt/ERK il % | Bax?, 4UMUEFE. 228, T#|,
T
HEAFmRS  BRE US7/DOX 40 (ffif PTENT, PI3K. Akt. mTOR|, Bax. Caspase-31, Bcl-2|, T
EaplliokvS) PI3K/Akt/mTOR & | 15 P-gpl, WiELEZ
WS ARS8 WiE U251 4ifl; U87. p-PI3K. p-Akt}, PI3K/Akti# Cyclin D1, c-Myc. Bcl-2], Bax.
U251 41 %], Wnt/B-catenin JB |, cleaved Caspase-31, 1 T-1;
Hif-10/Sept9 {55 Hil | MMP-2 . MMP9| , E-
cadherint, 8%H. 1238, L]
RAAEEEST  GRZE GBM#P3 JE 4L 4 p-PI3K. p-Akt. p-mTOR|, CDKI1. CCNBI], #H )& 8 FH
i BREREALFE  PI3K/Akt/mTOR @M | 15 cleaved Caspase-3/7. cleaved
il R A 2 PARP11, VHT-1: Abyr&Un
REE N EE RS )N US7 MG/TMZ 4iiffl; p-PI3K. p-Akt. p-mTOR|3E Caspase-3. Caspase-91, I T-1,
U87 MG JKFURHR 15, Aktili| MR, TR R2E],
U N R R A R W 2
FAARE. T P2 )i E U251 4 p-PI3K. p-Akt|, PI3K/Akti# Baxt. Bcl-2|, WT:1; ZOfLTES.
B HER % 1228, W, Ay
ZHEE WM TSk HRE T U251 0, #ER S p-PI3BK/PI3K. p-Akt/Akt 5|, ARHIT, Fiff Bel-2|. i cleaved
S SEAA R PI3K/Akt i % | Caspase-31 , W T 1 ; E-
cadherinf .  N-cadherin| ,
EMT|, iE#%|
Hitn  HEEROD %448 U251, UST4HME  p-PI3K. p-Akt. p-mTOR|, Bcl-2], Bax?}, 445, iT#% 5=
PI3K/Akt/mTOR JE | &, H
WO B2l U87 4iiffl; #RH U87 EGFR p-EGFR . IKK-o.+ IkB-a . p-IkB-a. p-NF-
B TBEBMAE PI3Kpl10 . PI3Kp85| ,  «B/p65), Bcl-2|, & 1:1;
PI3K/Akt/NF-kB i@ | PCNA. Ki-67|, 5|
RAESEHRD  Big, 4% (RN FEALK TR C6 p-PI3K. p-Akt. p-mTOR|, VEGF. MMP2. MMP9. |, IL%
boWERE KRBT PI3K/Akt/mTOR @ | A Rl; N-cadherin, ##%)
AR ) AL S SNB19 41 iy p-PI3K. p-Akt. p-mTOR|, #ZfssE. T
PI3K/Akt/mTOR i |
B EIRLY R U-87 4141 p-PI3K. p-Akt. p-mTOR|, LC3. Beclin-1. LC3-I/LC3-I{H1,
PI3K/Akt/mTOR J## | P62|, HWKT, MEFH|

1 LT |- AT

1-upregulation/activation; |-downregulation/inhibition.
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BARFFEER, AR DRk 255 J7 vl i A
5 PI3K/AKt 15 55 Sl %, % TR 40 i iE .
PO EMT. BE 20 AR 0 75 Gy B 2 s i Ak
Y7 i 2455 2 4 P R AU TR R 8990,

FEA B A AR R GERGE, BA. -
RE . AERTFHAER, BABENMES. SRR,
s S TR 48 2B 25 Sy BT 3n 00, 1% 7 1
TR & 2 i pLfl, 78 Aktl. TP53.
STAT3. EGFR 4§ 7] ey HoAZ O FHE i AR AM
SEIGIFESE, KA 5. 104 20 pg-mL! (R R 3 257 4b
NG R 4H D R HS683 5 KNS89, &4 iR, iy
B 2570050 N PISK/AKt 15 530 BR (1 A1
HH PIK3CA 5 Aktl MRk, Mz idE e (1)
WA TR I B 5 TPS3 [, i
Fik B, 3t B Bax. cleaved Caspase-3 KiX,
T Bel-2 ik, HS4EMMAT; H—J7m, @i
Fif E-cadherin A5, Tl Vimentin Fik, ¥if%
EMT #EF2, 5 550 5 A 5 M b0 ) AR 5 988 4 A
HS683 5 KNS89 [shs . FifEp. iTf KIZ%E.
RN E st L 22 mgkg -d 7 FIEIE R A
ig T HS683 fpfR#EIN 25 mg-kg 'TMZ JAJ7 30 d
&, TP ERDE] PIBK/Akt 12 SR B IR
K, BEREGE TMZ PR RCR, R 3
R TMZ AT BURPE T TE AR Bh 254

PORAZE = HHTE S, RRE EAh
UUE . BEleE B G RSES R h 2R T, B
BANIEA, HERMER . SR ThR. M2
FREAFRMIONFE B, PI3K-Akt AR FLIGIT R FM
(RIA% OIS . RSP SEEG 1, 500 100 pg-mL! ()
PUE AL B URT-MG AR FUE A 48 h J5, AEf8
F#AK p-PI3K. p-Akt FRIE/K T, 3 | PI3K/Akt
{5585, FE i Bel-2 15, L i Bax.cleaved
Caspase-3 HIFRIE, 5715 A [A]AH 5 P4 40 1) 40 e
WEEIRE R T RN asciet, 4 0.49,
0.98 g-kglig L HUMAIEIT 26 d J5, UST-RFP
BALB/c-nu /I R SRR A S Y g Jo F 401 26 43 31
EF] 17.55%5 51.29%, SaabusEE BERE
PR RR . teAh, — Bl RARE R P00, 37
TeVE T 52 0 AT B R . BRI R
(7.5g, ®MH3 VO 3MAJE, BB RERIRIE
KNEAH 3.5 cm 46/NE 2 em, VRIT 3 FEjad—
WHENEL) L em, FRBESKIR AARTE T KA S5E
AR, AWHEARRN, AFHEZELEL,

SRRIEEFWR RS, Emedm, BAHES
FRIERIZNRL, PR & T My s (A a7 . 9
RIGFATRMIIFZ ], SRC/PI3K/Akt JEEE NS
FRAEVE SRR TT IR U8 A% Cou B s TER AN sk
g, KM 0.025. 0.050. 0.075 g'mL™! (S K IE
ESHRALFE U7 A1 TOSG 4MIfi, IESZILAE 2 ]
M ST A S S WIBHT, AR A shsest:
o, SRR /NRAEEH ip 20 mL-kg ! (B R IEE ST
W, B BUREE T R A R HoR DB B
J&i, B G LRI R IR S BBk I VR S VR A
&% N VEGF. p-SRC. p-PI3K } p-Akt & H
K, FH4E4A 23 nmol-L7! 1) VEGF #1571 AAL-
993 #t—A Ik 7 Hd i il VEGF/SRC/PI3K/Akt
X A R TR 3 R P 43 WL

VES AL AR B A& LAk, BF
TERMRTE . TG AL TR 4% 24 22 TR 1 045%
B, PI3K/Akt 15 ‘518 6 NG 3 RGBT IR TR A% L
TR AR SEIG R, S 10%I FE T 3 LS
ZMIEMEH 24 h ] W2 40 UST 1 hGBMCs il
WHE A ST RNy, s R
TR /NRAEH 2 K ig 44T 0.27. 0.54. 2.16 gkg!
VT AL, BRUE 7 HEE MR AR RETEEA
K P HIE 52 74 Bk 38 i #0 f| PDGF/PDGFR - Al
FGF/FGFR /5 PI3K/Akt/mTOR 15 Sl , i
% PTEN. Rheb %% [ TSC2-Rheb # HAFFH, 42
F+ IL-1B+ IFN-y /KF, FEMK IL-10. TGF-B1 7K°F,
UG G A SR R IR TR o

RAAETMRE T I EE. R, 28,
B Afele B 2R 254 R, B S ERIEME.
WAL SERFE XTI 2% 238 T 0 os],
PI3K/Akt A as SAESRFEEIR YT TR A% Lol i, K
B TIR C6 AHMIAE 10%38 SAEREE T & 25 iE 5
20 pg L7 ) TMZ B ALEE 20 h J5, AT BRI 4 i
o EbiRAE ST, REANHIRER Co KB A g bE |
TR REETETE R, (Rt T, FEk 4 i AR
TS 1, HALH| it~ E p-PIK3CA. p-Akt & PD-
L1 £k, 0 PI3K/Akt {5 5B BB .

PO MR ITE5 7 AR . 1L 2aE . PR,
wEE. ML BERR. A BT R, BAbUSM
BEARSG . BRATT S B Y. AR, 2l bA
9.8, 19.6. 39.2 g'kg ! KU ig T SD K&, i+
FHMIEE, ¥ U8T RFUR4IML /> 5 5%, .
R JE S 2 s SO RS SR %, gRER, 1%
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JrReRE A R UST 4k p-PI3K. p-Akt FEAR  PURFURAE I,

ik, $i PI3K/Akt 5 5@ EE, SR A I 232 410 T2 J7 % PIBK/Akt 155867 I
TS ) SR EE /), RS RE ), KIE PERIBLHENC S W 2.

*x2 HHEHIFE PBK/AKt (5 SBEAT R FEHNERINLS
Table 2 Mechanism of action of traditional Chinese medicine compound in regulating PI3K/Akt signaling pathway in

treatment of glioma

A ETT 4R SEG N W1 PI3K/Akt {5 518 4%
B AN (AR B A RS R 40 il (HS683, PIK3CA Akt
Y. A KNS89). HS683 fif  PI3K/Akti#Es|

U R AE A HL
, TP53. Bax. cleaved Caspase-31, Bcl-
20, . M T21; E-cadherint.

TR B Vimentin|, EMT|. iL#. 228|;
7 BU
PUg A2l = e S, &l BT 40 e (U87- p-PI3K p-Akt] , Bax. cleaved Caspase-31, Bcl-2|,
IRELE MG) US7-RFP  PI3K/Akt il % | -1

BALB/c-nu fif ¥8 />
B I AR 51
B M 40 B (US7, VEGFA .

SIS 5. WK p-SRC . p- Cyclin Al. CDK2|, #HJiiJH HIFH#E1

] T98G). GL261 fi PI3K pAkt] E-cadherinf, Vimentin. pB-catenin] ,
N PI3K/Akt 3B | EMT|; B4, T 51878
PRI R B, AR, IR AUST). & L PTENT, PIP3 . 4|, JTo1: IL-1p. IEN-yt, IL-
Wi G ORVEEAM R Rheb . GTP 10, TGF-ply, M1 Bk, Bl
YHR; I /N R PI3K/Akt/mTOR 8% |  #jEt

WRBFRE B, BR. KE . KRKRFERMMC6) p-PIBKCA. p-Akt. PD- %fZikif|, 5. T/, FHT: AR

Jy110s] N L1], PBBK/AktI@ERE] S HAREIT
BURMEREIT S AR LR 2F IR 41 (U8T) p-PI3K p-Akt] , AHES. WG, TR
Jy1iee] TS PI3K/Akt % |

1- VAR |- A
1-upregulation/activation; |-downregulation/inhibition.
4 HESRE

PI3K/Akt {5 5B VE RIS 4 M A7 15 30 S
R IR ORAL, TER TR IR AR IR
MERER T A EER. AGRRGME T2
Freh 253 M g TR T R T R IR TR T R
TP PIBK/AKt SN m s A0 i o 8 2
BRI T . AR, R Zydid
2y 2SI EVER, RETEMRSMNSIYIELR
HHAT T T PIBK/AKt B HAH SAE 5 4%, Hif e I
TIYNNIGEE . (228, T 24 0 MO8 S B A e
KR E A & TR . B 5 RN [E 2%
TES TP R HE, F25T-Firz.0Ee, w2
VAT A SR 4, e 25 CE k. IEE TR
A S0 I A SRR, T R R B AT S 4
(A5 S R X 25

MIGIRE X, R TEIR TR 5 B iR TT ik
AP R BENEERHONE: (D TE3h% K 40

B, N T. AR WHRRITRE . 1
BT e 245 J o503 G B A 150 55 U7 T L BUAS T
eI (2) #R R I7E R IR R IR R 4R w]
Zefie BN RTTAET R BRI, IR
Bl 2t (3 ES5IRTTER (TR,
BAGST « BB B IR T ) BREI, AR IR
WEFAER]: (4) CAHWTTIESE 2 M 2o A& 5
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