Advances in Clinical Medicine Ifi/REE2£3E /&, 2025, 15(10), 1297-1310 Hans XM
Published Online October 2025 in Hans. https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2025.15102886

HETFPI3K-Akt-mTOR{ESEBEIFTHED
RITIEMESRMT B XM RiHtER

RE#K, &k #H”

VR PR 2GR A A B, SRETL R RIS
SRR R IR S — BR Bl AL — B, BRI MR

WekE H . 20254E9 H11H ;. A HM: 20254E10H4H; KA HM: 20254E10H 13H

R

18245 1§ & (Chronic Atrophic Gastritis, CAG) 2 IE R % KB RGN, EERIN B FIRKH
18 Mk 2REBET 51 20 B R E A BRI . Wb, ARG AR A . IR 25 E I 4R
E W Y32 4 RE Iz B BEL W40 B 4340 &2 F B IR ¥7 CAG . B BELEZ 3- 3 B% (Phosphatidylinositol 3-Kinase,
PI3K)-ZFE H ¥ &¥B (protein Kinase B, PKB/AKkt)-§ .34 0 & £ #£ & H (mammalian target of ra-
pamycin, mnTOR){E 5B H A L%, LHRIAETHCAG, R EFE, FHERERTES “4 -
BENL” . ZAXNZESEBRHE, RABEHECAGHRARURTHEHLNAM AR, UHIHCAGHII
IREEERIR LR .

KA

BZEEEF A, PI3K/Akt/mTOR{E S, Bk, FHEH, PRE

Exploring the Research Progress of
Traditional Chinese Medicine in the
Treatment of Chronic Atrophic
Gastritis Based on PI3K-Akt-mTOR
Signaling Pathway

Guodong Zhao?, Yang Zhang?*

1Graduate School, Heilongjiang University of Chinese Medicine, Harbin Heilongjiang
’The First Department of Gastroenterology, The First Affiliated Hospital of Heilongjiang University of Chinese
Medicine, Harbin Heilongjiang

IR

NES|H: BEE, K. BT PIBK-At-mTOR {55 IEEHR N HEE 2R T8 ME 4 1E B 2 T TEdE D). IR EE 2k
J, 2025, 15(10): 1297-1310. DOI: 10.12677/acm.2025.15102886


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2025.15102886
https://doi.org/10.12677/acm.2025.15102886
https://www.hanspub.org/

BE, K

Received: September 11, 2025; accepted: October 4, 2025; published: October 13, 2025

Abstract

Chronic Atrophic Gastritis (CAG) is a common digestive system disease in clinic. It is mainly mani-
fested as atrophy and reduction of the inherent glands of gastric mucosa caused by long-term
chronic inflammation of gastric mucosa, with or without intestinal metaplasia and epithelial meta-
plasia. Traditional Chinese medicine treats CAG by inhibiting autophagy, reducing inflammatory re-
sponse and blocking cell differentiation. Phosphatidylinositol 3-kinase (PI3K)-protein kinase B
(PKB/Akt)-mammalian target of rapamycin (mTOR) signaling pathway can regulate CAG through
multiple pathways and multiple targets, protect gastric mucosa, and reverse the “inflammation-
cancer transformation” in the process of disease progression. Based on this signaling pathway,
this paper systematically summarizes its relationship with CAG and the research progress of
traditional Chinese medicine application, in order to provide ideas for the clinical practice of
CAG.

Keywords

Chronic Atrophic Gastritis, PI3K/Akt/mTOR Signaling Pathway, Chinese Medicine Monomer,
Chinese Medicine Compound, Chinese Patent Medicines

Copyright © 2025 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 53|

18 1 245 4 1 7% (Chronic Atrophic Gastritis, CAG) /&5 H T 5 F R [K S 80 B B W18 v 26, 2k
g1k B R A AR AR b, RO R AR B R A A R RS . FUR R 2 S TR AT B
(Helicobacter pylori, HP)i& %% [ & %% [ AR Z ARG, BN A2 B % (gastric cancer, GC) & AE 1) 1 & Hif
AR Z —[1]. GC /2 ABREE FKEH WAEVEMR, [FR 2 T BURESL TS DU KR [2]. CAG 24
- AR SR BN By, AR P b L — 25 R HAT TR ZIG R 7

CAG g Trhles “HBmM” “BIE” g, mEWILLLURE RS EARNA, R, <. M
HERbR, SAMEDL. REAT. HBERE. AREEERZREVIMEL. PEINEERVES, 5
JF PRI S DA DG, 8 DARRAS T . 54 et v 32 [3]. H AT, CAG 1 Eay7 ik ih B v 7 sUR %
HP MRERIGYT « M B FRR Y0 MBS . R, AT A aERER 2. ZEMZ4M%. BRER
R n . PERADHZH A, 285, FRIER/NERESE CAG IR ERILH RN 11, SN
LA A% 52 IS HORE 7S 7 R0 [4]

AR L VLS 3-1 M (Phosphatidylinositol 3-Kinase, PI3K)-25 11 B (protein kinase B, PKB/AK®)-Ifi F,
W A &40 2 1 (mammalian target of rapamycin, mTOR)/{& 5l B 78 A2 4R it i . AR A Tt 72
HHEOCEAER, v CAG EEMIRTS /AT TERE VB T Big. Hal, KT rhEZEE PISK-Akt-mTOR
&SR CAG FIEAL 5 I ARBIE 7k e B35, AR SO W 1Zal B 4% PIBK-Akt-mTOR ¥ CAG
(PR FIMLRIBEAT 25K, LA CAG I RIS T SEEkR 3L 1130 FF .
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2. PI3BK-Akt-mTOR {5 5EE5 CAG IX &
2.1. PI3K-Akt-mTOR {=2 & i #iA

PIBK J&— S IEAH SR T IBme, 07 bl C2 23, IRl &5 A 3R ER e 225 A 3 2H BRI A O X 3. AR
T JEE P A I AN 5 R R AE AR 20 A =AN2659): 125 PIBK. 1125 PISK A1 1T 36 PIBK. | 2K PIBK il 7 LR JF —
BRI RAFAE, BT F(p110, 5 pl10a. pl10p. pl105 Al pl10y VU EZY) A1 5V (p85 Bk
p84/p101) 4 Fl. 11 3 PISK HH AL IEZ A, 7% = Ff R T. AL PI3KC2a, PIBKC2 1 PI3KC2y, Hrf
PIBKC20 3= B 52 A4 Tt 2 BRI (RT K s) A 5 21 IR RIS s PIBKC2BYy BB ML AN . 111 28
PI3K HHEAL AL VPS34 5ifF AL VPS5 A HAZ L E G . Hod 1 38 PIBK VBT S IR N E.
R, HA AU S ImRAR S 3R 2 BFEIAE[5] . K T4 AME 55 RTKs Hi45 4, RTKs H
SIS R TR SR L, 1A 2K PISK (A% 0 R A ) p85~p110 H p85 (1) SH2 45 Fa s S ME R A i i A b
TR MR, MK 1A 25 PIBK &4 E 2N, p85 1 iSH2 £5#438 5 pl10 MR JEss ik o 2,
P TBCRR B 25 A IS PR 2, THBRZS AT BE ;s B S5 AN AME 5 45 S Al B G & BRI SZ 44 (GPCR) ¥
TERIE = RAIK G E A (Gapy)H Ga IR, BIK Gy Ak, Gy EH45 4 pl01 5 WA 1B 24 PISK
A pl10~pl01/p84/p87 HHZEZ T, w15 T pll0 KAM G Ak, B g B 45 MBS AT o [
I, 2040 T 5 I 5T — 0 ) B4k GTP /Kt Ras-GTP &M AJ L5 p110 ) Ras 454 45 K938 (RBD) 45 &
—BFaE pl10 MR PEM R . WS S 1 pl10 AL IR BEILEE-4,5- B2 (PtdIns (4,5) P2, PIP2)BE IR {1kt
R R VLEE-3,4,5- =2 (PtdIns (3,4,5) P3, PIP3), PIP3 1E N5 —fE (% Nilf & g 45 & 45 E A n
Akt FIRERR B R LG (PDKL) &5 S B I R A0 MMR, MM B30 T —HERR N [6]. BERREFATK 18
[FIVEPI(PTEN) RIS SH2 M) L EE MR (SHIP)IE I 2 IR AL PIP3 7S i ¥ il 41k F e (e
TS B GE, DART bR R S B T, dERR A AR AR [7]

Akt & — L B - 7R R RN, 5 i PH S, SO S A S R R A B A 0 X =
ST FE R G A R = AN E AL . Akt1/PKBa. Akt2/PKBS I AKt3/PKBy. i & i PIP3 AR 445
4 Akt 1] pleckstrin [ 51 (PH) 25 1380, H4 JL8 e R L, 3-BE R JURE MO I G 1 (PDKL)iE I | & PH
SERPIRES & PIP3 J5 S5 E ALt Akt 454, BERRIL Akt 1R Thr308 (B ) A7 m s 36 7 B v5 1, W L5
YT EREE AR AW 2 (MTORC2)TE Ser-473 (B /KIB) A7 s R AL, Fo 0 WA S I SRR 45 45 R
73, SEATUE At [8]. WO A AKE J5 EH T LRI CRE ) A BSR40 MR, I T A i A7 ) SR A
REMSLEAS [5] (R 4 01X 28 o 45 2 R B ZE D 22 T RE 9] At B0 I R IR 200 S N A0 35 mTOR (30 (12 ik
BABAR) GSK-3 3G (et NFAT 8 B A 5 AT A1 FOX 4 S I8 7 1 s (1A =1 40 P &) 39 A0 R
M) [10]. BRIk b, PH S5 3R s & s 2 IR 1 B 5 2R 1 B R I 5 e (PHLPPL/2) ] B 4% L R 1k Akt
(1) Ser-473 {3 i, PP2A T I Iy 23 B R Thr-308 A7 55, AT e 8iE ik e 380 67 S Bt 5 4 - 0 7) Akt
w11,

mTOR /2 —F 2 E 8 - HAMREE, BT PISK HCHMEEPIKK) KiK. ZEFLL mTORCL fl
MTORC2 Wifh E &I R, SEARMAK. . RBAIAAE[12]. 55 1 Akt B R 1k TSC2
(Ser939/Thr1462), M4+ PERELLIE & & (TSC1-TSC2) KL, MM HXM Ras [AJF 4 4 (Rheb) K4
#il, Rheb-GTP E MG mTORCL. [AI, ZHEIREE TG 5 7] LUEL IE R & v-ATP BERHUS AR GTP /K
fifé s Rag-GTP BE{2 i mTORCL j& fi £ iFBEAR L, 15 Rheb 454 EHIE[13]. BE/5, mTORCL 4
SRS, BERR AL W AA B ULKL/AG13 R A0S NI p70S6 F#aE(S6K 1) Al E 2% #
PRI 4E 4558 E 1 (AE-BPL)MBERR AL LLIA 540 i A= KA B 1 i & . mTORC2 HBUE LI
PURAFAESN, HITFEM7TEB, mTORC2 (54415 mSINL # PH 45 K34 Rk 45 & PIP3 JGiiiE &
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JRR, 3 O TR SR T IR Akt, RSB N . HILIER, RREERE T, AMPK #iE TSC2,
i Rheb, J%H] mTORCL #uE EiffE5, UG %@k [14].

2.2. PI3K-Akt-mTOR {5 S1#@ &% CAG FR{EMA

2.2.1. CAG /1 PI3K-Akt-mTOR S-S 1@ /TS50 400 5 K

AEFATTT, MM BERE NI TR, X 4ERF AN AR S A A £ 0 [15]. AR,
— Bz B R S ek, BRI AR E, HS CAG MRAEREEVIMEG. Wik, 1
RIEFAEE T PIBK/AKt FIFFEE0E T2 mTOR JEPEIS5E, #IHI AN, SECRFEO W p62)fA R, M
B E AR R AR[16]. thAl, ULKL/AtgL13 E-E6Y)57 518 3 W IE 8, 1 mTORCL B R {1k ULKL
(1) Ser757 i S AT Atgl3, #E3F ULKL A4 %E, [FR, Akt o] EERER 1L ULKL 1) Ser774 A7, B#AK
FWEGE M, M AW[L7]. BT Bel-2 KEH MR T Bad & BH3 45t it i 45 i3 S5 i
TZE [ Bel-2/Bcl-xL 454, FEil Bax/Bak, MIM{ERELNMIRT:. M Akt BEER{L Bad ¥ Serl12/136/155 fif
M, 5% Bad 5 14-3-3 AL A, A HIEGM R, Tk SRR Y Bel-2/Bel-xL AHEAEH,
R0 Bax/Bak, KA T-i242[18]. mTORCL Bl #if 1k 4E-BP1, il elF4E, (i HIF-1a
MRNA EI3, BN HIF-1la EAK AR FF Akt 7T#BEE1E HIF-1a [ Ser688 7 &, 1o H A4 3 3m
ik R E R R R . Akt BRI GSK-3B, BHWTIHLXT HIF-1o (BERRAL, W/ HIF-1o (172 R ALFE
fift, FLIFAERE HIF-Lo (AR E Mk, 305 5H5 T 0 LW PR A2 0 I A s, AT 368 400 A 38 B #2119

2.2.2. CAG 1 PI3K-Akt-mTOR S @ BT FHAIER M

CAG FIRFEE JIE I P T DMRAE “ % - st i f2 R A [20]. FEMERE A, S & 4k 1 ke s 40
MR —AREEE, BN MR RN, WRERIEE F-a (TNF-o). H4/F-18 (IL-
1)~ F4HH A 56 (IL-6) A A -2 (COX-2)%% . ix 4 48 P A i T LAYE — B F2 1 LR (s S B AmRIE
[21]. BEFLREL, PISK-Akt i@ #E B i GPCR /v F#afblA 70 1L-8. Cha %{5%5, W& FiiF Rheb-
GTP Jf§, {3k PR 4 i () B AL M AN TS PR S ROS A8, E I 0 NLRP3 48 14 /M, 38 58 58 0 [ S [22]
[E, PISK iEid Toll BEZAK(TLR)E S I0HZ K 7-xB (NF-xB)FI#E 55K 7 AP-1, il TNF-a %5 % i K]
FHIFERIFRIA[23]; T Akt E ISR 16B R (IKK), {21F NF-«xB #4188, L IL-6. TNF-a 2542
KPR FFRik[24], @it PIBK-Akt-mTOR 38 2 ) 2 AR5 (21 SE0E I N 1) R AR o« ZEA SR 4t (DC) 1, PIBK
{5 5@ TLRA WALAE S35, M98 1L-12 S5 RN 110 70 6, [R)BSF 4l Bt 28 8- 1L-10 1™
H:[25]. BRUEZ AN, FREEH IL-6. TNF-o JIBGE T PISK JE B K IE S A, 4 Akt-mTOR (=& 1
[26], & IFERAS M SRE TSI W0 o5 S B R PE A A

2.2.3. CAG H PI3K-Akt-mTOR ESEET S MRS L

S 3 A0 T8 A 234 1 T 240 PR BSR4 5 i PR R I R0, B A D A R S T AS RO D) RE I
PRI I FR[27] 0 4040 J5 8 5 R e e 1, (H RELe i BE L nT B8 S BV A, R — i BN 2 2
B3 — Bl A RS AR, W B R AEAE N CAG “ % - JfEb” R i — A EEURERDL, L E R
L R 2 M A 22 PO R 31T e AR D B S ISCE RN b R 40 B A A 25 E b IR S A B AT AR R 4 [ 28]
R FENR & KT 2 (CDX2)1E B FiE 1 A RIA S b AR B UIM G . BEALR I, Akt it Bt
CDX2 [t Ser60/Ser66 £ i, 5k 5 DNA 454 fie /1, Rk H 5%, JERK CDX2 5 E3 iz %
TR AR LA, 980 B AR A, 44 CDX2 /KT, A 3l 380 41 2R (4 2L S A% i p300 Al H3K27
LA E HH] DNA H S E: A2 BE DNMTL/DNA 2 H AL [ XUE R WAL AL A bR CDX2 IR WLTER, 3
A 0K ) 5 B bR A AE[29] - mTORCL i B R 1015 5 4 T R G SRIE R 1 3 (STAT3) ) Ser727 47 i1,
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W LA ST, (23 STAT3 RIRTE AL #e A, TR Akt AT LI GSK3B Ji/> STAT3 BRI
fift, 32T R 50 Je R AH DG R A A TAM 2336 I8 A= IR -7 VEGF AL IR -1~ CXCL8, AT il J=3 34 98 i
FHAEHE PR 2 [30]. Akt B R L GSK-38 [ Ser9 f7 s, ik HyslEin v, Ik Xz L B-
HEINEL A (B-catenin), BRI p-catenin F R R UM, 5 TCF/LEF ¥ HF454, s FIERERE,
il - R bR I FRIE, RN A B br SRk, et B - (B AL(EMT) I F£[31].

3. hZ5IEE PIBK-Akt-mTOR {55 1B KX E CAG HWIRHRE
3.1. RZHEG

MRz - 2 B [32] 25 E 2@l B 3 . ARSI TR i PIBK/AKt BEBR 1L, FHIWT T mTORCL
PO, D REE S RIE; Akt I T BRI B> GSK-34 HImERRL, F&sE p-catenin KT, FHWT EMT i
o TEIEZR[33] [34]H2 T PIBK. Akt Al mTOR 3Rik, | HEEFREY) LC3-11 1 Beclin-1 ()3 1A8 H- ik
B Akt SHE T A RAIE] . BRAMRRRPPESE T Ab, % 300 B RIS (2 & K IL-6. TNF-a. IL-18
K, HRE TS B R-17 A E AR | AKF, BB R AER, Gk BRI EE. EA5[35]
[36]i I e FEH S LR T p-A R LR A& ARt FEILBERR ML, HEIT T TNFL IL-6 45 44E
K7 HIRIE, R BWAREY Beclin-1 F1 LC3-11 [{7KF LT+, Bel-2 R Bax Lifl, 4 RN,
PG T SA[37] BRECA R T &MERNUES B~ 2L, IR 2. 1L 250 o 32 S5 1 i 1)
G b v AR )95 EGFR, 1M 8k B2 A At [38] 7 = BEE 1 i/ B 22 R AT LAFE PIBK/AKt 15 54% 5 1) Ll
#il HRAS IS 1 & [3914% & i M o] LAME F T VEGF {5 S8 . ErbB {5 5 iBEK%E, WhFFNH] PISK/AKt
WA SRR SN, (R BB, F CAG MR FEEER . 528 B [40] H e 25 i 25 A Wk B 5| e 2k
AT IS R A Akt BERR A /KF,  FEIT mTOR U HEmi ] TNF. 1L-17 5542 % R 71 COX2 RiZ,
R ERR ROS PR SRE IR N WS [A1FIERNLE S RACERE A A F, B bR s i 3%
Bel-2 K ARIE0E CASP3 S5 ToAH OGN i, JLRIE F2 AU MFR P IEsE T, o “ R - it ik
JE o HEE[A2] 00 EE M e H R L s ) Akt VEYE, BT T BTE TR Mdm2 AR TSR
F p53, ZNPsE 14 Bel-2 RIA i, Bax RIA N, HIWERET &, FSLH 52052 Mk 40
MOPE T, R BRI 2 P B S P o, BTG RE D3G5, LRI BRI, % CAG. L
IR o 24 B 24 6 22 2 RENE PR RO 22 4 S PIBK-AKE-mTOR A R Sl (0 & 1), 7EH0H] 5 B &
hiE (RFFALSUEE . IS S M T TR B, AT ROESE CAG i FELERE I B IR o

Table 1. Mechanism of Chinese medicine monomer regulating PI3K-Akt-mTOR pathway
2 1. PZHEKIFIE PI3K-Akt-mTOR EEEHLH

2 LAk P RY YR RIHLA
v - i PISK/AKt BERR AL, BT TilF mTORCL 15 S5 /b S
WRE - & MR WER KTk

T PIBK/AK/mTOR i@ RIE; HH] E AR EY LC3-11 fl
Beclin-1; PRI 4 KT (IL-6, TNF-a, IL-18)7KF

1 e ShE I Akt BERRIL; T TNF. 1L-6 2548 P o
B R g LR A R A TR T

L #g W R & B Y35 EGER (2538 5%
2y EER il PISK i HRAS &
T TR PrEVAYT VEGF K ErbB {5 58 H
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T Akt BEERILAK T 4] TNF. IL-17 S8 & 7 & COX2 %
1 1B ERIE A (ROS)

W% Bel-2 HIEE E; B0E CASP3 S T-AH M S, 55214

RIH T T R 2AS 2 M e S A A ik

%25 HBEH MR AT
- . S Akt i HEs TR Mdm2 (0T ps3 ((RIF 1) E A Tt
e HE L # Bel-2/Bax LEAE
3.2. &aMET

NETFH[43] [4411E N as SAERR I 2 g7 7], BB TEIR A S R AR 8. TP/ E
TH[45] T LAR E 1 5 40k PTEN R AR ARIAKF . B> VEGF FRIA; INkSeA /S E 77
[46]525540 p-JAK2. p-STAT3 G /AKPREAK, JORERT TNF-o 1L-6 TR DUE T [47)1905L 5+ B
WEKFEFERTE, HEAMRSE LZIERK, PISK-AK il HIE 555 R0 LAET- /%, W
SN B R . B OBHRTT 48R E O TS 0% E T, Bl CTERIEH” MR R 2
N T CAG. FE 5 0%[49] [S0i@ i % PISK-AKt {5 5%, NIRRT IL-17 [FRIE, HH] COX-
2. VEGFA %5t 1 IR E; 50351 FAHET PIBK-Akt 5518, T TNF. IL-6 S5{E 4 [K]
T, 183 TP53. CASP3 S5 8 fUii b s o 40 M, 035 1 RN, a3k I I etk 28 0E, (R idE B R IRE 52 .
W 26 G BRI AR I, o 52138 i S Akt B BSOS IR R 7 IL-6 R TNF Z3RIA, #0iG TP53
5 M B, R RS R AP-1 BINE P, ID SR AR G R Rk, FHI <181 B K —~CAG—
ot e — B EAR RS . BV SRit R I % B (53] [54] AT ftiE it b i PTEN 3[R & 85 (4 %54 2% PG
PI3K. Akt. PDK1 fyZEPRI AR ik, FFFRACTTHIHIE B XIAP /K, demifedt B /e, &
BRI, WS ELG51AIETNNE . AEEEERIIAL WK T CAG J7 . seieirs,
kb 22 497 [56] 4 FIE 4l CAG KR B FE MR & R m, HEREMREE; e Er
Fas. FasL /%5 % THm, HAE PTEN & A &PHME40 AR B T2 A4, NIRRNAZ A7 “ s s
JEE IR - FE FERI T - 4% PTEN/PI3K/AKL GlER” %7 CAG A% Qo BRI T R A $R 44 17 SE58 4K
o UGB AR BoR, R EEANG A 2 & AL[S7]E T PR Akt 35V B 40 B3 5E A5 5, ks> R 3% NF-
kB 2 RRE T RIE, > IL-18. TNF-a B, JEIEE ] Th17 ANABLEME B 5 408 M Seieieir = i,
Fe & FUST]AT LA U B 23 PISK FIRSRER fb Akt 15615, Hr Bax. Bad. #iffita s C. A caspase-3/9
M1 Apaf-1 /K-F 23w/, FRHETEE Bel-2 Al Bel-xl FIFRIARTR, AR E 7T 7 M T
BR 7~ 22 6] RSP s AN A2 4 FUOE e PR I T TNF-a IL-18 1 IL-6 7KF, ] NF-xB p65 % F A iz 4
FE L, X2 PISKIAKE I FEHNHIAH I NS, A Z AR T P AR R EE (L8
Y. ZPRBFFTIESE, “ii4 7l i PISK-Akt-mTOR 15 Sl i S A S0 S (W42 2), FEHIH] %
fiE VAPESEH A T S EE . O B R I AR A T TR FEAE R, A AT T CAG i B3R - BE T 5 1) 15

Table 2. The mechanism of classical prescriptions regulating PI3K-Akt-mTOR pathway
2. ZHLZ75H1E PI3K-Akt-mTOR i@ EEH1Hl

TR £ F L
BWINE T TLiAB AL PTEN (GEX/EA); T VEGF
JNREEAT /N E T i p-JAK2/p-STAT3 iEfk; BEMK TNF-a, 1L-6 %5 58 i K1
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R BT B EKT; IEBEAERE; I PISK-AKt B M A RESHET, B
E T PR
B
A HFIG 0 G PISK-AKt @2 ; i IL-17; ] COX-2, VEGFA 254y X+
M 22 PISK-AKt Il il TNF, 1L-6 %2 N7 £ TP53, CASP3 S##L il 57 i 4l
h M, AR, MR REREE
5 E i) Akt T EEVEIL TR IL-6, TNF; W0E TP53 i S 4 i 3 s, 37 AP-1 3& 1k
H WA RERE DAL s BEIT PR g~ EE T WA
U i PTEN (BRI H)s 235 i PIBK, Akt, PDK1 (JEE/EE ) BEAK XIAP (241
LH /ZJ y NI N N =
PR T8 o 7 A1
ey 10 2 AR A 5 ﬂ%ﬂqi%@‘dﬁt% Fas, EasL; B%{&E = %ﬁﬂ%PTEN (B2 A/BH
HMD); T PTEN/PISK/AKE I8 B 5035 75 TR Y
" . ) Akt 15 PEBLIBTITELS S B NF-xB 25 858 R 7 % IL-18, TNF-o Biit; 041
=] Nr Ay
FRERGEE SN Thi7 i ZE A BN 40
i PI3K/p-Akt; 98/ 12X (Bax, Bad, Cyt C, cleaved caspase-3/9, Apaf-1); 5%
ko TR A (Bcl-2, Bel-xl); FHK TNF-a, IL-18, IL-6; 0] NF-xB p65 ¥ A4z
RAE, KB T T
3.3. B#IlA

FEBIE B A AI[G8] [SOl2 A i . FoAR HEL EAT. HEL AR G PS4 BB i e R 1wt
FHRARTT, LEREIE RN CAG BRI B B+ PIBK. Aktl. mTOR. p53 ) mRNA FlE H &
KR EET L, W REIRIE, RSN S TP, R R IR R B A bR A R
BRI [60] 2 A S, RIF. =k, IiREHk. 3R, B Jer. 2. il ARk, K=
Fe 11 BRH 2GR R R 2 K KOR B & 50 77, SR 5 R 1% 07 T8 0] PISK/AKE 8 26 11 1o
W, B TP53 A FILK, THE PG I I PG I A1 G-17 /KF, 8/ If1iE IL-6. TNF-a. 1L-158 /K
S, RIS M SORE X B R AR AR, D B R 2 A O A B A AR A e B AR AR . SR F IR
[6LINR T /& HE T, WEILZh. AR, WA, 4. FR AR E 25 K H M4 5%
75, EhSEE  CAG B KB B &L Glutl. HK2. PKM2. LDHA ) mRNA K E A&k BE T &,
Je AR A BB B AL, B EOE PISK/AKYMTOR 38 B 56 i AE 52 B BB 450 . 0066 R B2 A A 1T o 4%
AR, PHWERRLEE. SHEEEREES. BT, B B, AR, EE. RESH R B
V98 4 P RSB G Tr, S szi PB4 p-PIBK/PI3K . p-Akt/Akt L % 2 TH, Bel-2 FEARIA
BEHTTAN, HEMARREINEES, BRREHRMAT. KR IT[63]EILINE T R4 & B H
RS 77, TR, R A BREZ  FARme & 5 UL 2F 4 JE 4] Akt R B R L 7% PI3K/AKt
SIS RO, i R i m s RRIEAME R RE T IL-6. IL-18. TNF-a. JTFrEY
Caspase-3 ‘i & P&, FFAHIH 423 a4 R e Mds 54 MUC2 Al CDX2 [7KF, BEWT 1 R (2 H 15
SHIES, B5% T BRI, R BF L. 2 AR EE T [64]2 H M ZIE T AR
B e AR5 i AR P BRI I AR 30 07, AR B FROR L I NE JiA 1. Bfee S 5. a2, AR,
A MR A TE . AU R Z 7 E I PR BB B PIBK. Akt JZ p-Akt [ 8 SR IA HIH] PISK/AKt
TEERETE . HE et lioR, A4/ EFEZEE ., 5% %, HPGI. PG I KF & PGIPGII L
HEE T m, AN RAE SR . B R AR 2, B8 7 B R o WA bR DI RE, AT
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T YR AR o B AL 7 [65] [66] 2 ik T [ PR KUM= M 5% BU 48 b B B A L BUE . B E R,
REE, GRE. EHGE. AEE R, HIT. )I1E. =, &8, . BN KE. A4 54, 1.
SEFAZR S TR 25 7, ] AktL B REER LA PI3K/AKt I % JF F# K Bel-2 A1 Bad HIRIL, 204
SR A A T R PR R R R C-MY C R, BELIKT A S A 40 PR S I RS M 3G 5, HE B
g B0 S B AR S AR, RIUEAIMIZIERD . EE 67T R TS, AR, EE, £
A S SR, R, AEieE R PR R P E 2T T CAG ARG A b R AR I R
A, RN, %07 s E e R PTEN 30k, W35 38 9 0 PIBKYAKt I8 #% 1) #7145 /6 FH .
e RECHE 3 — 20 SR, BN EZIRIT)E B A BAL R Akt RIAKTEZE N, i s 2 L
S 1 S S B R S S R S AN T BB R IROL[68] I EE R MK . BRIP AR KT &
BREZ . FAM BEEM. R B E T, AR, doarbl. gy, R, K H . RN
UL 5 9 kL e B3 P R 20 T I 0] PISK/AKYMTOR 38 K B 5 86 0, S0 T I AOE R 1~ % 40 o 348 i
FREEMRIE, LR SR, BEXRIGITE, BF EHFMEH STAT3. mTOR mRNA J H @R {t
HH p-STAT3. p-mTOR HRIEWH AL, HIMETEIL IR TCF-p BRI TRIRE, Mg B
L JORE RN 5 20 M I FR PP A0 T, W B R R B A AR . W THLEERE, A2
I A PIBK-Akt-mTOR 8 M AH K T HERIE (W4 3), FEIRAR B FBAOAE . =g 5 T
SO B RS0 W R 5 B T RE S T T R HEAE Y, 00 B R AR L BELTRE O AR

Table 3. Mechanism of self-made prescription regulating PI3K-Akt-mTOR pathway
%2 3. BRl5HE PIBK-Akt-mTOR @244l

EEDV R

A% B B0 PIBK, Aktl, mTOR, p53 (MRNA/ZEH); AR RIRE;: WA

TR A 5 R S L

) PIBK/AKE MBS S L TPS3 (BEH): FHai PG I, K PG II, G-17;

RIEBS RS BT 1L-6, TNF-co IL-1f; WS S5 30EE (/5 R
5 B BETE EE Glutl, HK2, PKM2, LDHA (MRNA/ZE ) GIIEAKIIE): HE
AH PI3K/AKUMTOR i, 1552 BEMELEF, S WAL, SELBTE A A2
e FA% p-PIBK/PI3K, p-Akt/Akt ELfl; &K Bel-2 (BB HE): PHBT R HINTEE S, BSR40
i 8 R T
R Jik Akt BERR L% PISK/AKL @B ; FRKIMNTE IL-6, 1L-18, TNF-a, Caspase-3; i 541
ZIMUC2, CDX2; WMEZ7ibidtfe; fRIBHE %
e PRI R0 PIBK, Akt, p-Akt (H )@ EE: T PG I, PG 11 J PGIPGI LU
RIS TR R IE s S I BRI RE ;W SR
EAL T i Aktl BEER AL 3N PISK/AKL B H; F#{ Bel-2, Bad (RiX); EEMEK C-MYC (Kik);
FFL U 440 30 s S PR S s R R AR S 4 JRE IR
L i PTEN (FRiR) 3505} PISK/AKL BB iATE; T B FE Akt GRIX); H 58 I085E;
" SRR AN T
e 1o N PISK/AKYMTOR I8 % 57 H #iE; P& STAT3, mTOR (mRNA) X p-STAT3, p-mTOR
B 5 E L

(FEA); WY TGF-p B EI T S RAEMEFFIEIET: IR/t
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3.4. ERES

WA - EEPAHEAER PP WL i ox, BED PHALE FL[69]H Aktl. TNF. IL-6 S5 % 0 A,
S E SN ER, PP EEE T PISK/AKL A1 TNF 15 5B B 520 CAG KRR, F)5
TE CAG KRB ) o AW LRI, BED PHG PR 2 FEK T TNF-a. PI3K Fl p-Akt fRIA 7K,
AR BRI . W2 W R, A PHIBURL[70] A% O s PR Ry Ui 35 AR B3k B W B 1
&, AIERYER T IL-6. Akt ¢ TNF 8508 0 1. sisciiiub BoR, A PHBR 3% B CAG Bk
AktL [1) mRNA ik K HBERR K, I 2R R 1L-6 1 TNF-a [RBER, 2f B R0 10, BRI
RNE - Fe AR . Ao T N i kI, B B [71] [72]Re88 5 1A 4% PI3K-Akt I8 % b 1) B
31 AktL KRR SC A7 TP53, FEHIHIJAER 1 IL-6+ 1L-15 ) TNF (I35, M T-7i CAG FJ% Bt
T2, V5 a3 SORE RIS X B BB 4034 o D 285 24 0 2 i 32t D 305 15 9/ UKL [ 73] Aktl. PTGS2 1 MAK1
JIRBERIEEE . HOEVER T b e 2= L R AR RS AKtL BE R SRARSS G 0E PISK-Akt i
P, BRI R R T, R AR R ORI . 4 2B oy BT R T R R R [74]
HE. I, BEERARNEER S O R RBRE R, T2408 A S nllid 2 50 S0 Aktl B
WECNUF(E 5 5, BHIT PISK-AKt I8 I I 575 80, N W@ B N S 23 5 S UH T RN, [RIE4i
RAER 40 1L-6 (R, AN B RO SO S B, R IEIRAE S . S S om, 7E MNNG #5321
M PE a2 R, &R 8 RREE[75] 2 MH] mTOR KILBEER k=4 (p-mTOR), ¥ ULK1
M EE R, A, AMPK 5 PIBK/AKt B EEAA/E S HAEF, w] R 7 s it b 5] 1 5 PISK {5 5 i
FEE CAG # - FRFE LR . 2% 25 B 22 00T 50 R DK B UKL [76] [77]9H BTG PR s B . IR
i 2 A] 3 1 30 PISK pl10a TV R 10 BE A% Akt Serd73 fir SR RR 1L /K F, #E17 F#H mTORCL E-&%
(s P, (Rl 0E FoxOL F4 s [R 114 5 15 616 57 B AH DG B 1 MUCBAC. TFFL IRIE . ahi)scgiit
—UESE, IRE BURL T TR 3 RIS CAG ALK R B 4121 PIBK mRNA Rk &, Jfdid Fiff PTEN &Ik
SEHLAT PIBK/AK 3 4 47 ) 132, AT Bel-2/Bax U AR 2 I H 7K, #0520 st fz 4 e ik p o v o
RPN ARSI R B, 16 15 &7 ORI [78] RE 0% 15 A I 2L K PTEN 3R, #E i PISK A1 Akt (RERRL.,
EL U 122 368 5 1 3o G o LA i S 3 PRI B T2 25 11 Bax 1 cleaved caspase-3 [FRIAFFIRTFPUIA T &
H Bel-2 FI7KF, PR TR DCE A KE, H06 B ZE R 4R FER T o X A it — D IRAIE T
U5 B BT OREAZ OOV M 20 I R OGBSI 5 TP53 A AKtL FISRGE &2 Ay, AN TR va 7 # 4t 7 3
W . B ZGH 2R R IR B AT kLR Aktl. PIK3CA. PTPN11. SRC Fll STAT3 Ni%.L#E4x,
H KEGG &5 HT3K B PISK-Akt {5 5 IEEF B¢, ISt Bon, 77 8 &7 50h a0 LPS i S04
AR R E VR NO AR AR 4 I F TNF-a. 1L-6 F1 IL-18 FUZRIL, [AIES BB R+ IL-10. Fufk i
FLERFH], YWSG 534 PISK A1 AKt FIBEER AL /KT, IESE I i BHIT PI3K-AKt I8 B (1) 505 R IE T
RAYEM . BEDPHRAG AL A PHBURLSE 2 Fhirb 2y, a9 48 24 B 2255 F B iz OB iU 5 e %
ZENY). AHSZIRIGIE, £ PIBK-AKt-mTOR @K M AH K> T RIL(WLZ 4), RIEFIR. Hisg
MOPET: SITEEEER], T CAG R ELBERE . BRI & - w1k,

Table 4. Mechanism of Chinese patent medicine regulating PI3K-Akt-mTOR pathway
& 4. FERZEEIE PI3K-AKt-mTOR & EE#H1#

24 & FpLH
X Pk 4 A A5 PIBK/AKt 1 TNF {5 53088 B3 FK TNF-a, PISK, p-Akt (FiX); B RHZEE

TR R R R A B T 3 B Aktl (MRNA/p-AKL); i IL-6, TNF-a Bl 22
FRF T BT 58 - e d%ik

AR
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a3k

B g B % PISK-AKt 8 OCH T AKtL J TP53; #I R AER T IL-6, IL-18, TNF (%i&); T
" Tl CAG FFLERE, % SO BUBF M4

DU 33 B TV B 2R SRR A A AKEL 0 PISK-AKEIEH: (EREAIIIGTE: FHIE T SR JE

K Vb

g B T R R 2 L HE S AKEL BEER AL/ TS S BHWT PISK-AKt B 5 s T URfEsy

TR ST R0V M) IL-6 BRI A (RALIRER IS

g TV mTOR/p-mTOR;: i ULKL AR ETE; AMPK 5 PISK/AKE B EA HAER, ATHtUR

TR e & - L
) PI3K pl10a BERRALIER Akt Serd73 BERRAL: T mTORCL i&1H: W& FoxO1 i
Jik B kL MUCS5AC, TFF1 3&ik; &K PI3K mRNA; i PTEN 4 PISK/AKt i@ K& Bcl-2/Bax Lt
AN AT

-1 PTEN #ffi] PIBK/AKt BEERACFH W@ H; FA{IK Bax, cleaved caspase-3; &7t Bel-2 “PfiiJH 1=

i i &P E IR s S T 5 TPS3, AKHL 4% 4
B 27T M LPS ¥5-S B WG4 NO A 2 TNF-a, IL-6, IL-18; _Eif IL-10; 041 PISK/AKt fEBE21LIH
Sk Wi B R AE L
4. g

R SCERBFFE R B, TR 2l it PISK/IAKYMTOR {5 5@ BS540 CAG MR AERFE, (H 24 Hik bl
R TR IR R R ML, A2 X% 24 B0 S0 R IR T A LR A T %08
W RHEE S, AR IR

CAG fEy PLGC M H E M B AR AL R s, AT a4 R R, 23k CAG B 1) GC 4
RN 0.1%~0.25%, If NRAEREE A TGk T ™ E 1 m . BARETF TR, 18401 B & B
B 32 3 2 PSS B ER T, A0 EIRD T PIBK-Akt-mTOR {5 S8 7E CAG H iS4 E ], IF
P Z s W57 KR B TE R AT S R VB TEAE AT T RGunds . BAAPERATEEE PISK-
Akt-mTOR 15538 #% LL & B v CAG J7 TH & I H 52278 77, (R TE I PRI Ik 72w AT A2 TE V22 i R A e F 1)
o H—, PHMRSEREZN, HABENDTAEYFENGNE S WA, H TR A7 A E 5w
Z5BA SR, Fi, 251097 CAG MZAWIA M5y &I 2 ST R A T IR NR R R L. 25
=, WEERALENE CAG AHRHUHI B FAAL T RSP I B, KRR R 2 m i & U A I PR
LA G A B2 25 7R I R N o 10 Rk S e Atk T8 2 sh AR B0 UE P S 25 A 9T Rk, DAHEB R 2
AL T — DR =, fEREAMIERLET, AR P& 2. PHERIR 7 DAl
ANMEHIRTT R, LA E& PU 25967 1A B U7 38058 ) AT T AR N BB 5HR %R . EERE Rk
FE A, BATATLANCARIU AT, 56, 0 2524 B 2% S5l RIG RS2 56 DLUA B R 258 RERT
MRS SCRE: 3=, LU IS 5 2 T VE A Whs SR AT 16 T7 10 J5 RSl LA SR UE I PR Hi A 58 14 R 7
B=, ISRALHEIE AR, MR 25 N R B O S, R 215 S E S TR R 4 A AL
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