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PI3K) /#E M B (protein kinase B, Akt) &%
SEEEAE T2DM A A R HE AR
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A T2DM 4435 77 ) 557
1 PI3K/Akt {5 Si# B H#EiA

PI3K/ Akt 15 5 38 F&AF A 40 M P G HE R A 5 1%
S, AU AN SR AR Nl
TG RN, TAFEAMAE . AR A
2, FIFS5—R 504005 AE B sh, Ml
DIRERIREE R AFARHEOCHE 5 R ™ . PIBK/ Akt
{5 S 8 i PI3K Ml Akt 208, PI3K 15 Hi%fs
%ﬁ%%%%ﬁ&%%,mﬁ%ﬂ%p%ﬂ%%ﬂ

B pl10 4, Akt J& PIBK B9 F i # & 11, 1&
PI3K/ Akt 553 f Hp b FAZ AL, RARSERY N
AUt 5 SO P R 1 RNR S A I, e S
B COURIARE A A R RS R O A
(protein kinase A, PKA) FlI#E H ¥ C ( protein
kinase C, PKC) HA B [FUEME, It PRy

HETH. m%*tﬁ”lgﬁﬁimii&f“ FHIWH (EfEANE R [2022] 256 5); L TH NIRRT E  (2025]H2/

101330106) ;
LJ232410162026)
fEEE T A % (1997—),

163.com
i A (1963—),

AR EHE AR H (2025-MS-263 ) 5

, W, BR, IR AR A YRR S s

TTHYE T mEEAR T H (1J222510162008,

, AR, IR XACRSE A IE A FERIS 16 RAFFT . E-mail; 3239077918@ qq.com
«BIEEE . BT (1979— ), 9'3 (%), 1+, 2z, WIREIRm RACH LR AR Pe PR g

AR S5E, E-mail . Yangyufeng5698 @

KHFFE . E-mail: shi_ yan0705@ 163.com

1231



2026 4F 4 A
Fa8E HF4

R %

Chinese Traditional Patent Medicine

April 2026
Vol. 48  No. 4

HHPLEE B (protein kinase B, PKB), # PI3K 34
U IEAE Akl Ak, Ak3 33 R AL FER
[ i A b A AR AW e, 595400
AR BB, R A B A, DL 4 o 4 i A
R B AEADE T

PI3K B BRI B SIS, pl10 fEALHENS Pt
WUEE-4, 5-— 49 XU B FR I8 ( phosphatidylinositol 4,
PIP2) A= W i Mt L AS-3, 4, 5-
— W M WE ( phosphatidylinositel 3, 4, 5-
trisphosphate, PIP3), #f—F3EE &G N K5
SLRYIE A R R4S *ﬁfﬂiE’J—F{ﬁPxﬁCV@EE Akt Z 21 Jifd
B, JF 5 Bk s BE UL B MK M MR B ORE 1
( phosphoinositidedependent  kinase 1, PDKI ) |
PDK2 AHEARH], did IR 2 IR AL AL (Thi308)
ML FRBERRAL AT 5, (Serd73) BEFRIL, fF Akt 3%
I, oF W OBE W Ak A A OB 7% iz R ( glucose
transporter, GLUT ) . M it & W ¥ B 3 ( glycogen
GSK3)., X k& O1 ¥ g I 1
(forkhead box transcription factor O1, FoxO1) Z£Z&4
TSN R, S 52 A B R, TR
JEE L, AT, B BUA AR R R
AN, BERR NG 5 5K 71 85 1 W4 ( phosphatase and
tensin homolog, PTEN) J& PI3K/Akt {5 5 18 [ i) it
A 5, K PIP3 EwERR AL, M Ake )
WO, AERRANI IR RRS Y TRILIET 1,

Growth factors

5-bisphosphate,,

synthase kinase,

Receptor tyro-sine kinase

e
(GLur |

((Gsk3 ] [ Foxol |

Glucose uptake Glycogen synthesise Gluconeogenesis

1 PI3K/Akt 5 S@EBIHERE

2 PI3K/Akt (&
X7

PI3K/ Akt 15 %5 38 % 19 2% I 5 Z2 Fioge i 1) & A4
RIBHRR G, TR IE & A8 T k4% G
PR oAl i 5 GLUT4, GSK3B. FoxOl
T 32 ARy 5 e 1 8 R B e ds | B A A
WS AR R A, R TR WA A REIR, 25
1232

WS T2DM EEHEREH

T2DM & £ it # . i, DL PIBK/Akt {55
T PEAE N G IR AN, UH 9 BEAHAE T2DM iy
Iy FHEYERLE], AT T2DM G RIG YT BT Y
BRI,

2.1 AR AMEARIAIE T A AR
TR ECIE: 25 0 PR A0 B A 1) 20 B B RS ) B A A B
R, SEAEREA, XMEAYRNEE),
WRGIINEEE A, GLUTH &4 % b 5% 12

AR — 5, 12 MRS ERA N, T
FIRTIRWT . AL R BURR AR, 2

WA SCHS 55 . 1B NN A0S I
B SRR (1, GLUT4 75 4 57 L 1A 3 75 W 5 B
2 KRR AR S T B B
S BEACES ) =R P 3R, PI3K/Akt/GLUT4
15530 R T 5 A 0 VR s A R 1 B 3
AT, SRS NI 1 A2
SIS, {%ﬁ(ﬁﬂﬁ%?xﬁir% (insulin receptor
substrate, IRS) Fik, {5 51%E S, G PI3K
ik, ift— %ﬁﬁ?ﬁ%ﬁAmﬁEMM% ke
GLUTS Bz nh i, DA 3 558 240 Ji YT 48] 285 4 19 5% H
REST, (RUERZIRE MMM RS AN, AR I
BHAKSE, dE4FmpEFass, CLUT4 ThRES#, W%
SICH A M O B IBURIRI FHASCRBRAIG , 13819 S ALAE I
WERRS AT, BLA B PR & s A o B2 R R
MW LI, 244 GLUT4A" /N EUA B B LLH 21
GLUT4 FikFEAK, #AEIUR >, A e
HEFERTZ A0, A7 70 5 R AP0 SO PR ]
M AR SE R 2422, At GLUT4" /N EUE % LA
41 GLUT4 FikThimr, o0 I R AP & & 5 #i 4
BRI, R A & AR BFSEtiE S,
EE IR EH M KK-Ay /Bl T2DM # 5 |
GLUT4 FikBEAIK, 52 i 25 05 i SR ORI A, T
LI KO RSN AN M S ER W, 0 TRS1/
PI3K/Akt/GLUT4 {5 Zi@ %, nI 3G misi R 5 i
U7 £ LT 1 114 J 22 2R HR PR A i GLUT4 &) 137 A
EPHIREEL, BRI BB L S — RS A s
WS kIR, B PI3K/ Akt/GLUT4 {5 53 fi% ] 4
TnE S T 00 C2C12 4 i 4 25 0 i) H8 ORI R H
R AR R R IO, SRS PUR R AT 0
2.2 HobAERA R ﬁEA&E%T & LA
e, 224 A AR LI RO XAt A7 T4 N 1 2R
Yy B, FEXT R A B I Y T T EAA A E
FPY . GSK3B f—h % ik 2 1 1) 2 1 I8l % e o
(22 5/ 0 A TR A, 78 22 Fh OC B 40 i A ) 2F 2
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R R HEWTER DY . M PIBK/ Ak f5 538 % T
WER T BN 4> F, GSK3B 45 P bR 2 J2 i 4
JEA IR R 22—, AR R K i)
Wit WA BB (glycogen synthase, GS) &
JA A G R G R T RS A S
H, PI3K/Akt/GSK3 {5 53l 0, wl i 3k 3 i
GSK3p WilRfk, MIMIEIE GS, MRk ass b h
BEIR, AR A AR AR S LML TR IR
R RSB, GSK3B 2 3k BE e R A, i
DOFP S H S i — AR TGS, F 2GS B R
b, IEETEMEZ B, AT TR R A
SR IR 3 o= | S SR N L B R 0
B, 7€ db/db /NRAFA LU, p-GSK3B Rk f%
%, WTER M-t BE A TS, p-GSK3B &
FFATE, HEEE S s, GS it e wk e
AT FRGEG , AAUESE PR R AR R IE
IR R Ah o i S e K, P 4% PI3K/ Ak
GSK3B/GS {5 7 i I n] 14 hn 24 3 ) & W 5 = 1Y
AML 20 A 5 R ACHUR AL B R A A, BRI B
K

2.3 #eakkrAd BRI ILER . Bl
A R LR S AR A O A R R . T
A S A 3 i T2DM Y B B ARG R
PSR R ¥R % & ( phosphoenolpyruvate carboxykinase ,
PEPCK ) F1 #j % Hi-6-B% B2 B ( glucose-6-
phosphatase, G6Pase) J&Z 515 Az i F 1Y DGR R
W, P AZ FoxO1 WA, FoxO1 1E8 PI3K/
Akt 5 5B 0 TR 7, 5 7 SR TS PEPCK
GO6Pase Vi M ST AE &A%, 5 T2DM [ % 4= & JE %
IR MOE Y Ak BT BERR AL FoxO1, (i
UM MEAZ L RS S AN p,  BELAS X 3R PR ) 2
%, Wi PEPCK., G6Pase & i, M iy /b B H
A, AT RS R & B, T2DM
KB AR Y BT 4140 Ake, p-Akt, PI3K, p-PI3K
TR B, FoxOl, G6Pase, PEPCK & [ %3k )
B, EIC-HRAXT T WS, BRI bR IS B S
P, BERR K15 2 BcE Y IESE PI3K/
Akt/FoxO1 15518 B 7E T2DM H 2 4% (1) S
PR G PI3K/Akt/FoxO1 5 5 30 4%, 4 i 4 5
A EIRYT T2DM B E SRR,

3 HZEE PI3BK/Akt (55 BEET 7 2 BIERTR
3.1 PHALEMRS

3011 MRBEZAT AR B AR 22 A v 4 BT A5
A 0% T, PR RCR Fa e, Bk - X

U R B, AR AT B AR AL,
ARE AR, BRI AT, RIS B A2l
RE, UG B4 4, HLAL) 5 300 PI3K/ Akt
fF5ims, AR, MsER Al A,
3012 AR AR R A R TR R
AR, FAT BRI IR kTS
WSR2 IR AL . B IHE . DU SE 2 B
Flo 90l S B & B, 7 A AR 4 IR T
REACH A, FhE /N BUFIEZH 21 IRS2, p-Akt %
ik, R R A AR, SR A
-4 B PT 38 3 B0 PI3K/ Akt/FoxO1 15 53 fi
TR S A R, DT e i i A S e 5 3R

HHUIRES
3013 EAH A REAWEZE R,

BABR ., el iR, o, RIFSE25y
PEHI™ . Miao 45" MM AR PN AP LIS L BH, AT
Al O PIBK/ Akt {5 S %, JHE GLUT4 £
ik, T GSK3B WPk, & H4 Tk 6 28 % BRI
FEhBE A BUAE R, T e i R HkhT,
5 A AR

3.1.4 HRER BERFXEERAEZELRLT,
HAVR, AYPFIEEER . Liu 59 5 E
By, 35 X % PRBK/AK {5 5 3@ #%, {2
FoxO1 W 2 1k, B& K % 2 A4 A X B G6Pase,
PEPCK i, DT ] 08 5 A i A8, 08 i
EEii%/ 08

3.1.5 EAREATHENT EARITHFZEAN
BATHITE YRRy, BADUE L, iR | R E sk
SEAEFN ) Jia SRS LB, TR AT BT
AT PG PI3K/ Akt/ GLUTA 15 53 s, B4 e 5 2 8L
B, (EUER ARG R, s A AT
3.1.6 ks LM —MA e RIEEMEY,
THBE . ZWEEMERY, BA A EE . R
1E0% | IEIHEEZ DAL, Yang 561 3 i X 45 24 B
2 R TR IR R R B, S T A
1% IRS1/PI3K/ Akt {5538 %, (e #F 0 2 15 U AR
BRI A B, FEMEIE AR, RIEUGE RS R
HEBUER, AT T2DM,

TR 1,
3.2 wHATG
3.2.1 =®WIEOw =EEOTE A KA

(EBREmg) , SR rMIRR EZT 5, hBE
B REAEAN, HATEARE R, Bl
WL Z I, Chen %V RFTERM], =HT5.0URE
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1 PHREFMERSEE PI3K/Akt 5 S BT T2DM 1R HLH
P2 R s Ay Wrgsxt % YD 3) o J it ] FEA RN Fe Tk SCHR
YAy SD KB (5 B T kL+STZ ) 100,25 mg/kg, 4% 6 J& p-PI3K p-Akt 5 H KA T, p-GSK3B/  [41]

GSK3B . p-FoxO1/FoxO1 H (B AR
Feaitnt db/db /N 1 000, 500, 250 mg/kg, i £ TRS2, p-Akt % 1 % i5 - &, PEPCK,  [8]
4 4 G6Pase 2K 1A FEIK
A N C5TBL/6Y /INEL( g KP9:50,100 mg/kg, #ELE 4 & IRS-1, PI3K, IRS-2, p-Akt, p-GSK3B.,  [43]
RS HepG2 41 I ( Hb 2E K #A + AT 4 #K5H:25.50 pmol/L, 555 16 h  GLUT4 HARIETH
)
B P s Wistar A B (& I8 1AL +STZ) PN 1300 mg/kg, 4L 4 JH p-FoxO1/FoxO1 p-Akt p-Akt/Akt HEHAF  [45]

AN . HepG2 4I A (A54HIR )

J: 24 h

EABATEBRT K4 . C57BL/6) /MR (B Rg iRk
A4 . 3T3-L1 Rij IR 5 20 e

24 h

2 HepG2 4 i ( & EL 412 H )

fA41:10,100,1 000 pmol/L, K%

K :25 mg/kg, L 8 JH]
& 4h: 50, 100 wmol/L, ¥ 3%

0.1.1.10 pg/L, K577 24 h

5T+, PEPCK , G6Pase mRNA F1 25 [
RIKFEAR

IRS1, PI3K, p-Akt/Akt | H £ 5 A1 [47]
GPR120 mRNA il 135 TH R

IRS-1 PI3K . p-Akt.p-GSK3B .p-FoxO1 &  [48]
AT, p-GS . PEPCK , G6Pase 75 [1
RIKEAR

B AR, 3 R 5 &/ PI3K-Akt/FoxO 15 5 18 #%
JIE BRS¢, SR T2DM

3.2.2 PEEL WEAE W T AT RRERE
(EZRM), BB, B, WAL, BAWE
MG K EEAZ Y Wa R, %
B ALBEEE db/db /NERUBPRIGAER , i35 i 4 A
&, R¥ESCENERBEIER, HAHLH 58S PI3K/
Akt {5538 6, JnsE g I G R RT O I A AH DG R
TR A R G,

3.2.3 Rk AERKEGRAS, #& HR T4
W, HARRAAER, SUHIETFZ ), Shang %
FERIL, HENKHCIE S R 5 2 2107 . el Ak
W, GG IRy ORI s
PI3K/Akt {55 8%, {9k GSK3B Wilafk, Thinhi
JEA U 2 (glycogen synthase 2, GYS2) %M, 14
SeR bR D ) BCRIVRS 50 O AR DL, DT 4 2 R AR L
IFEH

3.2.4  AbpoRn Aol BURI R EEE L AR R R
B IREEHM, HAERER ., IRk 175
R Tk, RIBEER 20 B og Je B, Ak ik Bk BE
EER R I K OF 5 F 1E BL, JLAL I o s
PI3K/ Akt/GSK3B 1551l I R it 0 JRL A5 i, I3
T TS PI3K/ Akt/FoxO1 17 53 [ R 3 il 4 57 4=
M IA R BT T2DM 1R

3.2.5 WiEANSY WwiEASHHEE, AS4
W, HASRAIFEN, w2, Wa SRR &
B, EENS D E AR PI3K/ Akt FoxO1 5%
W, IR A, R IEDT T2DM BIFEH
3.2.6 ZEW%T SEMSHITHER, B,
BOESAN, HABEMEE , %2, B/
1234

PP KL, BB T T a JE 5 PI3K/ Akt
ERER il 1 e ) | AN T £
W W R A5 A 5 AT

3.2.7 SEAHIL BEFHACH DI T
B, B, EAR . FFSEAR, HEETFEIN
TREEI BRACBAKRE Z T, sk AT B 5T UE S,
LB PYIUPT 0 AR B S AR A, AR i S
JFMEA: BRI RE, Th & PI3K. Akt, GLUT4 & [
Ik, BN AR R BRI S B BE T, MOGEBEIR AR
W, AT AR R % L

3.2.8 HEMAZE HEMASUHHAEAE.
HIEE, HE . ASSA, BABEMRGR. EAE
I BREEEP IR A, HEMAS S
Al 2 T2DM BERRFCIZEEL, JCHLHI A% PI3K/
Akt {5538 B, R R AR BRI, (R IR RS R G AL,
s A=

3.2.9 fREEEZAINTT  fREERE ST i OE
BRAE , TR SEAL AN, HA AL | fhpsm 4 |
fifedE I, Ik L, HEREC Z sk, R
100 T v R 20 R ) 45 2 T 2 LA AN S 0 T 5
UESE, i REAE 2 R J7 8 L 0E PI3K/ Akt {5 538
B, s T2DM-J B RARBTAn BB e 2, 22

f AR, PR I A, A A
W RO I e
TEWLH 2,

4 ZHiEERE

T2DM AURHEHLT 24, B —30 MR s
MZTPMELLA R RAFT R, ey B2, £
R PEE FH AR S5 B A AR R Y | AN R D SR
&L, TE T2DM WRY7 th R FEE AT RACIE- . A
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Fx2 PHEHFE PI3K/Akt {5 SEHETH T2DM ERAHLH
ey WroE st % LR 2050 1 B[] F B 2R ik SCHR
SEEOY ENCKMONR (FRERAE A RN .2.4.8 ¢/ke, 142 8 A GSK3B.FBP1 PEPCK, FoxO1 mRNA FIZE %1k [50]

K1 +STZ) &AM 1.3.5 mg/mL, $ 3% fi;GS.IGF1R PIK3R1, Akt2 mRNA FI 2 4 %k, p-
184 HepG2 4l (Hi%4505) 24 h GSK3B/GSK3B , p-PIK3R1/PIK3R1 , p-Akt2/Akt2, p-
FoxO1/FoxO1 H{E T
@I CSTBL/KS-db/db /MR 3.3 g/kg 3EER 40 d G6pase mRNA FIKFEAE, PI3K p-PI3K Akt p-Akt & [52]
FIFIL M Csf1 Flt3 mRNA F3kTHE
Az Jik SD KB (B ASIREI+STZ)  2.16.4.32.8.64 g/kg, #4E  GYS2 mRNA M8 H ik, PI3BK Akt mRNA ik, p-  [53]
4 PI3K .p-Akt # [R5 T ; GSK3B mRNA I &
br ¢ 238
femiks  SD R B (BB I 1R R+ 1.012.2.025 4,05 g/kg, i p-PI3K .p-Akt .p-FoxO1 p-GSK3B % |1kl PI3K, [ 54]
STZ) %4 A Akt mRNA 3K T+, G6Pase . PERCK , FoxO1 , GSK38
mRNA KR
WiEANSE  db/db /MR 3.03.6.06 g/kg, %% 4 J§  PEPCK,G6Pase mRNA FlIE 13615, FoxO1 FE 15K [55)
[%AI% ; p-PI3K/PI3K , p-Akt/ Akt , p-FoxO1/FoxO1 [t 1E
Thes
L% )T SD KREL(FIRAAL+STZ) 13.4 26.8.53.6 g/kg,i#ES:  PI3K Akt p-GSK3B & H % ik Ml p-GSK3B/GSK3B,  [56]
4 J p-PI3K/PI3K  p-Akt/ Akt p-FoxO1/FoxO1 HAE T,
FoxO1 # H K IKFEAL
BEFHIL SD RE(FEIERAEHSTZ)  2.85.0.95 g/kg, 382558 PI3K Akt ,GLUT4 mRNA K3 FH3RIATHE [57]

FEMAS  MKR/NRGEIEFERHSTZ) 12,09 o/kg, 4L 4 J

fR AR A AT ) HepG2 20 (FAHAR)
24 h

50,100, 200 pg/mlL, Kf 5%

PI3K Akt IRS-2,InsR mRNA Fl4 11k, p-PI3K/  [58]
PI3K ,p-Akt/Akt HAH T} ; FoxO1 mRNA FlE 113

KRR

p-PI3K .p-Akt .GLUT2 \GLUT4 & 135 Fl PI3K Akt [59]
mRNA AT, GSK3B8 mRNA ik FAI%

SCHE T LT AR R AN AT FT, & B 25 REE ol A 5
PI3K/ Akt {55, A% 877 2 B O 5452 |
WA B, WA B, SET s T2DM H
AR ZERLRAS BAB IR o Ferb b K iy v 24 B H
PERLSY . W T LIE IS K SRR IR TIRCh
F, AR PI3K/ Akt {5 53 T 7 T2DM $#2 4t T
B B S5 0

W2 REE PI3K/ Akt 15 538 i T # T2DM &
Wi, BTN AESE —E R
FR5AREZ A, 5%, EVLHIEE 7, PI3K/
Akt (G B EEREE N2 RS, B
SRR ARMTR T Y, AR LRI IR 2 0E, BFSR
JRiBR T PI3K/ Akt {5 553 AR B X HAE F ALl F
FETREE R AR, HATUA mRNA 808 12
AT S 5 A SC o T 2RI 0L, AT L3 % 1 T ik
B TR, LR ZE R ADESE PI3K/ Akt {5
S BEAE T2DM RS LS, A T2DM AR
g s i) I ETABL Fog £ S S R QR AT = 7
1, H AT SCHVE FBLRIAT 58 35 DL 34 52 55 Fn 20 it
SR O (i) 7N = DT84 (OF AT ] i 7 IV
E— IR Z ot | RFEA S | T BE R A9 I PRk
55, X 25y L i LB IE, b e PI3K/ Akt
{55 BIG YT T2DM $2 43 I S R £ 4 2 +5. ik
Gh, HERGEETTH, AU HAA SGHE %58

HAEM, HEIREYZRONANIARI . AT B
W 265 24 B 0 S B R HEA T, W] INE VP 22 4
BRI s S kAR 25 220K . 2k
PrRVERIBLE , Bm, TENGRFAL DT, heysTr
BT BN SR, AT AN R 2 ] 4 A BLAE
WA, RXT 5P R, RO R AT IF
il PRI I8 5 EERA B 25 B -G PR3 1 2
g R 25 R LRI 25 LA Y
VYR, Wm0, AT e R O
G IR AE . ARTE B BIFTE BRI RS RIHT 5 K
LOFTER R B 583, 2y s H 2 s Al |
ZH R R OC ., AR 13RI
A SRR AT, S T2DM /YRR $R
AT ST T 1] S S BRI
SE K.
(1] RS SRR S . P EBER BB IR R (2024
W) [J]. R AeE, 2025, 17(1) : 16-139.
[2] Duncan B B, Magliano D J, Boyko E J. IDF diabetes atlas 11th
edition 2025; global prevalence and projections for 2050[ J].
Nephrol Dial Transplant, 2025, 41(1); 7-9.
[3] ColeJ B, Florez J C. Genetics of diabetes mellitus and diabetes
complications[ J]. Nat Rev Nephrol, 2020, 16(7) ; 377-390.
[4] YuM G, Gordin D, Fu J, et al. Protective factors and the
pathogenesis of complications in diabetes[J]. Endocr Rev,
2024, 45(2) ; 227-252.
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