%43 % H10M 2 S
2025410 A

b E W ¥ 7
CHINESE ARCHIVES OF TRADITIONAL CHINESE MEDICINE

Vol. 43 No. 10
Oct. 2025

DOI:10. 13193/j. issn. 1673-7717.2025. 10. 030

PBK/AKT {5 S @ B IFAEEmILE X RAETARER

AT RmE, FR
(L ALFPEEZRE, I VEIH 110847 ;2. 32 5 B 252 R 55 — BB, AL°F DL IR 110034)

HWE % R o LR N —F A am, R R RELLA - SR, BaTREE R TRLABEEE
H SRR, B, RFHET FROEHELT, BFR, FPEHEEALT SRS SHE SRRV ERRRE
WNERPAEE G T PR A T, BERSBEALEL 3 — B/ % G 5B B (phosphatidylinositol 3 — kinase/protein kinase B,
PBK/AKT) 4 )" 2 AT ARKRNA ZIB s sHAT M A K 388 o A F rmas| 26, FHA R
4 25 577 Bk R il it A 4% PIBK/AKT 43 5@ B A 4 X AN E B AT VR LR miek % 54 AT 8
YAEERFAERN R BEERREG B, BF R T BARRR LR, AR T XFHL2DeE LRI
K, A F PBK/AKT 43 53 %, 3k B A7 F [& 2674 97 2w 09 SRATAUH) BF T Am A 4238, VA S0 4 BHAT e AR v B 37 26 BF 3R Ak 47
o B,

KGR %% PBK/AKT; F 25 AF it R

hE 4 £ S R256. 12 XEAREG A X EHS:1673-7717(2025)10-0161-06
Research Progress on Mechanism of PI3K/AKT Signaling Pathway Regulating
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Abstract; Asthma is a highly prevalent disease around the world ,with a low control rate and a certain risk of death. At pres-
ent, there are many adverse reactions of hormonal drugs that improve asthma,so it is imperative to find new treatments. In recent
years , traditional Chinese medicine has become popular in the treatment of asthma due to its advantages of multiple ingredients,
multiple targets, multiple pathways and few side effects. Phosphatidylinositol 3 — kinase/ protein kinase B(PI3K/AKT) ,as a clas-
sical pathway widely existing in organisms,plays an important role in regulating cell growth, proliferation, differentiation and auto-
phagy. The active ingredients of traditional Chinese medicine, traditional Chinese medicine compounds and preparations exert
anti — inflammation , anti — oxidative stress,anti — pyroptosis, regulate the dominant response of immune cells and autophagy, and
reduce the airway remodeling by regulating the PI3K/AKT signaling pathway,so as to improve the course of asthma. In order to
facilitate scholars to fully grasp the research status of this research in recent years,this paper reviewed the latest mechanism re-

search on the treatment of asthma based on the PI3K/AKT signaling pathway, in order to provide new ideas for scientific re-

search, clinical and new drug researches.
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45, R UERR R LT oY AR R — 2 EME . (R it , AT 56 i
APk PI3K/AKT {55 38 B £ XF B2 iy (1 98 42 L1 B b 25 T 7]
PI3K/AKT {5538 i 19 1 05V LAZER , LU A PERG TR T 1Y
RS FIHT 250 & AR (LR FER
1 PIBK/AKT 5 Si@ 8

PI3K &S A B o0 I8, AR 9V 0 R S P 0 e 371 ] R
PERf gy T 0 B, HEr#FE & 2 iAo 1 5
PI3K, FUARE MBI 2 4R S5 TAL I B BAER K . 1A
B PI3K TES5HE 1@ Sl — R A4, oh o119 W7k p85 Al b i
pl10 # a5 32 51 Py S0 U5 M85 , p8S 2 45 5 41 M A |,
PIK G (LIRS EAS AR BELAE - 4,5 - @A B s% 1k
BENRMENLAE - 3,4,5 — =@M [ phosphatidylinositol (3,4,5) -
trisphosphate , PIP3 ] , 3y PIP3 $ikxtdaaqvi i, 5 B A PH 4544
B U A AKT &5 G 4 3L 43 591 46 95 2 BR % & ( Thi308 ) 1
2 W IRIRIE (SerdT3) Y LERRRRAL TR o AKT 2 — i JEfi
FE ) B R TR 2 R NI E S T, EE SRS
Yvg % 5w L EE - ( mammalian target of rapamycin, mTOR) tel
W R A i 3 (glycogen synthase kinase —3,GSK —3) | X3k 4%
FH T B 5a K G5 e AL R T
A [ W S R, TR LR R R JRE | B SR R TR SR L B
PR NI ZREA T I e 5
2 PIBK/AKT {5 S @ EREM G R HIIERA
2.1 AR KR AEfE B

ATE AT A i () S TR R . W A LE I, B TR PR
41iif1 ( eosinophil ,EOS) | H bz 4H I | bk ) 20 i 45 4 i 20 g 1] <0
TESEAR T FEREZ Fh o M TR 7 LA B 2 e 55 0 Jo R R Rl , Ak i
5| VR PRORR 240 f 3 A DA R st B o b, 175 R RE
FRCSEE o o L EOS 5 3 £ kg R F 18 B TR S
BRIz, PIBK/ AKT {5538 B& 0 0 v 175 0 B0k <03 R A
A FEH EOS (434k (BOE B BRI S A 2l B . B IR R
W, B2 RSB DL EOS A F 1Y PIBK/ AKT {553 [ =5 i 1
A I PI3K W] G 2 BRI T EOS 4R A
M 2 A= K T (vascular endothelial growth factor, VEGF) # i\ 2y
R HERERIR EEN R —, HRAZ AR T -
La(hypoxia inducible factor — 1, HIF — Tov) 8145, X I 5 A2 % AN
0487 380 37 P A 3 AR T, BF R R WA ) PISK/ AKT W] L RHL I
mTOR/HIF — 1o/ VEGF % G 3 g 8 1o 1k 3l S0 0 it
S PIBK/AKT {25 B 763 1 25 55 Toll #6732 iR B 0 J50 2 i
2L P ¥ )5 (substance P, SP) 3 {6 5 #5445 5% 1 «B (nu-
clear factor kappa — B,NF — kB) L & NOD £ 52 (&R S o 285+ 3
FFFE H 3 (NOD - like receptor family pyrin domain containing
3,NLRP3) 4 5iE/MA S 22 S SR UDGE I, A3 A G092 55 200 it £
I 220 S ) 7 A
2.2 PEAE R A AR A

W iy 1) 9 2ot R S AL G2 I I 2 DA G, B I T 40
MLEAS FERE , anf B PE T 400 1/ 8B T 4801 2 (T helper 1
cell/T helper 2 cell, Th1/Th2) LXKz 8 45 P T 9k I 240 it/ Bl 74
T R E 4 17 ( tregulatorylymphocyte/T helper lymphocytel 17,
Treg/Th17) f-FAFZEHL ™7 . Th 4 18 43 Ak 232000 1 40
M4 & (interleukin, IL) —5 IL —4 F1 IL — 13 ZE40 X+, e 3
EOS {381 ; Th17 41 ik B B00G I 43 i TL — 17 g IR 58 I
F — a(tumor necrosis factor — o, TNF — o) ZEAH & [ 7, {2 E
TE JULE S 40 R R A SR R R TE O RTE RO
PELET WEgT R W, PIBK {7 5l B 0T A 3 OF 7 Thl/Th2/

162

Th17 fE R A2 Thl BUZH R F T4 & v (interferon - v,
IFN = y) (5330, F-FA% Th2 A1 Th17 BI40 K (40 1L -4 A1
IL —17) {7k F 2 PI3K/AKT $05) (1LY294002 ) W] 1
R B T A0SR ] 14 3 A SRAT , B0 SV DA K A
JH R A R
2.3 AEE%

A WSS AFAE T IAZ AW v, 2 38 5 40 L PN R A s B 2 450
Y ds R H BTV R T RAEFR WA SRS —Fh 3h &
AR, WP R BL, BT IL - 6 1L - 8 SE R K 17
A AR R 1) S SRR, [RS8 A et e i ™ A 1y a4
i A R MG DR 1 B A RO, o — B S U Y
W i £ 5 R P B AE S E WG WIS R B, g FR 3 SR
A RLET 2 200 R B 200 e G DU 38 S B 2 1 1 MR, LR
FAME L A EOS B /K30, 1 5 ] 1Y294002 Ji5 [ W3z
B . mTOR J& PISK/AKT U 17 f ik ) 1 S804,
AKT 75 4L )5 Hli mTOR &4 1 (mTOR complex 1,mTORC1) ,
mTORC1 #§figfk UNC - 51 #:iF 1 (UNC - 51 - like kinase 1,
ULK1) B9 Ser637 .Ser757 v s LA M H W FE A 13 A9 Ser258 v /5.,
K i ULKL 5 ZF B ARR A AU A RS 259, M |
W/ MATE B, [RIES, mTORC1 iR RBAR #F A A E R T 1A/1B -
$25% 3 ( microtubule — associated proteins 1A/1B light chain 3,
LC3) Z AL, o FLRR Ak S, MG 5 I R B 4% 45 32 B
WAL, AR A -t 2 B G S L R e B R A . WE O R PR
AN T IL - 10 244K IL — 10R 5@ 33 1% PI3K/AKT {55
3 A0 L 1 /0N B 2 D (Ll o A i
PERUL S, A BFIE R I, SIE b B At b 3 W A i 2k S 30T R
T RE B 25 B0 AL O e SO, 3B b B A 2R i ]
WA p62 a2 AR T- e 40 I TR0 i Py 35 855 45 2 7 T 5%
Wi T A AR —F VA VE R, A BF 9 2 B, mTORCL 1 mTORC2 7
H S5 PR S (reactive oxygen species, ROS) M35 H fill il B W,
HAERS ROS R85 H , mTORC2 AT {40 [ kgt

B, A X i o ) B W SN R T R IR AR R
SEVE T R AT TS IA R S, 18 WA R 3 22 75 T AL A 32 1
R, FEAAL G B i S RE 58 R, 38 ] 8 5 e KB £
Al S 4 WA KTV LA T A% S -
2 PIBK/AKT/mTOR {553 #% 17 B Wik i) ELAAAIL ) 7 R Xof
N EL N e oy 1 ORNY ;38
2.4 HEREBEAMNHK

ELAIESE , 40P I S0 SR 435 2 M L PR 1) 8 P i 14
BN R, YA R TR s R e s
MR ) I, B8 40 RS i R 1 ROS, 3 £ 75 N i M B S Ak
FINAS R VAP A A A5 455 , 100 R i 42 48 1k TR 045 & RUE
98, WE AL IR 5 PI3K % ¢ R, A BF S R,
PI3K/AKT {553 % AT #F T i NF - kB fi% 335, B ik ROS
DAR PSR R T s TR, ROS Ry LU 15 5 P4 PIBK/
AKT/NF - kB {55} , @ il & PIBK, R T iE(E 55 9K
15 [ R FR 1 — 5K 77 28 19 ( phosphatase and tensin homolog,
PTEN) , AT 845 AKT 35 4k , R 5 il 348 4 i 2 o), REN Y
25000 fi ] LY294002 )14 PI3K/AKT Ji5 , 7T A %025 fi ROS 5|k
WGBTS 5 . A IR, PI3K/ AKT {55 3 i ]
S0 TP AZ R E2 4626 K7 2 (nuclear factor E2 — related
factor 2, Nif2 ) 5 Kelch — ¥ ECH #H X & 19 1 ( Kelch - like
ECH - associated protein — 1 ,Keapl ) 55 , 55 E 4 A% H LR
FwEER AL , 4k 1 5 M 21 Z N4 B 1 ( heme oxygenase 1,HO - 1)
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Ja g X3 ARE 25 53R 0E LA/ HO -1 1S, A
i AR B AR R s T
2.5 5558 EH

SIE I i AT B AT 2 B E R A R B A
B FTE | ki) —F GBS S, EER IR IS T 2F
Al AN SR IE O B -1 LAY (airway smooth muscle
cell, ASMC) 35 A= LA B ARHR 28 Ak A= 55, 7T -5 3000 2 B AS A 3t
PG . o - FIBNINLEE 1 (« - smooth muscle actin, o —
SMA) T B J5 76 1 ( collagen 1,COL — 1) Fl | J — i) 3¢ i
1k ( epithelial — mesenchymal transition, EMT) /2 8 ¥ ¥ 1 n 5
Yo SEE IR A — R I e AR KRR LR
EMT B, b R 20 M52 4 05 A T T 2, 4 i 1] 2 2 b
MR ST R S, R R BIR . PRI, o -
SMA .COL - T %4k &K I F B (transforming growth factor,
TGF - B) 5 WM AL I PI3K, AKT 32 1 35— 50 3 HLBHLIK
PI3K/AKT 5530 4% AT i 25020 b At 308 Fr) 4% 200 ., 31 i) A 32
SE R AR R EMT, R o — SMA (COL - [ 472K
H -1 #3ik, LR E - 8588 1 DL PTEN Rik, B AUE %
EMT 3k e i ag' ) . ASMC (1 5 345 < B T 0
MBS A, WANG X J 2 BF ¢ % BHL, PIBK/AKT/mTOR i
B8 T A LT 2 A B T Ak ASMIC B S T, (R A 5 4 i O
T2, X AT AR AKT HI MR A B 5 AL , = 22k 1A oy JE A 2
H D1 AT DNA Sl nsA 56, B HE I AERE & AR A
MIAE R A, TR = 5 85 SAC (mucin SAC, MUCSAC) | 7]
BT BIEBRIIAR TR, A5 T8 T AR R B, 33Xt 2 W
oUW FE R, MR, Tl PIBK/AKT/NF - kB §% 0]
ATRAM T MUCSAC ({93235 | Ak, PIBK/AKT i A i 3o i 55
BIEBREEN Bl HIF - la, VEGF KK E MBI
SR, B AR
3 rhZ5iEEE PISK/AKT {5 S B B i G
3.1 wHH R
3.1.1 H 2B KRR Y AL PRI —Fh A
B AT A, A PR I PUREE BUE SR E 2R
HIER . PRI, HE R T RN T R U, I 4
p — PI3K p — AKT LI F 37 =048 il Y0 38 1 W& ( bronchoalveolar lav-
age fluid, BALF) #1 NLRP3 |IL - 18 IL — 10 5 1 1 21 0 50k
b F A A T SRR $RR T 2 AT A R Al
SEIF IS S AR
3.1.2 RJHeR B JRIR SRS B e R
R B I B ERZE AL 5 1, BIFGE R B, R IR S BT T DA
Ry N TR A Y el i S Al D O R |
HLEE , BEAIR BALF LU I3 o 5% SRAHN ROS JKF- 42 &
AN B AL (superoxide dismutase, SOD ) 7K~ , If: &AMt £ 21
Hip — AKT/AKT Al PIBK [y ik i) SR e R 4 8 2L A
B SIE R AT I IR AT, HALH 5 PI3K/AKT {5538 #%
BIRGECE=R AR AR
3.1.3 AT S HIRT 2R HOR TR S £
PR 2 — WP R, G R T 205 T UG , R RN BT
58 P ) BRI, B /DN BRSO e R M sl 5 [T
fifiZgHZH Col 1. 3E i 4 )8 T H B — 9 ( matrix metalloprotein — 9,
MMP —9) g mRNA % 3k 7k 19 i % 45, 55 p - PBK . p -
AKT p - mTOR \« — SMA 7K A8 fb—3, . 48R Tk 2 b
BAZMAGEES BSOS Re i 1E M, 5 H A PI3K/AKT/
mTOR 3 P 30E M < IE T8 AR DGR F R R A 2

FHAE

3.1.4 BRITHME BATAREAETRPHFER G, BE
B U HIV PR LA B A g (9 25 BEVE . P 9K 22 8, Bk
HIEAZE T2 Nrf2/HO — 1 25 4 4235, # il PI3K/AKT 3l % A1
FHEHEIE, ML ROS RAEFF(IL -18.IL -6 IL -8 [TNF -
o) it R IE E AR A ) VEGF .o — SMA i1 MMP -9
Fk BORRRETE R M2 PGB IR S Nef2/HO -
1/ROS/PI3K/ AKT 2145 e o

3.1.5 s F& (rpAeA ) dht B R AR TR A BUE
7, NHAF 82 s R B RIF P E L bR e 4t
EZPEH . IR, &MNE 5 T UG , Sty 1 e
Mg R ARHURIE G 3 ZAASRL/NR Y p — PIBK L)% p - AKT 45
AR TR, W EAEBE R Y 2K 52 5 i s BALF 1 IL -6,
IL - 17A IFN -~y F1 TNF — o S8R T840, WA, <4 F 0
JULE JEE BRBR 200 358 1 D T B R R T R B 34 BT s 5 b
— L URAER T4 TGF - B1 J8 i 1 & /N BRVSHE b4
i, % LA EMT 75— & B bRl k™) s s 45 5 32 0 1A
JER BAPLR IS IE B EH , e PI3K/AKT i #%
A AR

3.1.6 LWEF INERRENESRE EOZEFLEE LS
S TSR T LA LL 2224370 T Tz /N B
FAEASNZ: LPS il 3 1) B b 20 i, A& B8 PI3K ,AKT NF - B,
p65 AT IxB Wi L3452 2|l , INF - o IL -6 | IL - 1B %%
RME T GIESE 1 32 2 AT A i I 5 PI3K/AKT/NF -
KB 3 [ U A P i ) S T

3.1.7 KEREFE AKBEREZAETEEIE HIT L5
i I RAR IR G, BA DR i SUA S L
FIRAE . BF9E R, S0 (20 mg/kg) AR ELR AT i E [
fkmEmE /NG BALF o IL -4 IL -5 D % IL - 13 28 48 R F 7K
S S €31 L ) PO DA o 8 W = =W 1 g L
filiZd 247 PI3K p85 .p — AKT Fl p - mTOR ZE [ /K, il &
FRAEWI K LC3 BE k" E B 0 e K R B T i 5 9
2 PI3K/AKT/mTOR {5 53 % >fe 100 i 122 Wty v 2ok 8 355 BR 1) B e
G RN RN, A AR B

3.1.8 HEFE WEFREES TR 2 B A AR B 2 0
oy, BATIR PUARBT AN M E i e . IS R B,
KERTHREEM ] PIBK/AKT {55 3@ B& Jor /- 3 1) Th1/Th2/
Th17 21 K 74 Ak , £ 45 B AR Th2 40 g+ (IL -4 IL -5,
IL - 13) 1 Th17 40 A F (IL - 17A,IL — 6) 4334, 340 Thl 41
LR 7 IFN — ~y; Jf B8 3 {2 #F PTEN 0 p27kipl (1) 2 3% $1 il
AKT GSK - 3B K Hmi Rtk 3k /K T, B0 2 /)N BRVSCGH 181
TR

3.1.9 FuARed FkiBETESEEFERLED,
EP Il e i) FEE S, A PR PR S AE
ZFPEEVE . A WFIY Kk BT A 2L MR [ V9 2R 1 LA R %
SRR [ PI3K AKT [k 8, 5 2500 il 22 ity /DN Bl T 18 L
A DL R A I g Y

3.2 HHE I RH A

3.2.1 a&A@mMyP Ly “WEIDS,NARE, BEXRIM
PEAERIN A PE R 55 TR R B g R I EE B Y
S A€ L W £ KA AT B X RV X
PR 1077 Lh e e a2 A, B EER T B R KO 2
SRR A 1 XU IR B, 25 SR AP T RE AR S
S HWEEE LC3B  Beclinl L4 & BALF 1 IL - 33 1L - 25 4
ZR R TR 9800 3RS T R A AEOER ER T A AR
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Bk i LC3 iz Rk AR LC3 11/ 1 {8, A BT 42 /&
PI3K AKT F1 mTOR Z& [ (R LK, 3278 1% 5 Al 38 1 o %
PI3K/AKT/mTOR {55 %% 5, #lil <& b K 4 B e, DT 42
R Pty <3 RAE o

3.2.2 R B PP, B AR, RN B K
TEZAE R, BB MRS | &, B BT AE , B Adk
P, IMAFI Aok 52 PRSI H KBRS , 838 AL , 127 W o 4iE
Mo XTI R S IR B 1) A VA T R S B TR TS R, e
J5 BRAT Wi i (A7 RS VA LR T VBB R ) TR YT %€
B R AR BT AR MRS RSk B, RN T 3 R e
R LC3B LA & IL -5 IL - 6 . IL — 10 25 &% N 1 32367k
S U A W IMAR A B, 30 AGE S AREE A R A 1R AR
5 PIBK/AKT/mTOR {52 A 5

3.2.3 BEMEEERE “HNEEEZSINEERZ
T MR T8 =2 58, MR IRV 2 122 i 2% 1 1) S L R 22—, Ak
TGtk TR A, B E R R R B, 15 beal
AL R T IR KT T 03 7 I I PR 22 6 b 0o (458
HE ARG Ty ) HRE Wi ¥ I A R, A0 T 8 A R T R Ok, 4 T
R A S ER 208 H AL, B HRE I,
PR TR . WEoE W, &by T UG , WERG /N B BALF H
EOS %5 4 AE 40 M /D, S T8 BE G IS DL R I 8 55 A6 A BT ks,
SR, g4l AKT HIF - la.a - SMA T £XHE T
R, 427N 6 o] B ) R 45 PISK/AKT {553 i, 41 il HoAZ 3217
35 I B /N B S TE

3.2.4 TR CWRZASTE, HIEZ G T,
JENE R s e BT e T B AE S AR B B R 2
Ve S Sy, Bl S IR, SR SR, e R %
EAEATRIAR S SEAE" I g JTF 25 5 i, T il % 02 e i 4z
VR EEZEIRAT , I LAl [F] 36 S22 IF il H 02 i 3 UKL, % 22 47
I PR YT 30w 38, 7 ol (A €38 ) DU 336 5L /N SE 0 1 1L 3R
R T B AT B E AT S S R R T
KRRE AT S H B, WFIT R, I T IR T D AR R I
ULl PI3K/AKT {553 B AH & 82 [ PI3K (AKT [ Rk &,
] IL -4 IL -5 IL — 13mRNA 3k, [/t BALF AT 48 0

IR 78 b, D AR I 2 29 9 0 S By, IR T RS MBI T 2
fEJ]fIlw -62] R

3.2.5 BB ORI, MR R AT,
JI9 338 A0 AR, IS B U K R AT il o 2 DU R VR A AR AN
W5 , 4 [ 45 4 TP 2 9 b 25007 3 T T I A 1 T A L [ 9
HARST 1 38 RS AL 3% I IRIR T 2B 3. BWFR#
Wiz E e e v (H R 2 2 NEE B LR
TS AR REM A LA AR ST BR R ) BB AR 4D
W22 ey K R4 40 . BALF DA B i o IL — 17 \IL - 23 353k, %
R4 p - PBK/PI3K .p — AKT/AKT NF — B p — p65/NF —
kB p65  MUCSAC & H 35 &, o3 A8 RAE K 3 & o
W TTRES IL - 23/Th17 RAEMINE T PI3K/AKT/NF - «B

fF5mBkAa X,

Al 38 3 R 4% PI3K/ AKT {5538 i ol 38 W i 1) Th 245 55
Bl FZ 1,
4 itig

B GRAE I8 oy S Al T 9 25 22 R AL AN R
W, AR W XA . A KRBT SEIEN] PIBK/AKT 2
AT i ) T AR AR, 120 % T e R 4 AT AR R I R A
TR AN AN M S 2 CEMT 20 I 0 TE
S5 2707 MG B RAE , BT s> S E IR SOk . P2y
HAMRE 2 ORI Z e, g PBK/AKT {5538
AT R A A o) I B BT RG S (ELE AAR AT I ) I
WAFAE— SR B DPLRIBT AR AR FR o i HA 2R Ry
BRI I R R 2 2 R R R AE LR, TR LG ORI ST Hhe] DL
JENZYERE 220 i 1 A, K BAT RO AR LA — T,
SRWPTEI RGN . @R AL ISR o 12 W 7E 2% B B
INEEAS ) g PR B, W] 455 B PR 2 o e s 2o AR 2 45
BRACAAS I T B, A R 1) T BB B, I 8 70 R 25 Y
HAAE . O m s R k. B i2YT I ok E AL
= DRI, M B e 3 Lk B AR P 22 S5 O = AS [R] RO RE AR
R VF 2T B EL R AT SR e i g
(ELTE S 30 58 AP 5 A F I A% B, B 5k =2 4 — HO PR A A
AFITFHE . @iz REUE. H RSN S S5

1 R T BRI PBK - AKT {55 18 B R R i L

25 UL, ) B Li fER®R TR ik
M IEWY GEEFE 2 HAE BN R SD KRl BALF HIL-6.IL-1B TGF - B TNF -« fili4l PI3K/AKT L FE N [63]
23 41 MDA PI3k p110 g F AKT | ,SOD 1
HEEMmAR W K TR T IR [ BALB/c  BALF #1IFN -y 1 ,BALF #1IL -4 (i35 % IgE  PI3K/ 4)1F Thi/Th2 s [64]
R BT AERmEAR INER | ,a = SMA.p - PBBK/PI3K, p - AKT/AKT . AKT/mTOR i A E N
p - mTOR/mTOR A |
FOBUEWOTR. SR KDL SR 4 BALB/c I IFN -y 1, 1L -4 PI3K mRNA  AKT mR- PI3K/AKT 4 IF Thl/Th2 4 % [65]
B EEEAAE AR BALES N NAp - AKT p - PI3K | g
HBRF M M (s
HIEG BRE A A R 048 BALB/c  LC3T/LC31 1 ,PI3K.p-AKT flp-mTOR | PIB3K/ PRI S A B, [66]
N AKT/mTOR WA E
HiTiE 4% I AT BRE L5 HE .5 BALB/c  BALFIL-4 IL-5IL-6.IL-9.IL-13 | il PI3K/AKT/ Bk [67]
Iz Al e N W IgE | ,PI3K AKT \NF - kB p65 @Rk | NF - kB
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