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HE . el Rahm (AML) 2 —FHEIZE£ 6y ik BEME, HHEEEINA RRKGHZ G0
Feomietkik i, MARRMNG, HROAFFINRAFZH ARG PR LR, AML 09 5% Z TG 5T Lk 69 57
RBHRN, BBRITHBITAMLE T LA E . LRLR, MIKRE ., TSR E R, EFRELF
BoS L fi ke F ey By, BEASBEAULEE 3 M/ & G B B (PI3K/Ake) /rH5LEh M & e B & ¥ b 2 HRE %P &
HBR—F, RYBRBTZLARIE REHARITAML, HF, PEHZFALLA S ER, S b
&R B R FHA, ERBET ARKES T, AETZHER, 2HEFR)2LELINT, B, #5k
MR T PI3K/Akt4z2 5835 AML &9 % &, 122h 50 LI 25 ik Fe P 25 5 7 Re A5 PIBK/Ake 42 5 i@ 8%, #ph)
BB mpesg sl A BERMFIH A, HmFw AML AR L,

KR . MM ARG R FRISELILEL 3B/ K OMEED ; LS E BT ie s 25 5T
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Research progress on PI3K/Akt signaling pathway regulation in
acute myeloid leukemia and traditional Chinese medicine
treatment*

Zhou Yun-long', Lin Zhi-min', Yi Xiao-yu', Zeng Ying-jian’
(1.Jiangxi University of Traditional Chinese Medicine, Nanchang, Jiangxi 330004, China; 2.Department of
Hematology, Affiliated Hospital of Jiangxi University of Traditional Chinese Medicine,
Nanchang, Jiangxi 330006, China)

Abstract: AAcute myeloid leukemia (AML) is a highly aggressive hematologic malignancy characterized by
rapid proliferation of immature myeloid leukemia cells. With the rapid development of modern methods such as gene
sequencing and proteomics, the molecular mechanism of the pathogenesis and prognosis of AML has gradually
deepened, but it has not broken the current situation of high recurrence rate, immune escape, minimal residue, large
side effects of radiotherapy and chemotherapy, and heavy financial and psychological burden on patients' families.
Phosphatidylinositol-3 kinase (PI3K)/protein kinase B (Akt)/mammalian target of rapamycin (mTOR) is the most
classic oncogenic pathway, and many studies have developed many drugs to deal with AML through this pathway. In

recent years, traditional Chinese medicine has been widely concerned and recognized because of its multi-level,
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multi-target, and low adverse reaction advantages, and has played an important role in the field of cancer treatment.
Therefore, this study reviewed the relationship between PI3K/Akt signaling pathway and AML, and found that TCM

monomers and TCM compounds can mediate PI3K/Akt signaling pathway, inhibit tumor cell proliferation,

migration, invasion and angiogenesis, and then affect the pathological development of AML.

Keywords:

acute myeloid leukemia; phosphoinositide 3-kinase/protein kinase B; mammalian target of

rapamycin; signaling pathways; molecular mechanisms; research progress

ZVEBER LS (acute myeloid leukemia, AML )
JE — P A 2% 11 R B S M OOV AR G R . L
SO = g L G A S g R 3 o A Bl 11
MR . WATHR R, AML 2 % A 78 1 5 i i
M AR R, SRR R R . e K
ANREIN 22467 45, IR IRIT RORHEEY . HET AMLIRYT
J5 AFAE SR S PR A BRI I T 20 A R
RI7 5 2 k3 BT, BT e 20 i i R b
F W, TR A SR AMLIGYT T
B WAL hE

R S e N AW R = SR AW 25 3 N )
P & J& , AML 9 23 1 L 2 s i . AML f8 3
18 91 J AR R B B T 0 1 AR W 2E R . g
Wy B mfe TILFEW B E B RAE, U
FMS Ff i 20 /R 3% i 3 (FMS-like tyrosine kinase 3,
FLT3) . B 1, 2R 2 BRI . CCAAT 3
5T 25 A o MTPS3 FE R R 4F . FLT3 0] 5% i
155 B4 S B LB 3 9t /2K 11 3 B (phosphoinositide
3—kinase/protein kinase B, PI3K/Akt) {55 pg, 3t5
PI3K/Akt {5 538 B% K 51697 AML 25 52 151, B 5%
WESE, PI3K/AK 5538 0l 2 5 Mg s 25, 4 ik b
R Y (K= T RA EN - E ) L i o I LR
0 MR TR A W, A AML B & A R R R G
FER, SEAEk, e 25 54 8 3 I BRI IR TR X h
B 2 RE AR 3, 8 B R A R Oy T R 4
MEGEAGZZWR . &6, K. 2.
TR A A, BFIRAESE, v B 2] LLE
PI3K/AKt {5 538 B, TEMRE KA . ke ol B
F L B2 8508 o0 F v 25 52 5 A8 R 9 v 9 A i
T (R HE IR A A R e s 2 2 A A A
DAL, R IEPTAMLAE ™. A [ A 56 Sk
AL, R BE 25 58 5 PISK/AK 15 53 4 47 AML i) #F
FEA, ARHI ARG R BT AR BRI 499 1) AH C SCRk
R, AS £33 58 i M PI3K/Akt {5 53 % . PI3K/Akt
B 9B 5 AML A IC R, DL 5 253 4% PI3K/Akt

{55 1 BGTT AML LA D7 gt 47 S 450 i, i 2
o Je BRI 5T AML 53 1 ML K36 T 8 18] S 43
GRS

1 PISK/Akt {5 518 BR LA

PI3K/Akt {5538 i F A BLLOK, B A E 3E T
TR E IR RY, PIBK FKE W 5L 22 A R/ 75 &
TR T S U R AR, AR LS5 AL R AR R Wy
PER[r A 328 (PI3BK T . PI3KIT . PI3KIN) . Hrp
PBK I Sl A5, w0k TAZH 1 BAE, ¥
Fh1 20 2 10 A2 AR ST o Akt —Ff Ser/Thr 34, X
PREE G B, IR U B N R AR o Wi FL3h
YA M AT 3 ARG PR IR AT Ak, 43000 Aktl |
Akt2 Fl Akt3 . 3X 3 FOI 7 4045 14 N i PH 25 14
B 1SS A The308 W R A AL A8 T X o, DA
B AT Serd73 BERR LA AU C X430 . PI3K
5T RS A, Ak A TR
M7 B A0 AN, Ak 8 A 5 L AF B B IR UL
3, 4, 5-=BEMR S R B, A PBKA S
(015 530 O A Bl B SRR b B TR UL A
PR AN FLEh ) B M0 A R A (mammalian target
of rapamycin, mTOR ) A 2(mTORC2) 7F Thr308
7 K3 Serd73 i JUJE S5 2 KRR AL, BF Akt 58 42 i
W o B IR BERR Ak 1 Akt 7] i — 20 0E T iF 2
o, BR U S 2 7 mTOR B 4 (K1
(mTORC1) , o 117 i 4% 240 Mg 0 5 3 2, 40 40 i 14
g AR, AW BB RANT . RATUTRE R,
mTORC2 /4 PI3K/Akt 5 S il B i) FE 2 5%, H
T A I L AR 1) 3R BB AE B & 1 (SAPK
interacting proteinl, SIN1) /22 24 5 i {b 8 (1 ¥ 1§
(mitogen—activated protein kinase, MAPK) i 3% ik W
PRk IR A L R G 5 . R AR 280, R S
HoAth 22 M BOR A 5 B AR, B oy i AR AR 1/
B H . BB Hippo . 1 28 W54 57 551 5k 1
[ 52 11 A MAPK 2545 S i o PRI, SINT AR ELAE
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FHE, AT PI3K/Akt {558 %55 H Al B0 8 % 52
B, JFAEBE G mTOR #50) AY MRG0, A
H A7 34 R & PR S mTORC2 34k 7 . e ANA IF S
KB, PI3K/Akt {55 5 38 % 15 25 ML i Jg 3 [ MAPK B¢
A 0 g M bR AT R B B AR -2 (B—cell
lymphoma-2, Bel-2) FMIRAR1EAY, EEE
YA TS A R L R e e E R, O
MR ESUEE A AR IR, PI3Ki 5 MEKi
P RV P R 2 ) A S0 A A o R - 2 il
A, XA AR A HE ) PISK A MAPK 3 #4T AML
PAETFREY S, A HEERR, BA 1 PI3K/
Akt {55 % 55 MAPK {5 5 %, 7T 875 20 85 1 H3
55 27 {5 4 2R — H LRl RN 2 R AR Y K,
R )R e s TR DLXS iR oG A ik, AT
A RO Gz BE AR SR 2R A A ) AML 1Y F b
PERR,

2 PI3K/Akt{5 S8 I 7E AML HRY1E

2.1 HENEREIGTE
AML f5z 8. 35 e AF 0t 2 32 11 20 A 5 o 3 4 AN
Ak, IR RAENN . BAERESS 0 H e R A BT
R, 2R i TR A O g FE TR (gioma—associated
oncogene homolog, GLI1 ) MRS REBREGS
W EEEN, EESE AR AML B H 5
PR R GLIL i 3238 7T 5 0% PI3K/AkL {55
T, RS R AL Ak T 45O LA R L -3,
R B RO T O 4/6 B L R aE, R E AML
2N JE A, ol AML 4 K i
2.2 EAERME LR B

g NS VRO NS D EDAT = S AT N
B TR — A E LS . B TP SRR,
0 B WS I R YA YT AML B SCT) 61, 78 b &
1 AR A AR P JE AR R PIBK/AK {5 B
AR 20 L R T AR B, AL TR I W A
FERI, Akt FUFHE £ mTOR A] #6] F WEAZ 0 )5 3
BB A Une—51 FEIIBG S G, J2 TR 42 40 i 3w i 5C
HERE RO AN SCHERHIE , PISK/Ak 5 53 % 1Y
WIRETE , 1T LATE AL Akt T UEHAR Beclin 1, 18 H
S R ik g R R 6w NS B Ake A 3 1Y
Beclin 1 2 1k 7T L3 5% Akt 5 14-3-3 JE B 2 14
i) 22 285 LR AH AR T, 3] Ak e de, ATy A

g, A UL Akt 1 AT 5 AE mTOR 388 48 490 i 40 it 17
KA, R AML A K.
2.3 EEMEARAT

20 R T A2 e DR A s R Ak T R G B
AR, EHLRCR B IE & & MR S Y & 2
BUH, 75 = Al 08 T T X AML B ) H R,
PI3K/Akt {5 5 18 % 5 4 0% 5, nlaE i 8 G1/S-
R R D i1 o L e B B N
P8 T8 B RE AN R Y 1. Bel-2 55 R AH
LR, [FEHE N Bel-2 8 (4 1) 3235 08 S HR 4 i
FE06 , I 38 i 8% B2 1L T U mTOR 2 1F i 95 40 g 2
K, AT AR #E AML 9 A= KM S5 A F ST A
RNA 454 5% 1139 (RNA binding motif protein 39,
RBM39) J&—Fhi 5t S B A% 2, Wl 2
VEZ 8 I i SR Y, B M DNA 25 &
1 F CULA AH 7 15 /& CUL4/DDB1 E3 12 3%
e RS P AR 1, TR PERE % RBM39, CULA AH
K F 157 AML B & s K- 3Rik, /il RBM39
AML 21 il % m] 30 PI3K/Ake 5 53 %, 400 4 e g 4
LR mE , IR R A T
2.4 AEMEMARET

AML & —Ff bl EL A= 28 7 0 1 80% v e g T
25, Bk R E e R EAR S o A N R
K F (vascular endothelial growth factor, VEGF) iz
KHEAE R, VEGF &2 5 g il 8 B B M R 2
. BEHZ N AML 20 M A7 6 P2 L B R IL 3. A ek
PR, W% R Ik ML 5% A% B 1 580 1Y I B Sec14 25 i T
SEA 3 RBE 2 BOTE PIBK/AK {5 Sl %, A 1 14
BRI Az R 2 Rk, 5 5B MR G AR A
M A A, AR R b A1 20 A5 A RN,
M FAH KPR 6 (sperm associated antigen 6, SPAG6)
TE AML f8 35 SPAG PR b ik 63650 1R P 52 5541
ST SPAG6 IR 2= 1k 0T 00 i i 988 4 Ak i) 2 5 A BEL DBy
IR A0 AT RS , IR, BEAh, SPAG6 1]
HWEREA DM EAEH, #E PBK/AK(F 538 %,
P TR A A KR FZEEBENREKT, X
Fr AML 41 M AT RS A7, 2 3 AMLOEYETE A7 .
2.5 BT BhiEE 4 pa X 16

Jir g ) & A L R TR Sz T Je 44 B P AR I 4 A
(1) FF o MR AT AVE S AML (9 W 78 15 B 59 3R
ST R A, AR R 2 U 25 ) & 4 AR AL
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il T T SRR, AR 2 A Y 3 R X IR T
AML BA R E X o #F5ERY], X PI3K/Akt/mTOR
00390 GO I L 20 B AR B . 2 BR IR AN A AR
IR T AEAE 225, MiAEA: DU TR A i 5
S mTOR B T A T A &, k4, TSENG
SRR f 22 2R BRI AR, T IR OR B PIBKY
mTOR 1 #] %) Omipalisib (GSK2126458) 1E J1] AML
J&i, JE ] AL 20 B O B IR A . BT A 22 R S
F PR/ Z BRI . I S A A W) e A R 4%
LA W S ) 23 B H KA, I X S R 1
FA I H RRAR S AE SC Y JLAS L, 1T AML 48 ffd EE GE
"3 L2 R T AR R A R A

3 HEX AMLEIAMR RIS &%

=X AML EJTAR
hE G EER IR “AML” X —HiPI 4Rk, KR
H G Rgs . Wl . $al . & AR BE L2 il
e A Z D)5 PG RAER i 2R B, % AML A
S CRESET AT CAME” R “URRT SEE
WERS R o7 B GERTREIE) .
“KEEIFH, B9, A, EfRdR”. hEEG
ZIN R HIE AL B, ERA . RIBSR DA
PR . RO ALY O S A 2 UE, T
fod, KRB, BLJ5M, ZrpferpEgaEss
MBI =L RTRR, —AKN “QHEE".
EZINRHAE AML K4 KRG R, IER
MR B KT, RSN RE L., AR
WIES 7, MEEXEEAE., KE5E. N
YT e A= e 111 S S R S I 19 R
B 7 M PN R A I 45 B k9 AR, AR
K
3.2 HEMSMERBNR NZITER
SCHKHE , PR 2GR 7 AML AR A R R 1E
FAPZES CEFELMEMR MR (AR R4k
MM mpE) ) hEES G2 LRI (2017
AERR) ), 4 AML G R AR IE R RS IE
PR FE5E . AR IE A R 5 R IE 5 RUERY .
BIT BT AR . AR ANRIR . R
WS h— PBRRAERIR LR E A, gk
GG, AV ERREAR, BhmELSS
IRIT AMLVE7E AL, A AML 22 5 7 K BLIR AR 12

3.1

MZJE KRB Z A KT, M4a i, ;
B, R B H A, AR R, AR I,
MECM AR, —IRES, # & K B
M A5 T e AR R B 2% A B B 2R A LA AT
IRe iz oy 4300 AT RTHL . AT, AT R Y
L, AP iR R, Wi2E&Z, HHE
Wi o AT RT AL ST W3R T B O R . AR
HUZE, WAPTHIEAE 1507, WAy R0 & by
IERURAE S 1 I RTE N O i N (RN & s
I 58 8 AR T Ol R, 3 A RE R K I A R N B
AR R [ PR R 5K o7 SORF i IR 12 3R AML T £
TREEAD N LIE 5 40 AR IE TR | Bl
BEET N RIEZ BRI AR i 2
P BB Pl AL . AN IR SR, AL PR
ik, 2 MBFFIPA T, i RS Bk A

4 hz4 i PISK/AKt 5 S 1@ #3487 AML

Rz sk

P AR I 7 R — MR A% S8 I HICR e 75 1 rh B2
I R B, A e T B 38 2 40 ] PI3SKY Ak {5 538 [
(TG AL, BEL T 40 00, AT A kL A R F Ao
Srage | R 7oA 0N R S (=9 IR NI 1| NS (1S
Jitl HL-60 40 i 34 78, & ¥ bt AML AR HIPY, 520
AU INRAM RAIES Y Z —, CHE
IRZUGIESE . A SCEkHE , 542 BEXT ITD 28 48 Y
FLT3 (1) AML 41 fifd bk MOLM—-13 E.45 B} 558 i) 184 5 410 1)
KA TR, FHALEHI P68 5T 8 FLT3 5 5 Y
Fik, Ml PI3K/AKe {5 530 B B9 06 PR AT O, £ 1
AL, AR R S AZEE AT ] PI3K/AKt {5538
BTG P, EORE U At A R, SR R i A e A
AT, SO WA EE A M R A . R, NI &
Pt AML /EH o

410 HEE HEENEEE R A
R R B R AR BRSSP E BRI AE
A TV b v B e 4R T RS . HEAE L R
ZRMAE AR ER, & —FhbiEs 1. —
TS IS T N RS E N v ESAR S SOE(IN]
HL-60 2 Jfd 34 5 EL A7 Pr Il 4R, 9 L 3d 2k 98 5 41 i
JFURRE - CF I SIHBBEAH G 1 2. Bel-2 1%
IR, RS e A AR BT, O 1 hn Mk JRg 4 A r oA
T2 TR 52 T H % 2l i) PI3K/Akt 38 #5417 ]

4.1
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HL-60 41 a3 51, A 30T T AML /Y E R o I 3%
K252 I T A% G U B 2 S T R IO — D
RARME T &Y, XA . FURE . M
A5 22 0 iR 20 JE LA S B IR A . A 2R AR
WA R AT ALK HL-60 40 o s2 s b5 i, %4k
AT figsE 1 8 HL-60 40 4 p-PI3K, p-Akt,
mTOR Fll p-mTOR & 1% ik, 1E 2% PI3K/Akt {5 53
PREE S R0 HL-60 20 i 1S 7l , 5 5 40 i 4
T, RIFEPLAMLAER™., WAMNE U B, o
B 2 A0 A W % PI3K 5 5 B A7 B 3 2R Y,
LR BFR R, A R M R ]
PI3K/AKt {55 38 A OC 743 F 90 AML, XA %
FEPH# p-PI3K, p-Akt, mTOR Flp-mTOR & 132
ik, (R HL-60 I T-A1E . B REZ/EM
oA, nSHmEagXENhEREN, B
AE ] 425 PI3K/Akt T~ Ui 20 A J&1 30 DXL, 52 v 48 i )
W, ME R R P R O RS2,
HARIESCAE v 2 AN R A B B Z mslfE A,
il R S 4R 2 A R R B Ak A iR Y
AML LRGN 10 2 2% 0k

412 #EE FPHURMRJE MR IRRHE Y 5 T 3K 8
1475 I AR 4 B B £ 0T 9 SR S B R O —
FI SR A Y. WG ORE TR, AR
PO . 2B R WK R GG SRR,
W R B, s 5 U R AE T 1119 HL-60 46 it
J&, HL-60 40 i i PI3K Al Akt mRNA 3 [K 3 35 [%
ik, [RIET WSS HL-60 20 At S0P -0 4, 4 g
BN, BN SR R nT BB o 0 ] PI3K/Ak 5
S B, R UF HL-60 40 08 T, G E] B AML
VERY ., BRI, T2y A E 2o A R
P 25 AT DL B AIG 98 40 L PI3K . Akt. mTOR f mRNA,
AT 100 46 200 i 3 A AR SOE 40 O T, RS0 AML £
B RS BB ARE AR R, T
il HL-60 40 g J& w410 i PI3K/Akt {5 538 %, 53
HL-60 4f ffd % 4= GO/G1 IR, # il 0B 48, &
FEIRIT AML AR ™, SR s, 7 R
T BEAE AT 4 Bel-2. BCI2 M1 X & (BCL2-
associated X protein, Bax) . BERIEFMF3 (Caspase-3) .
ik 71 F W] J& ¥ (phosphatase and tensin homolog,
PTEN) S5 T SCH ( 3R 36, IF J2& 3 i 3 il
PI3K/Akt 15 5 A5 LASZ P AY , M A2 7F AML 44 fifg

PO T, S AML R, PRSI A 2RI T
g h 5P S —Fh Rk A . EE, )
Z ] A5 PISK/AKe {5 538 5, 4 e 4 i 4 75 2
B TS RIBBIER . WA DT T A B 0
FHISTYE T, ELLAE S Mg an i g k&, kK%
PL AML i 2 /E Y, Gl A B LR Ao R R
FREOCRR . EAHE R L BT TSN .
FFZ 1A 55 2540 G 9 3 n] 38 i PI3K/Akt {5 538
BEAH A ARG A . o SRR . AR R
I AR ZZ B PISK AT Akt mRNA JE K] 26 ik B
MANME I TS, HIR T PE— 25 5050 UF 52 HALH] .
T IEEE . FHSER A w5 BH 8 0 52 AT 3 28 8 £ Bel
F%E . Bax, Caspase—3 ST REARMREL, M
il PI3K/AKt {5 5l 1, (H A FHSE A R T 75
SRR A0 A W T T, RO M BT AML Y &
At RE

413 A ESERRTHEER TSRS,
HAT ZWbi s E- .. M, Joig 2o
BAHMMZ, SSmaENREHE. WM. /&
RHEZ I AMLI) & A . KIEW, TR %Y
ST, ST P HL-60 40 i J5 Bel-2 235K
F . VEGF J Akt BRI, 0] PI3K/Akt {5 538
B, [RIE) PTEN Rk ACF T8, UESE T 3 S04 nl BH
Wi AML A28 . Pl 40fsg s . s anie i,
AML Z . WFoE &80, ek Sk i 24 Uy 1Ak
i/ F HL-60 2 g 5 M B PI3K/AKT | 3 {5 5 3
miR—449a (Y TR Tt , AT ARG 58 . B 40 i
T, 278, IFAETAMMET, N2 J it AML
()2 AR, MR A B P EG S P2 S0 &
B IR Z — . A EESIRNAN L, '
UCHESEPHBR R A BE B & M AML 40 bk, i JLAE
AT N AML 40 bk 5, T A B AIK p-Akt & Bel-2
FIGAE AML AN R i 23k, m20A ST, M
I & 4% H AT AML 94 ™, BiRFRIESS, %5
Bl SRARER . PRERER A 55 B R0 AML 20 A
FARCR . Horhw 208, ST Z PR R A HT AML
YEFISE RT3z, Al BHWT AML A0 — 242 28 Kot 7%
AR, ARLB IR TR AN AR, HAF SR A R T
HHIRSNK- . Rz, FHBER AR5 IR, 1k
AN SO0 B T A B ENE, #8506 . AR E
Ji S 5 0 R 0 — 25 52 AR N L5
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Wi D1 #2537 R 52 5 e DU SO TE (T 8 5 T A o
7w DURORE , T2 RS LR A& P ER S H e
K ZAENRIRCER TR, i DURE . N B 3k
2y (BCMREe @4 - 3:3), BlE#iT Tk
ARSI RN A SE . FE T, bR A0 IR
WS R, 7 DL 85 %37 7] 42 5 AML A8 % PETN
FEHRL, FBEACPIBK ik, M6 AML 40 i 1 5
ARERIT PR E R . IAFE ISR AML B . i
— A R P RSB R B, W DL S A T
Ji KGIA T4 i J5 PTEN & - F-#a#, T PI3K,
Akt. mTOR mRNA £k, FFHsmEhmR L L5 R AT H
055 248 F 0 ) A T, DT REL DRI i 8 4t e 34
BRoaH T AML R . KR,

TR EE AR T (B - | A IR
BN BKIER ), AMERELETEE . P BEL R
22 JE AP BCBAR Y D AC R KA G, S5E81 A
ZHENIRG R, HXDEMEMER G REET Ui,
FET U Ee, HAUTHRRE B sy TR IR, 97
SO S o T AR I S5 Ao 0 K 3 AR P S B S
T PR & H 7 1 W5 AT g 2 R R PIBK, Akt, p-PI3K.,
P-Akt, VEGF 3Rk, Z5H AN SEEmEE R, F+
JBR % 37 30 3 4 PI3K/ A 38 5% B 658 410 7 AMIL 41 ff
W VEGF ik, K ¥ 5 & M0 AML I3 7 AE1E R,
il A A A — 20, SEERBT AMLAE .

USRI MORL (# IR ) BRRHEPEZ
R 25— o e 15 e 1 Y B 3 A% 4t v I B R IE
I, Z5A ZAPIRRICBIAN A5 TiA, MEE30 g,
KE15g, &ME9g, FIARISg, HEIg, HIH15g.
ANZ10g, HEH03 g, HH 10 g4Ik, NG KR
J7Y AML 24, J7rain 35 . 13 BAR 619 o (R 1 50 56
WESE, 2 VR 4 AR R 22 21 35 R AL FIAY 14 i s+ 40
JifLJ5 AT 4 I T 40 L PTEN 2 [N &% 2R 3R GA
A PI3K . Akt. mTOR mRNA K iRk 25 £ ik .
AR PISK/Akt 75530 #OCHERR 7, T3 A i 1
YRGS . ANRE R AT, ARORSE T AMLIY &
AL R BLAL, 207 v PR R R SR L1 X i
o T A ML AR VE L 755 1 s T A R A 4 i
JB G2M I, A HE AR R T, 2P
B UE T AT I RO S 9T BUR

VU 35 R Sy st A R AR AR T, B R

FIAT . S8l B4 mRBEH AL, T LSS R
B, BEFEE, SURERTRWEH, EUA
ATRIFFRIN, Sl 5 F A 28 8 2 0 AR E B Ik 52
X B R R I, e AR, A 2
A, BERLGEIRZ, SRR, v A T R
ZAR, WHRSER, @ RIIZA, 2UMEZ, 50
ATHIEC, FLEERH LD . WA A2
R o AR5 3 A 0 4% 2 B R 2 A R A S G IE S
U 36 A 24 1L 3 T T AML 40 it ) 7] 3 A PI3K
Akt, mTOR (#E H KL, {2 AMLAMER T, &
FEHT AML RN 38 i U3 949 % B R AR 5 BSR TT
BRI, I AML I 2807 I fi.
o EETR, AL . B . A ar T HLE AR
Wk, Wi EE G . THRE W 7 . 5RI0E Ok
U 336 B4 T 3 2o A PI3K/ A {55 308 410 1 98 40
OB AN (1 7 1 O = A TR s 7R I3 R
BRI EE S SRR a s X LA DEH,
85U TR W 7 etk — 20 i AML 40 i VEGF 1Y
Feak, BT A0 A B A i A A AR K, A R
ANEIEIE TR . $ROR ARSI AT i — 2 A R AL
R I Z)RIR . 2 ZITALRYT AML #
BERFFSE J7 1] o

BESTE

AML J&—Fp L B4 1 28 48 B ek RE , 29 50%
1) 60 % LI AML 8 35 75 52 B 58 42 2% filk Ji A AR METR
PER & PE AML, 1 60~80 % & (& KRB
1) 80%~90% , L7 Tt 24 & B0 B & R A R 5
LR WG 2R R R, AML 14§
PUHIBFFE BB, SESE AML I R4 . RIEZ 24
T TE Y SR O B R . L PI3K/AKe 25 B3R
PR RN M R, AR R, .
PR A W RD i R A0 B i A BT A, R BRI AML )
KRR, EPEIHELRRE ST, PAERITE
PER T B 20 IRRIR L . A DL Al A
g, FEPRP AN, A w . ek
SR AN PR PR T BELWT IR 4 2 A 1A 2 T R E
TAREZBRIER . $EIL, AREARTE RS A PI3K/
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