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W OE. USRS (Qingfeixiaoji granules, QFXJ) Xt Lewis filifg /> R A= K 3 4 F Bt P8 4 B 03 1 )
s, A 45 RN CSTBL/6) /N, #57 Lewis fififig /> RUBEAL, B4 I TLZH (model group, Mod) - JA4H (cisplatin
group, DDP) . QFXJ &) #4H. (low dose QFXJ group, QFXJ-L) . QFXJ 7 &4l (middle dose QFXJ group, QFXJ-M).
QFXJ =i5fli4H (high dose QFXJ group, QFXJ-H) , 4 9 X, 5%k 9 H C57BL/6J /MR A% H 4L (control group, Con).
DDP s vEST 0.2 mL % (185 2 mg/kg) , 2d/ik, QFXJ-L. QFXJ-M. QFXJ-H ¥ & 0.4 mLQFXJ GHIEW KN 12,
24, 48 g/kg) , 1 d/IR, HLLL4LZ) 14 d R MIR AL HWEE MM, THEMRZ; AL gtk (hematoxylin-eosin,
HE) M EZIh R4 405 350, BB SIS (enzyme-linked immunosorbent assay, ELISA) % 5 L3 A itRg $K 41 | 1
-o. (tumor necrosis factor-a, TNF-a) . F4fi/rZ-6 (interleukin-6, IL-6) F[4Hu/Z-14 Cinterleukin-18, IL-18) X
i AR GREEEIE (Western blot, WB) &l 5 sl 21 21 rh i REIE AL 3-3 % (phosphatidylinositol 3 kinase, PI3K)
WiWR 1k 2 % B (phosphorylated protein kinase B, p-AKT) . B 4HJfiitkE2J&-2 (B cell lymphocyte tumor 2, Bcl-2) . B
1 bk BB -2 #H 9% X & [ (Bcl-2 associated X protein, Bax )+ ¥t K 4 3 (cysteinyl aspartate specific proteinase-3, Caspase-3)
Rk K R R R B FRIC (TdT-mediated dUTP nick-end labeling, TUNEL) 3% A S 22 i 987 25 2 o 4 it i o8 1 155
Mo GRKI, 5 Mod #Et, QFXJ-M. QFXIJ-H Y5 DDP g B8 # R (P <0.05) ; MRALURMEE R ER, QFXI-L,
QFXJ-M. QFXJ-H 8 41 0 2% i 296 A R R R A, SAZEZM M2 FE R N QFXJ-M. QFXJ-H 5 DDP [fii & TNF-a. IL-6
N IL- 13RI 14 B2 PR (P < 0.05); QFXJ-H 55 DDP JifRi 414+ PI3K.p-AKT. Bcl-2 & [ i% K F41K, Bax. Caspase-3
EAREKTRET & (P<0.05 ; TUNEL %G RER, &4 HMMEA SR BBV AN A R RARENZ . Bl
g6k, QFXJ AT AElid 1% PIBK/AKT {5 B AH G 4, b {2 P T2 11 Bax. Caspase-3 (%35, M2 A Bel-2
ik, MRS A A T, fihl e 2 44
REEE: JEME BB fifE: PIBK/AKT il T
KT R273 CERPR ARG A

Effect of Qingfeixiaoji granules on apoptosis of Lewis lung cancer

mice based on PI3K/AKT pathway
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"Taicang Hospital of Traditional Chinese Medicine Geriatrics Department, Suzhou 215499, China;
2The First Affiliated Hospital of Henan University of Chinese Medicine, Zhengzhou 450099, China

Abstract: To study the inhibition effects of Qingfeixiaoji granules (QFXJ) on Lewis lung cancer mice and the apoptosis of tumor
cells, 45 male C57BL/6] mice were selected to build the Lewis lung cancer mouse model. They were randomly divided into
model group (Mod), cisplatin group (DDP), low dose QFXJ group (QFXJ-L), middle dose QFXJ group (QFXJ-M), and high dose
QFXJ group (QFXJ-H), with nine mice in each group. Other nine C57BL/6J mice were selected as the control group (Con). DDP
was intraperitoneally injected with 0.2 mL cisplatin (according to 2 mg/kg) once every two days, and QFXJ-L, QFXJ-M, and
QFXJ-H groups were intragastrically injected with 0.4 mL QFXJ in sequence (according to 12, 24, and 48 g/kg, respectively)
once a day. After 14 days of continuous administration, the tumor inhibition rate was calculated by stripping the tumor tissues and
collecting blood.Hematoxylin-eosin (HE) staining was used to observe the pathological status of tumor tissues. Enzyme-linked
immunosorbent assay (ELISA) was applied to determine the contents of tumor necrosis factor-a (TNF-a), interleukin-6 (IL-6),
and interleukin-14 (IL-15). The expression levels of phosphatidylinositol 3 kinase (PI3K), phosphorylated protein kinase B
(p-AKT), B cell lymphocyte tumor 2 (Bcl-2), Bel-2 associated X protein (Bax), and cysteinyl aspartate specific proteinase-3
(Caspase-3) in tumor tissues were determined with Western blot (WB). Cell apoptosis in tumor tissues was observed with
TdT-mediated dUTP nick-end labeling (TUNEL) technology. The results showed that the tumor weight of QFXJ-M, QFXJ-H, and
DDP was significantly decreased compared with Mod (P < 0.05). The tumor histopathological results suggested that the density
of tumor cells in QFXJ-L, QFXJ-M, and QFXJ-H decreased to varying degrees, and the density of necrotic cells increased. The
expressions of TNF-q, IL-6, and IL-1/ in the serum of QFXJ-M, QFXJ-H, and DDP were significantly decreased (P < 0.05). The
protein expression levels of PI3K, p-AKT, and Bcl-2 were decreased in tumor tissues of QFXJ-H and DDP, while the expression
levels of Bax and Caspase-3 were significantly increased (P < 0.05). TUNEL fluorescence results showed that the number of
positive cells in each drug administration group was higher than that in the model group. In conclusion, QFXJ may regulate the
relevant targets of PI3K/AKT signaling pathway, up-regulating the expressions of pro-apoptotic proteins Bax and Caspase-3, and
down-regulating the expressions of anti-apoptotic protein Bcl-2, and thus promote the apoptosis of lung cancer cells and inhibit
the growth of lung cancer tissues.
Key words: Qingfeixiaoji granules; lung cancer; PI3K/AKT pathway; apoptosis
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AR EHEAER . I ANRREE ST 50U T B H R TR B R R SR, WU
—EREM K EENAEAY, EFERAZEESERETERIERG . ¥ 5% 2% 8 8R
Zopt s KEEARSE T VE, b B 2530 7 il B it 7 e o & 0 B0 SORE, b IR 2 7E il B A b
({4 H 25 B304,

75 Wil 8 A B0k ( Qingfeixiaoji granules, QFXJ) & 4 4 U 2 #2 3 T-Jili g « 1E fE WA, R ANbs”

FIRHLE R E A ZFEIRKE KA, EAEEE . Eia 23, wWKRITAEZE. Kz
FH 5 il v AR Uk X Lewis il /N BUBEAT T 700, ML %% QFXJ X fili Je /0> B 983 4 i 0 T2 &2 PIBK/AKT
z

{5 5l E IR, PR QFXT YA T il 19 5 0 1 P AL, D 3 i 3 BRURORE ) I R 32 4R 1 — 5 1

1.1 SE0 =0

SPF %% C57BL/6J /NG, 8 JEWk, 1RE 22+2¢g, 54 2, WL IAE (b5 EMRHETARAF,
VAES : SCXK (1) 2019-0010. :302)44% SPF ZbrEiaF= T g vh B 25 K ¥ sy sirh o, 304
I OVFAIIES . SYXK (78D 2020-0004, FTA SEIEN P& SRR TR 7 d JE TR . A SEat i 72 o
Xf /N R ERAE 1 2 b R AR R s AT I (SRIR NP AR ) AH G RE BEAT, ARSRERTT St
TR R 2 R s R 2 G AL T
1.2 #Rpatk

Lewis filife /N PR 410 (Lewis lung cancer cell, LLC) 4R B 5E H 52 245 K240 T A sk
Ot
1.3 #m5i

i A Y APURIUASE E ] i B 24 DR B — B S 5 e 24 R Rt o 24 S OIS O BORE, E 3R 30 g4
I 30 g BHEE S0 g, W 15 g, A 30 g FFH AR, FES I (5. FA1Y3004B, &
iz Gigm) BIRAAD « A4/ %-6 Cinterleukin-6, IL-6) . HAIfi/r %-18 (interleukin-1p5,
IL-18) « MRS R F-a (tumor necrosis factor-a, TNF-a) ELISA il & (b5 45~ : GEMO0001-48T.
GEMO0003-48T GEM0004-48T, EXFE4E/REDBARA R AT 5 RITWER L 94 5 B (phosphorylated
protein kinase B, p-AKT) . ffigEENL 3-3H (phosphatidylinositol 3 kinase, PI3K) . B 4 itk 2557 -2
(B cell lymphocyte tumor 2, Bel-2) + B 4HfuitkE258-2 #H2¢ X £5F (Bcl-2 associated X protein, Bax)
Bt R 4H 3 (cysteinyl aspartate specific proteinase3, Caspase-3) Hii& (fit'5 43 7°4: AF0832. GB11525.

GB11690. GB124830. GB11767C, HX —EAMEARFGIR AT 5 BRI . DMEM (Dulbecco's



modified eagle medium) FEifiRs 73 . AL ABEH L. BCA (bicinchoninic acid) & ¥ & I & il 75 &
(L5 %04: P1023. 12100, T1338. PC0020, JbZEEREMHAFIRAFD -
14 EERF S8

SpectraMaxM3 L IhAEEEFRAC (32E MD AF]) ; TDZ4-WS RUECHL G RE ISR K = AL T
RAWRAT) 3 IB-P5 R CRIRA B THIRAF) ; UCT/UC6 BUEHY) Frl (FEE Leica A %] );
BOXChemiXR5 B 5t AR 240 (J¢1H Syngene AH]) 5 DM3000 Y5 & 75 B (M5 Leica AF]);
Trans-blotTurbo A AR & (I EI R0, Power Pac TW ZYHLIK{X (35 Bio-Rad A 7)) .
1.5 REHZ

¥ LLC 40 FRAE4R,  BO B0 K A0 LLC 4 A il s R 40 IR B A 1 < 107 AS/mL (R, Hg i #%
G4 2R B 0.2 mL/ R RN T C5TBL/6) /NRA MR A 2 N, el — 5, #eRhiBAra) W 50
mm? K/ BN R —BORAS RAF, B8 Lewis filifia /N RIS RIS .
1.6 SMHLGRT

W BRI 5 (1 45 H Lewis Ml /N RBENL A 5 41, 23500 BB (model group, Mod) + I
#1420 Ccisplatin group, DDP) . QFXJ {5 &4 (low dose QFXJ group, QFXJ-L) . QFXJ H55&E 4 (middle
dose QFXJ group, QFXJ-M) . QFXJ #ifll& 4l C(high dose QFXJ group, QFXJ-H) , #4119 H; RKifT
I EE T FE R 9 R CSTBL/6) /NR NS 4L (control group, Con) o HRHE N 5 /N RARR HIAR T 5 2L
FIE BT 45 25, Bl QFXJ-L. QFXJ-M. QFXJ-H 73 HIARIE /N ARE 1% 12, 24, 48 gkg HHITHEH,
H#E B 0.4 mL P 2583, I H —IRKIEIEES 0.2 mL 0.9%5 L8517 ; DDP /N RARHE A H % 2
mg/kg FFEREAT ISR, BIH—, HEHEE 0.4 mL XZE/K: Mod /Mi, HFHER 0.4 mL XX
K, JEMH —RIEEES 0.2 mL 0.9% AL SH; S AELS T 14d. Con /MR, IEEWFE, A
TR L.
1.7 MRIFE. EESHEENE
S0 HATR] /)N B AR KRR B — IR, el AR i 2R . R A A R U B R L U B K R
AR, THER AL UARR, R AR IR s R IRER 2R IR H AR BB/ R, 3RS R 44
FRE, MRS MR =12 < a x 2 (a AMEHLRPIREKSE, mm; b AMBEHLRN &L,
mm) ; fUEE = (BR4UEAEE — SOAREER) BB AESE < 100%.
1.8 HE R EEN R MEARTL

K 75 ARG -BHL (hematoxylin-eosin, HE) etk & MR LAV AL, K5 301 B8 1 1 g LR B K
FEY L BN EE TR T, IS AU E TR LR S D) R AT



i K, 2RI R TR RIERCT 10 min, FEPE, BT 1%HMERIRE T HRYE 1 7k, EBKIE
15 min, fEHLEEN: VI REE, EFLEORTIRIE 3 min, AEKEE, 058 KU T
K. BHEE . KU ETEMET, MRS HMREHRMREARL, HHETEIRERE.
1.9 ELISA JE# M & 40/ R I & B RS X ABEEF TNF-a. IL-6. IL-18893RIAEK T

FRYEEIE S0 W M (enzyme-linked immunosorbent assay, ELISA) 246 37 &5 B - 34T 45 00 1fn.
TEFEA MR RE S AR AE S IO BCH] ;B B AR AL bR IE S ALIEAT IR, 3RS B T 37 °CRTE IR /K IR 4% Hh i
B Lh, Yotk SFLFnguik, R 37 CCRMEIRKAE IR E 1 h, Vet SFLHnBgss &4, EiR 37 °C
E R KB BRI E 0.5h, Petlk; SALFIIAN TMB YRR G, 20 min 50N 2 mol/L iR, &Kik
KB BT E, T 450 nm A3 T E G %L OD {, THHE TNF-a. IL-6. IL-18H& &,
1.10 WB sE#& M phEa¢A 40 PI3K. p-AKT. Bcl-2, Bax. Bax F Caspase-3 BYFRIAKF

K E AR L EIZE (Western blot, WBD VAR il 2 2 (1 RIA KT, S8 NI fihrg 2121
PN ST N, TSI RS M B CEEAT O, W 5 RIS Ry 0.5 h, 2RJEE T30
HLH#E5E 12 000 t/min, #5015 min, EIHEBCONEEEER: KA BCA S E IR BN k77 & I e & F ik
FE, JEH S S T KA 1S min M AR L3 pL FEARIET R G BRI, B, N 5%
ARk, SR &AE T3 15 min, —#H14 °CiIR, =i FIFHE —Ht 1h, A ECL R5#7, B
FRACTIEE, Ga. W RIFELGE, 6 Image J BT H ISR KL, JHHREEBEA
FERFRIE K
1.11 TUNEL £ AR FpiE LA LR Y 4R B T 15

KR A A b e # BbRiC (TdT-mediated dUTP nick-end labeling, TUNEL) 5 A I b 83 4H 24 o 1)
FRML R B, KA A A D) BEAT I L TR, YR N e R K, SR R R 1S min, T BE:
I TUNEL RBOREAR ThrAs b, @R 1 h, JHE: I PBS #i%E 519 streptavidin HRP TAEWRR
2 30 min, i&¥E: O DAB R 10 min 247, TEVE: BT ARREER T 5s, HkER R, %
TR TS, 2 H Image T BCHEXT T TIAH MR IE R 4E MR T TR, THEAEIRIE TR (A
TI3 = W4 Ey S 403 < 100 %) .
112 Geit i

KFH SPSS25.0 it A AT Ge it o0 b, THE BRI A it 2380, R IR R R A E S
7 SN HTRNR A RSB A3 # s AR FUBTH SRR A ¢ A5G, T AN R ¢ RIS e R 5 DA P

<0.05 NZERB G L. KM GraphPad Prism 8.00 #AE#E4T71EE .
2 ERE9H
2.1 %f Lewis fifE /DR AEERIR, BAEESHHERMEMN



B4 Lewis il /N SRR AR 2 ARSI K LE 1D, Hd Mod /N B8 AR AR 36K B pe
QFXJ-L MR AR A S K B k2, QFXJI-M Feg AR AR BG4 38 i = T 28 =32, QFXJ-H B Jed AR FR 488 K i =

TEEVUAL, DDP /) R ARG 1 B fe 1. SKE0 28 8 d, DDP /M RUMR AT 5 Mod AL, T2t

S 2R, HEASH¥EY (P<0.05) ; LH 10d, QFXJ-H /MM AFIE Mod M EL L IR T
BEER, HEAGI#FEN (P<0.05) ; LI 14d, QFXI-M /)RR ARF M I & /N T Mod /N B
R iaAl, HEBFSRIH#EL (P<0.05) (WED .

FU B I %2 Lewis filiia /N BRMRE AU/ Z IAETE ZE 5, 050 IR L 4K fk LT LB S22 (R 3R 28 34
gy (LB 2) o RBRIE AL ML S AR, SR TR E, 45K, QFXJ-M. QFXJ-H. DDP
AR ELZHKT Mod, HEAS 22X (P<0.05) (JLE3) ; I8EREE R ER: QFXJ-L. QFXJ-M.
QFXJ-H ({418 SR Bl 250 FE TR T30 (3R 2) o S4B ARG K AB UL AT LR, QFXJ Xt
i A2 A K B MEIE A, HAD IR A S b 250 B S AEAH G

—— Mod
3s00- T QFXL
4 - QFXJ-H /
_—~ 3000 DDP /
£ 1 —— QFXIM /
T 2500 / /
E 2000
£ 1500~
% 1000 — Z
500
0 T T T T T 1 T I T T T T T T 1
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i 1] Time (d)
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Fig.1 Tumor volume change curves of mice in each group
F1 FUPRIEEREBEER (x5, n=9)
Table 1 Changes in tumor volume in each group of mice ( x s, n="9)

2 i AA&F Tumor volume (mm?)

Group 1d 8d 10d 14d

Mod 65.64+1243  1175.67+308.14  2011.07+475.08  3490.17 + 466.64
QFXIL  6454=13.11 1013.09+260.03  1845.86+577.83 3 203.36+508.27
QFXI-M 64331322 958.64+277.79  1831.88+619.10  2969.42 + 527.76"




QFXJ-H 63.73£11.77 924.76 +263.72 1 374.04 + 435.90" 2 412.04 + 655.17"

DDP 62.57+11.69 77991 +£267.31" 1 063.94 +£365.73" 1530.29 + 522.64"

VE: 5 Mod AL, *P<<0.05, TF[Al. Note: Compared with Mod group, *P<0.05, the same below.
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Fig.2 Photos of tumor tissues in each group of mice

SR E R Tumor weight (g)

T
Mod QFXIJ-L QFXJ-M QFXJ-H DDP

B3 ZHPRBEE
Fig.3 Tumor weight of mice in each group
®2 FUPSBMBEERBL ( xts, n=9)

Table 2 Tumor weight of mice in each group ( xts,n=9)

) A SIS
Group Tumor weight (g) Tumor inhibition rate (%)
Mod 3.08+0.58 -

QFXIJ-L 2.83£0.66 8.12

QFXJ-M 2.42 +0.61° 21.43




3247
60.71

2.08 £0.58"
1.21 £0.46"

QFXJ-H
DDP

2.2 Xf Lewis fififE /) F A B 4H R R TR RO B2 M

Mod /)N BRI IR AL AT IR B ORE 4E i, RS, KA —, H-I K&, MR K RIT,
QFXJ-L J B J 475 ] WK B e, (L0 4 2 P22 Mo AH EEAMAT PG QFXI-MU L) Jr iR 7m
IR A L F) 25 R B — 2D R B, T LB AR BERR 43 s QFXI-H BRI 1 Al W8 31K X 39t AR SE 4t i
iR 20 P 1 25 P B BRI, TR A A 2 REVE A Mod A EEth 350820 s DDP i B T) P 7T M08 31K 1)
PRACAN M SRR AN T, o3 40 2 A 3 PR, R A% ) 244 Mod AR EL B k> (LT 4) o
SR ANRIVE R, X AN R P T SRAE R (R A

W = e ) obuieron vl e

T e T W

Bl 4 K4 Lewis i/ B EHLSURE HE L6846 (x400)

Fig.4 Pathological HE staining images of Lewis lung cancer mouse tumor tissues in each group (x400)

2.3 XH/NRRILSE R SR E F O
5 Mod #itt, QFXJ-M. QFXIJ-H. DDP /)i fiLii § TNF-a. IL-6 A IL-183IE s B2 FF K, H%E
FEAGEE L (P<0.05) ; QFXIJ-L /MRAIMIEH IL-1p37RE B MHLE K, HERAE SR
(P<0.05) (W33 . BH/NRRAERTRIEEIAT L], QFXT w] AR LA ML 28 5EAH 5S40
FBE T aE,  FBLAR (1 5RE S o
3 BUPMRKERTFREER ( xxs5, n=9)

Table 3 Expression of inflammatory factors in cach group of mice ( x + s, 7 =9)

A TNF-a (pg/mL) IL-6 (pg/mL) IL-1f (pg/mL)
Group
Con 57.55+7.46 40.01 £0.56 47.56 £2.95
Mod 122.71 £6.61% 9546 +2.11% 97.62 + 3.53%
DDP 64.15+£4.50" 52.20+4.19" 72.15 +£2.50*
QFXJ-L 97.85 + 14.10* 90.43 +2.91% 76.35 +3.02%
QFXJ-M 82.71 £ 2.68* 77.72 £ 0.95* 73.75 £ 1.80%"
QFXJ-H 71.47 £3.41% 61.47 £3.57" 59.35+£9.05"

VE: 5 Mod AAMEL, *P<<0.05; 5 Con ZHAHLL, #P<<0.05.

Note: Compared with Mod group, "P<0.05; Compared with Con group, *P<0.05.



2.4 Xf Lewis fiifE /iR PIBK/AKT B &R AT HXERRIAKFEHIRN

5 Mod #HLt, QFXJ-H. DDP PI3K & HFEiA & W ERFK, HEAR IR L (P<0.05) ; QFXJ-L.
QFXJ-M. QFXJ-H. DDP p-AKT & H £k & B Z K, HEA S5 L (P <0.05); QFXJ-M. QFXJ-H.
DDP #IA T8 H Bel-2 Rk E R E L, HEASH 2L (P<0.05) ; QFXJ-H. DDP /M 2T
FH Bax FEEEE AR, HEFSIHAE L (P<0.05) ; QFXJ-L. QFXJ-M. QFXJ-H. DDP /)M ]
JHT-8E [ Caspase-3 RIAm B ET &, HEASGIHFENL (P<0.05 (WFE 4. B5) . WBZRUH,
QFXJ 1] A4 Lewis fifided /N i PIBK/AKT %L, RIS BRI -8 [ Bax. Caspase-3 Ff 4]
JHT8A Bel-2 HIERIE, AT e ik e 40 B i 1

Mod QFXJ-L QFXJ-M QFXJ-H DDP
PI3K 85 kDa

p-AKT — o— 60 kDa
Bel-) GENEEND e Smm— s— e 26 kDa
Bax & eesss—" Gammm aEmmms ammsms 2| kDa
Caspase-3 | s  e— e— — a— . kDa

[-actin — g W wm— w— 1 kD2

Bl 5 &4 OB R ETAHRE A RE K B &
Fig. 5 Western blot bands of pathway and apoptosis related protein expression in each group of mice
#4 FUHPAR PBK/AKT BHEEARFTHRBEAREHR ( xts, n=9)

Table 4 Expression of PI3K/AKT pathway proteins and apoptosis related proteins in each group of mice ( x s, n =9)

Hl Group PI3K p-AKT Bcl-2 Bax Caspase-3
QFXIJ-L 0.74 £ 0.30 0.58+0.17" 0.94+0.22 0.87+0.21 0.49+0.12°
QFXJ-M 0.50+0.24 0.52+0.12° 0.61+0.28" 1.22+0.31 0.76 +£0.29"
QFXJ-H 0.26+0.16 0.38+0.10" 0.38£0.16" 1.29+0.20" 0.80+0.21"

DDP 0.21+0.11" 0.16 £ 0.04" 0.14 £ 0.04" 1.67 £0.417 1.12+£0.34"
Mod 1.16 £ 0.49 091 +£0.07 1.19+0.15 0.70+0.16 0.18 +£0.05

2.5 X TUNEL 33 25 R R 4R DA TR iS00

5 Mod HEE QFXJ-L. QFXJ-M. QFXJ-H %41 BH M =5 A RFEENE 2, DDP [ FH 448
s EBEEEE (WK 6 « SHMMMT RILRLSRER, QFXJ-L. QFXJ-M. QFXJ-H. DDP ff]
YA PE TR Y TR, HEA SR X (P<0.05) (ML 5) . TUNEL RS R, QFXJ

DM T, HAREEE T RE 540 2K R R G



Bl 6 TUNEL SGHTIEH Lewis i/ BB RA T-HH (x200)
Fig.6 TUNEL fluorescence detection of apoptosis in Lewis lung cancer mice in each group (% 200)
RS HH Lewis i FMBEERET-RERL ( x5, n=9)

Table 5 Apoptosis rate of tumor cells in Lewis lung cancer mice in each group ( xts,n=9)

) AH M T
Group Cell apoptosis rate (%)
Mod 2.58 +0.65
QFXJ-L 557+ 1.34"
QFXJ-M 12.76 £ 5.45"
QFXJ-H 27.51+6.01"
DDP 34.15+13.38"

3 Wig54%ie

PI3K/AKT 15 53 % ] B 22 Fh 2 AL F) 240 M R S B s P 1 O s, BT g e g o, Ty e ss
SEARGHM T RE o 4 A2 B AP SR, A2 KR AT DL S I S BRI 2 4K (receptor tyrosine kinase, RTK)
5 G 8214 (G protein-coupled receptor, GPCR) 454 MM 0% PISK! . %4k PI3K A {4k 41
o e 15 P R UL -4, 5- B2 (phosphatidy linositol-4,5-bisphosphate, PIP2) il iz 1k 7= A o A Bk L E%-3,4,5-
=8 (phosphatidy linositol- 3,4,5-trisphosphate, PIP3) , PIP3 {F % {5 iH1k AKT, TijiEib
AKT, #—PBRRAHeE K NI E 7, WY M R E T (mammalian target of rapamycin,
mTOR) . Bel-2 Z M X k45K F (forkhead transcription factors of the O class, FOXO) %, MK
FEXT ARG TE . JHT . SRR R BRI, fRRRXT PIBK/AKT 15 5 %% S i (1) A % A {2 ik
it R A R R R TR PI3K M 75140 LY 294002 REfE#E NSCLC Ay 1200, 9835 3[4 n] B B

PI3K/AKT 155 1@, JU AR i Be VLB 3 -3 18 46 I o (phosphatidylinositol kinase-3-catalytic subunit o,



PIK3CA) HJZRAS WS A PI3K | = K] PTEN G 263X Y R 90 f #5 ., £ 51%F) NSCLC i3 R I
PIK3CA ZAZAIY 1, 44%[) NSCLC #rAH s PTEN £k 58 4122500, Malanga S501S% ] 40 % 404 5
553 HT NSCLC AnA RIA 51% IR AAEAE p-AKT i FRIA IR . XL FE 25 R UL, PIBK/AKT {5
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