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TE: BHH WL AR 77 B4 EGFR—TKI i 77 W A A28 69 16 SR 7 20, 38 & Wl 3E )~ 4m B % 0 o 0 B
BADHHFE, FiE RATERRAR S R, A MBI RS S, AP, LB P ESKFEWET P
B &5 B A LR 4 (B B AR AR 5 +EGFR—TKI 28 ), Lo 7 A B 1% B % A st BB 4L (EGFR—TKI48) . WL
T2 BB WG R T3 R A B (PES) AR RAER T, B8R 3 B4 % +EGFR—TKI 4 % % 1% PES
K FEGFR-TKIZL (1424 A vs. 10.43/4~ A ) (P<0.05), #£ EGFR-TKI—£7457 41 195 Sh 2 F ek 40 215
IRFRERMRETERRET LU, I IEARAR 7 B A EGFR —TKI 77 9 2 K & & ¥ 15 PES(P<0.05) ; i £ =
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F IR AR G BB AT 5 B PESA X (P<0.05); 4 B ZF W 2454 24 R EALH 5 2 8L EGFR £ % %
& PFS 89 1k 5 4% 47 B % (P<0.05) , M BB & PES 89 M B % (P<0.05) ., Z5i8 4R IEAATR 7 B 4& EGFR-TKIfE 4 3E
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Clinical study of Fuzheng Quxie Formula combined with EGFR-TKI in
the treatment of advanced lung adenocarcinoma*®
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Abstract: Objective To observe the clinical efficacy of Fuzheng Quxie Formula (4% iE#% 4R 77 ) combined with EGFR-
TKI in the treatment of advanced lung adenocarcinoma, and to explore the integrated traditional Chinese and Western medi-
cine diagnosis and treatment of advanced non—-small cell lung cancer. Methods A total of 448 patients with advanced lung
adenocarcinoma were enrolled in this prospective cohort study. Among them, the patients from Shanghai Traditional Chi-
nese Medicine Hospital were selected as the observation group (Fuzheng Quxie Formula +EGFR—-TKI group), and the pa-
tients from Shanghai Chest Hospital were selected as the control group (EGFR-TKI group). The clinical efficacy, progres-
sion—free survival (PFS), safety and quality of life of the two groups were observed. Results The median PFS of Fuzheng
Quxie Formula +EGFR-TKI group was longer than that of EGFR-TKI group (14.2 months vs. 10.43 months) (P<0.05). Fu-
zheng Quxie Formula combined with EGFR-TKI significantly prolonged the median PFS of patients in the EGFR-TKI

first=line treatment subgroup, exon 19 deletion subgroup, exon 21 mutation subgroup and gefitinib treatment subgroup (P<
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0.05). However, no significant benefit was found in patients in the second-line treatment subgroup, the erlotinib treatment

subgroup and the icotinib treatment subgroup (P>0.05). Univariate analysis showed that Fuzheng Quxie Formula, gender,

age, smoking history, and chemotherapy were associated with PFS (P<0.05). Multivariate regression analysis showed that

Fuzheng Quxie Formula was an independent protective factor for PFS in patients with EGFR mutations in advanced stage

(P<0.05), while smoking was a risk factor for PFS (P<0.05). Conclusion Fuzheng Quxie Formula combined with EGFR—

TKI treatment can prolong the progression—free survival of patients with advanced lung adenocarcinoma, and delay the drug

resistance of TKI.

Keywords: Lung adenocarcinoma; Fuzheng Quxie Formula; Targeted drugs; Drug resistance ; Clinical efficacy
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AT 20 42k , BRI S AL TR SR 5
AN AL T A A IR 22 il R 1Y 5 AR AT
T RAN AR o R B A K A - 32 R - P S R I
i 410 %1 71 (epidermal growth factor receptor— tyrosine
kinase inhibitor, EGFR-TKI) 7£ 24 3 1 15 JF /)N 4 it
Jili % (non—small cell lung cancer, NSCLC) i #& Jo it
JE& A4 A (progression—free survival, PFS) 1L A A7
Wor RIS, O EGFR JE RHBUR S A8 J 35 4 ok
T RERNImKR L . SR, BETEH 2 120 H R
s Y BARAR A 24, 7 F R T NSCLC - BiR T
ROR BRI R P, S 2L I
T Y A 28 550 EGFR-TKI it 24 1) J7 ik i 2
Py e 1A 2 IS A B S B XE R

W BRI R — R4 B R R R AR R SRy
PR o o, T F B BLTE [ R A B L
S B A L MR R BE R A AL
ST R R 9 o 1) R, HE AR SR
PARPEEAR Y O B o . AR AR aiE shaysh g,
B % 1 AVE R AR T 2B 5 s, A
ARG TR, 5 2 S A28 o el 2 s it
FE, AR P R S B D RE R VA, il SRR L AL
ANy, AT, R A A R REE R, R 4%
ik, e A BUMFRER Y, B 96 o S A A= 28 0 J2 il
PR A E BRI o B IR RN, 5 32 A1
A2 7E o AN H AR 2RI, 4 AR IE SR 2, TG
B AN AR , 2 SE R R R LA, 1
132 A s DU AE HARA &R Y7, il RETE
IR AL B, , 32 7 2 5 Ry Ml it o A UEJR A RE B
S IR AR RYT FHIRIE SRS L bR AR
o, Bk A IR RN AT T R T R T b
TR EEA N rp 2 5 5 T SE R E S AL A A
TERE IR Y TR AT Sy o T 44 P R AR R
KA ECT T il 64115 PR -5 BRI T, 2K ) B il
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X5 W2 ) R IE PR AR S5 A 2R IR UE L
55, QBT P DA 5 AR FR B s vk o S 0 Pk IE Ak
IR IS T A BE F——FR B . Tl
BITUUESE , “HRIER” R 90 nl e il i A8
T A, WD RO B R RN SIS R 5 Al 3R
B, 27 A S0 i g o e 2R TR B R R
YER® . R 253697 G IR v £ R P g2y
I R T o 22 W | 2 0 i S S R T R 1
HAT 24 AR A BEM AL E . AT CiE
S AR A AR Oy A vl st R g AR S DI fE
T 0 5 7 A RAFTT Ak ASHIFSR i IR
TR A 370 O 0 O 55 A T A RS 7 % e 0 il i o i
BABNE et AR, B
TE R BE 257697 NSCLC | 4R 4E 2% EGFR-TKI Miif 24
()7 V5 B2 W) R T LB R IR YT U NSCLC A
BT ESS G2 T % .

1 #REFZE

1.1 —REER

K FH I BT BB IF 5T, 99 A 2017 4 1 H % 2022
AR 1 H b e 2 R A I T e s B (T R R
B ) L i T B R s B (R} 2 2 ) 91142 R AT Bt i
T 448 151, FLrp iy i R B B A 2H 226 151 A g 4 (4K
IEHEAT 7 +EGFR-TKI4) |, Bl = Bg A 2H 222 i
X HRZH (EGFR-TKI AL ) . AWF5 Ciad B =
= Bt = 2E A0 B2 B 2 W 41 (/R BEHL 14 5 2021SHL-
KY-49-01)
1.2 HEERE
121 @NERE FF6 T EBURE P2 G g i DL
PEIIRE 216 L) A2 Wibs o, TNM 431 2 BRSO\
Ji i 8 TNM 3 3 BR 7 5 2890 127 s 41 B 2412 W Ry
T a~ 1V 3073 fir g 6 255 5 0 B0 2 2 s A J0 ot A 0 /s
i EGFR B: K 28 22 4 5 flg FH 55— X EGFR-TKIRYT
JIRJF ) >28 d 3 AE#4 18~80 % 5 Tt Jili AT B J2 il
ARG T IFAE ; JE R Sl FLIA AR X
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FIBC AT 53 TC it B
122 HEBRFRE  AEUR ST IR AL 0 L
A I E P R GG PR R A AU BSOS R
B A 2 5 W ) 24 ) S v 2 7 S O IEAE SN
FoA I RIS B8 3 A H N 2 I Ho s AR i) 8
o XREE2 JORs R SR A AR
W -
1.3 Ak

e IE A8 7 +EGFR-TKI 4H £ 3% 11 IR 3k 1E 4 41
J7THA EGFR-TKI [0 2 , 11 fRk IEAE AL 7 7 FE A
BT 6 A, E W BE T s EGFR-TKI 40 5 % 11 IRk
EGFR-TKI #1724 , %2 HIBE T
1.3.1 HARBGYWEHRMMBE (1) FIEEJE (gefi-
tinib, P AT, S Hiv0 ) : 250 mg-d ™ ERR T IE B R A
(erlotinib, 52 21) : 150 mg-d™ ; Eh R IR 7E 2 JE (icon-
tinib, JLIEN ) : 125 mg/Ik .

(IR IR 7, Ir 2541l AE B30 ¢, ZE AR
159, %415 ¢, IRZE15 g, 5% 9 g, K& 15 ¢, b1
Z15¢, 4 LHI1S g, AWEES g, FIIEIEH H 15 g,
EARGE 1S g0
132 AZAZE  (1)EGFR-TKI4 . 7% 8 ¢ 250
mg, 1 /d, R, 28 d A 1A AR, B2 1 o 2 u
258 Bl SN TCVE T A2 5 JEIS 2 150 mg, 1IR/d,
&, 28 d R VAT R, T 20 17 2 8 i 245 40 2 ) s o
T A7 s R TR T 125 mg, 3¥k/d, TR ,28 d
LA, B 1 T R 5 2 1 25 W) s JC IR A7

(2) $ IE 448 )7 +EGFR-TKI 4 : 7 EGFR-TKI
IR, R CRRER AR AT 5, K B AR 400 mL,
KRB PR AR, 28 d 0 1T R
1.4 MEIEER
141 FEIER THRAEGFPFS) . BFHENE
U 24 355 1 8 B8 R A Ao Jit R P T A s T
142 REIEFR LoV HE A S g
143 AREKE (1)5EGFR-TKIM KM 15 %
AR BB T R KGR TR A A AR 5 (2) 5 EGFR-
TKIAH G ME TS & A= % B 15 ™ 5 A% ORI %
ISk
1.5 JrRFIEIRAE

2 B WHO il 22 B 1 ] W7 - 58 42 2% f# (complete
response, CR) i A H A5 kk 18 2% ; % 70 52 f# (par-
tial response, PR) A IELIAAAR SFI4E /N=>30% ; 12
JE (progressive disease, PD) 34 g kb K48 B A3
N=20% 8% H BET e 4t s 5 52 (stable disease, SD) M

BEA i kAR AT i /IMBE R A 3 PR BCA B n{E
AR IK B PD. T & W 2% i 2% (objective response
rate, ORR) F1 % 95 35 il & (disease control rate,
DCR) , " ORR=(CR+PR) /5 {5 4(x100% , DCR=
AT BN B3R N x100% .
1.6 FiTFEFHE

32 JH SPSS 22.0 il Prism #AF AT 50143 B B
Kl RSB LA 433 (%) R, A ] FE AR R
Ty K5 5 118 BERHH BB AR E 22 7 FOR AP B IES
Gy A By 26 55 R e K58, U7 25 A5 552K JH Mann—
Whitney U ¥ 38 . i i Kaplan—Meier 3% 7T % PFS,
Log—rank K 5 47 5L N 4007, % 22 S5 A Geit ¢
SCRY TS R #5472 3R COX A 347 .

2 H#HR

21 —®HEN

A 5T g A 448 4] 8 %, EGFR-TKI £ 222
), 5 1F B 7 +EGFR-TKI 41 226 6] . 5 1F 424 )7
+EGFR-TKI ZH [ # FE 1] A BEAE MO g
431 \ECOG PS4y \EGFR 28722 4R A8 2575 1 5 EG-
FR-TKI A AL, 22 5 ¥ 4 it22 5 L (P>0.05) , B
Aol 1).
22 REMIBRSH

[N Tl | NS U A = T | 7 o = D
P, 22 R G E R L (P>0.05) , A AT ek
23 EBTESH
231 RBEEEPFSEEE #(Z20224E1H 23 H,
WA 20 £ 5 A 443 91 & A= R AH DG A (0
PR BB T ) MR IA G IR SR 26 05 . RGP
7R, EGFR-TKI 44 H 3 PFS Ky 10.43 4~ A , $: 1E 4%
)T +EGFR-TKI 4 K 14201 H , 2R A G it =
X(P<0.05) (K1),

100 = —— FRIEAEAE )7 +EGFR-TKIZH
—— EGFR-TKIZ
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Fig. 1 The overall PFS of patients
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A1 AR E— T [#(%)]

Tab. 1 Comparison of the general information of patients between the two groups [n (%)]
— TR EGFR-TKI#H (n=222) HRIEAEA )7 +EGFR-TKI £H (n=226) X P
il 0.778 0.378
3 109(49.1) 103(45.6)
& 113(50.9) 123(54.4)
WS (s ) /1% 62.79+9.41 67.44+11.31 2.195 0.138
<65 65(29.3) 81(35.8)
=65 157(70.7) 145(64.2)
W2 AR 5 0.642 0.423
g 188(84.7) 185(81.9)
&l 34(15.3) 41(18.1)
TNM 4315 2277 0.320
mA 5(2.3) 11(4.9)
mB 12(5.4) 13(5.8)
\% 205(92.3) 202(89.3)
ECOG PSHE4Y 0.342 0.843
0 21(9.4) 25(11.1)
1 182(82.0) 183(80.9)
2 19(8.6) 18(8.0)
EGFR-TKII&YT 3.677 0.055
—RIRYT 133(59.9) 156(69.0)
ZHIRIT 89(40.1) 70(31.0)
EGFR-TKIZj ¥y 1.714 0.424
AR R 126(56.8) 128(56.6)
JEikE e 12(5.4) 19(8.4)
Bk e 84(37.8) 79(35.0)
EGFR £ APIRZS 1.057 0.589
19540 g Tk 120(54.1) 127(56.2)
21 S4B T 5848 91(41.0) 92(40.7)
oAt 11(4.9) 7(3.1)
232 EFEHSESH AL PFS 4 9.97 4 A L HRIEREAS 7 +EGFR-TKI 4 70
2321 ETARSE REERIRTTIR R GIRER PRI PFS O 12.87 0 2 RS IHEE L

& BRI R . SR R
—£RIBI7  EGFR-TKI £ 133 i f & 9 v PFS N
1170 A B IEAE A 7 +EGFR-TKI 41 156 71 2 % 14
HOL PFS S 15.57 /M H L 22 54 Gei 24 7 L (P<0.05)
(F2), £ 43A77 T , EGFR-TKI 21 89 {4l & % 1)

100 —— PRIE#ER 7 +EGFR-TKIZL

—— EGFR-TKI41
80

60

40 -

20

Progression-free survival/%

Log-rank=0.003 7
HR=0.61, 95% CI(0.47~0.78)

0 T T T T T 1
0 6 12 18 24 30 36
Months

M2 —%IB57 BA PFS
Fig. 2 The PFS of patients with first-line treatment
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(P>0.05)(K13),

i e —— 3 IEAE 77 +EGFR-TKI4L
= —— EGFR-TKI4L
= 804
=

g

7} 60 —

5
&
£ 401

§D 20 Log-rank=0.055
= HR=0.73, 95% CI (0.52~1.00)
0 1 1 1 1 1 1
0 6 12 18 24 30 36
Months

B3 %597 B# PFS

Fig. 3 The PFS of patients with second-line treatment
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FR-TKI £ 127 ] ) ; EGFR-TKI £ # {3 PFS 24 11.83
A, HIE A )7 +EGFR-TKI 2H 7 v PFS 4 15.67
MR ZEFAGIFE L (P<0.05) (Bl 4), 2154h
T T8 H 3 183 9] (EGFR-TKIZH 91 441 , 4k 1E 42
I +EGFR-TKI 4 92 4] ) ; EGFR-TKI £ H* {3 PFS
19374 H R IER 7 +EGFR-TKI 41 Hh i PFS Ky
11.54 11, 22 5 A8 522 L (P<0.05) (E5),

e —— JRIEAE A )5 +EGFR-TKI4L

—— EGFR-TKI41
80 -

60

40

20 Log-rank=0.003 4

HR=0.68, 95% CI(0.53~0.89)

0 T T T T T 1
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B4 19558 T 5K &EH PFS
Fig. 4 The PFS of patients with exon 19 deletion
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Log-rank=0.001 8
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B5 215458 FREEHPFS
Fig. 5 The PFS of patients with exon 21 mutation

2323 ARERAYWHE  EFXF EGFR FE K R AE

I R B 26— AR TR I 25 7 R R s e
LBy B e AT oy RS o R IERE AR TT +EGFR~
TKIA H 2325 A e Ui e Ry e insr

B HB 3 HE B8 53 ) R 56.6% . 8.4% .35.0% , EGFR-TKI
H 539N 56.8% .5.4% .37.8%., W4l H#FH (L TKIA
7R T I LA, 22 R RS L (P>0.05) .
IR+ AR A B E A PFS K THIER 2
21 (16.63 1 H vs. 1331 1) (P<0.05) (Kl 6) . $kIE
AT +eig 2 e 4 8 i PFS 5 Rk & e 4l
B, EZS LG #E X (P>0.05) (K 7). $RIERAT
J7 +352 5 Je A 3R 0 Je AL AE JE K fR 3 L PFS
T B A (1077 A~ A oes. 11.64 4~ A ) (P>

0.05) (Kl 8),
100 - —— BRI+ AR B AL
= —— FHAEE B
Ex 80 -
£
@ 60 -
3
&
.§ 40 -
on -
£ 20 Log-rank=0.002 3
HR=0.67, 95% CI(0.51~0.88)
0 1 1 1 1 1 1
0 6 12 18 24 30 36

Months
B6 #4487 & PFS
Fig. 6 The PFS of patients treated with gefitinib
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Fig. 7 The PFS of patients treated with erlotinib
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Fig. 8 The PFS of patients treated with icotinib
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2331 BEZSH AW 9 R AT RE A i
1 EGFR & K 58 748 fili ik 982 £8 % PFS i IR K, 0 45 £

BRI R s WO s R R AL
JT \EGFRIATTJ5 5 (—2 . —4%) \EGFR RAEFAL,
DL SR ez h B 245 (FRIEAEAS ) T8, i@ Ka-
plan—Meier 5 AT FLIR 22 3T, 25 2R 0 s K TE AL AT
T B R AR O S AT S B PEFS A
J(P<0.05)(#%2).
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Tab. 2 Univariate analysis of factors affecting PES of patients

_— : H {37 PFS/H v »
T 95% CI
PE5 3.876  0.049
3B 14.07£0.55 12.428~15.703
i 16.10£0.73 14.671~17.530
A % 3.982 0.046
<65 16.28+0.93 14.467~18.097
>65 14.1720.63 12.936~15.404
G sk 0.018 0.894
¥ 15.1720.58 14.037~16.309
H 15.15£1.81 11.603~18.711
W AR S 63.912 <0.001
Jc 16.61+0.61 15.417~17.817
H 7.97+0.85  6.308~9.634
FIGH 0.007 0.931
Jo 15.15+0.60 13.983~16.327
H 15.28+1.45 12.446~18.111
[ Sng 3.956 0.047
¥ 15.97+0.70 14.587~17.347
A 13.72+0.88 12.012~15.442
EGFRIAIT I % 3.219 0.073
—2 15.89+0.70 14.505~17.268
—k 13.87+0.88 12.160~15.589
FRIER I T30 19.265 <0.001
I 12.9420.62 11.734~14.154
H 17.44+0.90 15.684~19.191
EGFR 52748271 4219 0.083
19del 15.28+0.93 13.457~16.067
211.858R 13.1720.63 11.926~14.424

2332 ZERHSWT FHREER SR X PFS

SR Y PR 1 0E— 2 A0 A COX [l 1A JRUBG A5 75 F
T2 R T, 455 & BRI AL AT D5 2 v B 3 £G-
FR L H 5845 F8 3 PFS 12 57 AR 47 B R (P<0.05) , 1
M PFS (Y fa s A % (P<0.05) (£ 3. &19) .

%3 HraBEPFSH %R E 4

Tab. 3 Multivariate analysis of factors affecting PES of patients

ARt B Waldff P Exp(B) 95%CI
P 5] 0.188 3.577 0.059 1207 0.993~1.466
A 0.196  3.648 0.056 1217 0.995~1.489
MM 1.021  57.314 <0.005 2.777 2.132~3.617
WZis 0.196  3.648 0.056 1217 0.995~1.489
HRIEHATT -0.531 25.634 <0001 0.588 0.479~0.722
Ajusted OR P
PRIEREA T 1ol 0.588 (0.479~0.722)  <0.001
oy e 12070991489
LT S —e——  2777(2132-3.617) <0005
SRR -+ 1:217(0:9955:1:489)
s e 1.207 (0.593-1.466)
—

0 1 2 3 4

B9 ¥ & PFSH % F & B 3 &AAE
Fig. 9 Multivariate Cox regression forest plot of factors

affecting PFS of patients

24 FEIRKME

EGFR-TKI 25 %) fie & UL 149 5% Rl 2 i A B 9 il
WETE . R IFREH ) +EGFR-TKI 41 3% K% 815 1Y
R R B E R T EGFR-TKI 41 , 2% 5 A Gi it 2%
X (P<0.05)(F4-3%5).

R4 MUEF RS L AR

Tab. 4 Comparison of the incidence of rash between the two groups

13 e SRR VLT
0% 14 2% 3~42%

EGFR-TKI 41 222 113 90 19 0 49.1
HRIEAEA T +EGFR-TKI £H 226 143 59 24 0 36.7 0003
A5 HMEE B E AR
Tab. 5 Comparison of the incidence of diarrhea between the two groups

413 i P e
0% 144 2% 3~42
EGFR-TKI 41 222 190 32 0 0 14.4
TRIEREAS )7 +EGFR-TKI 41 226 210 16 0 0 7.1 oo
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3 itig

JIFT 98 P49 A 95 25 N5 BB A 45 AT g b s
Tz, Hod NSCLC 215 85%", 7E I R 12 A Hh 24 50%
{955 B LH 2000 TR0 SRy il B St 2 L i = 2
TRl R A R B AL TR . AT
e 300 il g 14 2 B3R Y O U — o TR MR IE 1Y
B 25 b IR B R H B9 2 5 — 18 EGFR-
TKI —HF - e . Mo LB, AR e — 46
TR Il IR R 5 R GK 90% (B R H AR R H =
BOAE AT E B 25 () B B, A VIR R R
it B 98 1) YA T B A T AE A AL, O S 4R
TRYT RS A B | st JR S T o

REAEAFSE 28] , EGFR-TKIs /A= i 245 i AL 1) =
BALHE EGFR YR ZAF | 55 M al T Ui 3 M ) 9 2
ZUrEa R EEAL T H AT, I R i L A H
245l S A 8 B IR 24 ok v IR 24, AR Rl oy vk
RS — , BLAEIRYT S B vh B 7 A B i 2 4 &
Z Y)W T IR HERE . BRI, 2T SR
WG 245 ks 25 . P BE 25 4E R YT NSCLC J7 Tl
BLA Ak G 28 B i 2 SR AR, A
fiif 25 ¥R 55T, v 24 R /NGy A A T ) s A
1o B R 24 ) OB TR AN T B 28 SR
B 25 I SR ELAT ) R 5

EGFR-TKIs 7 W 1 fii it 98 SRR 3 IR 52 742 i 3
A EE R, AT BB B IR T SR
KA BT 25 B s 1 J ml i 251577, DA R — B
DA R RN, W% VS R e R 45, 5T 2k
BH, v B 2430 2 BEIE IR R T 10 A AT A il g A
Jr e R B RIS E o Jiao SIS — I h
O BEPL BUE AFFE N A 354 101 F 3, o R v 2 24 ¢
4 EGFR-TKI B84 R HE K EGFR 28 4% BH 1 i 191 il iz
S FRE I A A7 A, Horf EGFR-T790M 28725 H 4 1Y
ORR il # i T EGFR-L858R & 78 # % . 4 A I
SO G U BEML 2 R R A I BE M I PR A
ST B, P EE 256 A EGFR-TKI #8134 7 il i 98 ]
2 0 R I R IR | A AE R [R] B R 2R T
JEi i o Zhao %38 i Meta 43 HT & B, th LG BX
EGFR-TKI 7] B I ZE K NSCLC 2 19 PFS,

B e I X i IR o R A T R il e 0 TR HIL )
R, DR IE AR R 46 T 1967 T 28 ok it v =
TRIT I BRI R . R I A R AR X — R )
AT AR T AR AR L AR

% B
BCPRGESE B 2 AR 0 IR RE ORI
MITNRL . W RAIFFE s | R TE A0 Ty % i 0 il 4 A
FHA PO RE AT A A4 = A T AR
FHIFREA T Sz T ie , 32 m AR il b NK 40 T 48
LK, A 5 SRR AR Treg FTMDSC 197K, 1H4h,
FERBAF ST R W], $K IE AL A 5 AT T A Lewis JifiJi /)N B
LR A i MDSCs & 1L-6 , 1L—-4 . 1L-10 . TGF-B . bF-
GF . VEGF IFN—y & 4fi Jifs [ - 7K 7, X6 S A i geg
A SEMEIEA, BRI AR AR AR A R
SR BRIE AL AN 7 76 W 1] EGFR 28 748 fili i g £ & op
A REAR A AE 16 R K7 0 v BEE A 982 1] Y
SPRERI N FE K AR PES, AN, PR AT I
Je I B S TIRE R AR LA, 22 R RS #E X
(P>0.05) , $&7R 4k 1IE AL 71697 e 103 i B o 22 4 Pk
R EARERMEM.

ARG Bon R IEFEA 7 +EGFR-TKI 41 (&
F R PFS 2 3 K T EGFR-TKI £ (P<0.05) . #F—
AW 2H S0 M & B, AE EGFR-TKI — 81897 W.2H . 19
SANETFER WA 21 S AT T 5 AR WA K AR
JEIRIT WAL, $R IE 4L 7 Bk & EGFR-TKI A B i
FEK B8 H 57 PFS(P<0.05) 5 T TE —ARYT I R0
IR e RO R IR YT B AR T v R &
PR 25 40 (P>0.05) o X HR/RFRIEAEA 7 S Ak I fg
% 91 1 B 4 fili B 988 BB EGFR-TKI 34 97 #Y 4
PFS, L HAE — L3097 I R M 19 5 /b BTk B &
HEE ELARS TKIAYT R IR — R s PR it 245, i
ARG — o B R T HRIE AL B A EGFR-
KTIRERE IELETT 24 . Ah, B R i o, 4R IE 4%
T RS R s YT 5 AR PFS A
s ZHZ AT BN, FRIEAEAR T & PFS B 7.
TR R 2 W PFS B SERS IR

g5 LA TR AE AL Ty e % i 1 10 i g i
)R B IR, ZE K P PFS, fE 22 EGFR-TKI fif
2, R T R RN, B e A T T, R HE PRI bR
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