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Meta Analysis of Gefitinib for the Treatment of Non-small Cell Lung Cancer with the Expression of
EGFR Gene LI Qian-gin, LI En-ze ( Department of Cardiothoracic Vascular Surgery, Nanfang
Hospital , Guangzhou 510515,China ) ‘

[ Abstract ] [Objective] To understand the efficacy of gefitinib for the treatment of non-small cell lung cancer
(NSCLC) and the correlation between biological characteristics and the efficacy. [Methods] Six prospective clinical trails
of NSCLC patients with the expression of EGFR gene receiving gefitinib therapy which were collected from Pubmed and
ScienceDirect network site were analyzed. [Results]The characteristics, EGFR gene mutation, efficacy and side effects of
patients treated with gefitinib were listed and compared. CR, PR, SD, PD, RR, DCR, mean non-progressive survival
time and mean total survival time of patients with EGFR mutation were better than those of total patients. The efficacy of
patients with EGFR mutation was better than total patients. The results suggested that gefitinib for the treatment of pa-
tients with EGFR mutation had better efficacy. The NSCLC patients with EGFR mutation were the superior population of
gefitinib therapy. [Conclusion) Asian, women and non-smokers are the predominant population of gefitinib. Gefitinib has
better efficacy than platinum-based chemotherapy. The efficacy of gefitinib for the treatment of NSCLC patients with EG-
FR mutation is better than those without EGFR mutation.
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MEEYSHARFE RN EENEZ—, K
4k /)N ¢l B i 988 (non-small cell lung cancer, NSCLC)
5k 80% , 7 NSCLC # 85% Dk £ X B FH B
fhE, A EREREEERETRIAEFEARE
STRIPLEDY . B R 5 EATFRNTF 15%.EF £
SEBNGEMNE L EFEREGRE 1I-2EZH.,
LA N BB TR F R FRF AR E
AH)NSCLC BERIIERKEFHMRBLETERE
WIYE R . SR, I 8 fE AR K B F (VEGE) B i it
-G LR T AR HRNEESL .
BB EMIERETREETHRA A #it
7.5 AAT AR OES 1248,

2004 4, Z A BFFE A 51 7E 3K /DN 40 I i O e A Bt

LW T EREREEE KB T ZE(EGFR) M
AMBEE M k4 Ze4E, Ll EGFR H#B S840 F
R EITHE NSCLC MiBIr P HB#iR . EGFR i
B B B I %1 (EGFR-TKIs) ¥ E@EEEH
JE (Gefitinib) M Ju & # & (Erlotinib) , £ B K
EGFR W B R BRI EE W I 7 , 18 2 5 EGFR &5
MBS EERTN ATP SN AESEE S EG-
FR,MH LB EBRR E BBk, AT 1k EGFR 5 &
RS, B R B 30w MR R A R
B B A B e A B A T

EGFR ) 5 2 B2 W B8 410 1 0 A B s Bt oR
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NGB, 38 ot X A 0 B B 2 8 EGFR-TKIs
B BAE R S 40 % A b, SRR, B FARER
A4y B % # EGFR-TKIs 3 25 A # & EGFR-TKIs
MALIEIFIEER T . Fit, RA EGFR ZERE
B 6 7 $5 5 EGFR-TKIs X NSCLC & BIEIT .
BRE WK EGFR R X EA WM. OS2 F 18 &
%, QBT 19 BRRETE, QIETF 20 AEEH
BWEBARE., @IBTF 21 BE

SFALFF R M NSCLC & A EF R ERIT
LRk 10% ~20%, % FE £¥ EGFR R4 1
NSCLC,UFHFERR I —RWEIT . HEBREF X
1%, REBERELZTMEFEERMIELR I B
A RBE R, - S oM EEERNIGITRCR.

LR %

1.1 XHBRFENANSHBRTE

1.1.1 # %k %% 7£ Pubmed 1 Sciencedirect ¥
il XA 2k IR R R IR T 3 /) 40 B B R 1 ol R B
HITRGEHEME R, . O Gefitinib [ TIAB]; @
Iressa [ TIAB]; @ non-small cell lung cancer
[TIAB]; @ NSCLC[ TIAB]; ® clinical trial[ TW];
® prospective [ TIAB]; @ phase 11 [ TIAB]; #
10R # 2and # 30OR # 4and # 5and # 60R # 7; @ ani-
mals[ MH ;00 # 8NOT # 9,

L1.2 #intg OmKEKKEE N RESE
WERAEDAMMIERE . OUEEBR I —RH
TERBITRRE . OFA S EGFR &R HY
BE. OWBITERF TR EFTN RS i
4308 ., HIEHE 250 mg MR 500 mg KR, H
2 R 3 R B PR B I T 1k T A2 T A5 2, SR X 4R
R R TSR TIEAER.

1.1.3 #Hmit OHFATESITHEIRER
R E ; OF 8 B AR ME & ©JE /M i
il % 5 ikt & ; @ T #F 1T EGFR 2 F & 3 5
QI IERIATE ; O MR A F AR EIITE .

1.2 RHWER SITRANFBEEHIEMIRERERR
SR Bk 8 T PR AR o (RECIST) #4797 8T 5 43
N 5E 2 B ## (complete response , CR), & 4 48 f%
(partial response , PR), ¥& %5 & i (stable disease,
SD) ¥ 9% 3t J& (progressive disease, PD), R A
R B [ # (response rate, RR)R] CR+PR i H
4y 2R P 1 ) 3R (disease control rate, DCR) Rl CR
+PR+SD., WITEFIENM B E LHERAETEY
(progression free survival), B 4 f£ Bt [8] (overall
surviva) fll 1 FEEFFR,

1.3 #HiBWE HEIFEHETHRBERERER
BB, BR N A HE  OBFF SERAE - SCHER & 2 ]
PARBEBIEG QB EFERFE  FE 8 M5 R T 5
AFh HZ A EGFR B [H AR 20 KA
P VTINM 408 O F Bide e - F B B R & M7
BATANANBEMTR; @4 RHER: CR, PR,
SD,PD,RR,DCR. ®ITEFHEMIEILE L RE
T, BAERERA 1 FEFFE,

1.4 &itEhE SEBSTRRRSA L K
165 f1 Fisher % 40 ; 4 77 43 7 F§ Kaplan-Meier 4
HHEE A HFWERSHEE. RiITKRAER
SPSS 13. 0 # 44,

2 #R

2.1 BEAGKER EAXEERRRMAERE

MR T /EHEWET 6 MfHF EGFR A FH & 1)

NSCLC f§ fi 75 Je 8 Je 18 97 B B BB s IR i B #E 4T

. XS R TE 2007 FE 2011. 12 BB A&

H.HEFFEF2ABERZA,BXRALIAHE 1

Ao FR1FIFE 2R T &K R B RFRE
F1 BEWREE

wWARE EGFR £ H
(—Z\ &R =4

WRRE RpARE
I P CEEB\LRE)
P Es] 77¢77/0) +E 14(3/11)
Hironori Ninomiya %[9J 17CRIEER) [EfE: 17¢12/5)
Kenji Sugio % [10] 19(9/10) H& 19(18/0)
Dong-Wan Kim 111 45CRUEH) BE 45(45/0)
Diego Dongivoanni %[12] 137 CGREH)D BAH 43(9/34)

Xiaofeng cheng 2:[13] 61CER UL fE 37(26/11)

&it 356 175(114/61)
R2 BEWKRIE
y | [4

LRSS <%ﬁ/ﬂﬁjr) <&§§/§E@%) )
WH% 28/49 60/17 23/54
Hironori Ninomiya %  9/8 17/0 10/7
Kenji Sugio & 11/8 19/0 10/9
Dong-Wan Kim %4 11/34 ESLL 9/36
Diego Dongivoanni %  88/49 104/33 Ut B
Xiaofeng cheng % 24/37 44/17 19/42
4it 171/185 244/67 71/148

MFE 1.3 2 0/, & 356 AP k#o
7 AERE A, AR REEH ALV NSCLC
BE, 356 mERLEBREN 18 N, BHAERN
171 GEERER 219 N, ETHEFR 137 N BRE
BE G 68,50, MMBHF G 32. 4%, IFRMAEE R
67.6%, HIBRIEN—LIGITHYIRITHEEA
¥k 86 N HIEBRIEN KRB U LIRIT BT
B E NS 10 L HRUAFE. S hn R AR
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ANFEH 49.2% ., EGFR ZHKM A3 % 65.1%,

2.2 BEEGFREFREH/R &3,
%3 BEEGFRENELZEMR
Hironori Ninomiya % 1 7 0 4
Kenji Sugio % 0 8 0 10
Dong-Wan Kim % 0 29 0 16
Diego Dongivoanni % 0 8 0 1
A (EEHE) 1€0.5%) 52(29.7%) 0 31(25.0%)

M 3 AT LLE 6 NI RIS 175 S EG-
FREHNBHMMBREF, I EF 18 RERNHN 0.5%;
SAEF 19 BEARE S, RAERK 29. 7% H KN
SRBF 21 RAF, RATHETK 25. 0% s AP BT 20 RAFHY
BEANBER L, RAEEN 0, GFHAEM Xiaofeng
chen ZEMIG FRIRI R 5 ) AR AR B, BT R
EEHRHE, PitSim EGFR £ R &M A% 175

e R E 3 356 N, BEZHEEBREEIBTE, 6 ©
RIS W ERER RS, P EFHE 15
ROy . WHEA K& BUETT 8 b BN 3 3k
T3 AR B &, B ABERH JEF R8T NSCLC
B AR, £6 B2/R,8 EGFREZEERTHREN
CR.PR.SD.PD.RR.DCR. H i it BAFEH . th
MAEFEHNEMERBM TR EBENER. B
EGFR %t 2245 8.8 77 8015 0l e ik 8 3 7 3
HoRAEIEBERNWME EGFR RERT B EWBTHK
REMEREHFH KT NSCLC MRS A#. A
A 6 IR I T3 EGFR 2N =45 iy 45 25 AU
BB AT AR R MIT A4 AT, R LA 8B XY EGFR %
B RAR R 5y YO T b . ERTE M ER
RERCTZUWHLUSNE T 19 f1 21 R KB KB
#FANB % 42 EGFR £#H 4 87 19 f1 21 A
i B E T RORAE .

R REHRER),
2.3 FFHER MFR 45 R, AR 6 H
F4 EWEEATFHBER
3 g g 0 o1 T ik BT —AEATF
RER CR(%)> PR(%) SD(%) PD(%) RR(%) DCR(%) EEE #CH) (%)
VF PR 2% 5.2 28.6 35 31.2 33.8 68. 8 6 8.9 61.4
Hironori Ninomiya % 52.9 23.5 23.5 52.9 76.5 S L R
Kenji Sugio % 63.1 26.3 10.5 63.2 89.5 7.1 20.0 77
Dong-Wan Kim % * 2.2 51.1 33.3 8.9 53.3 86. 7 13.1 26.9 80
Diego Dongivoanni % 0 13.1 26. 2 76.6 13.0 39 2.7 6.3 32.5
Xiaofeng cheng % 2.7 27.9 37.7 32.7 30.6 68.3 5.0 13.0 13,80
BitE¥E 1.7 39.5 30.3 30. 6 41.1 71.5 6.8 15.0 62.7
* REPAEWOERE KR
*£5 TUHEMIELFTHLE
RELE 15 Rk CR(%) PR(%) SD(%) PD(%) RR(%) DCR(%) FHEHRE *%'&%ﬁ g’i%?
B FR% 5.2 28.6 35.0 31.2 33.8 68.8 6.0 8.9 61.4
2 Hironori Ninomiya % 0 52.9 23.5 23.5 52.9 76.5 i A U KL
2 Kenji Sugio % 0 63.1 26.3  10.5 63.2 89.5 7.1 20.0 77,0
B Dong-Wan Kim % * 2.2 51.1 33.3 8.9 53.3 86.7 13.1 26.9 80. 0
7 Xiaofeng cheng % 2.7 27.9 37.7 32.7 30. 6 68.3 5.0 13.0 8
AitE¥E 2.0 44.7 31.2 21. 4 46.8 78.0 7.8 17. 2 72.8
& Diego Dongivoanni % 0 13.1 26. 2 76.6 13.0 39.0 2.7 6.3 32.5
%6 A EGFREFHZZEBRETHIERL
. oy it R BB AR
BRI CR(%) PR(%) SD(%) PD(%) RR(%) DCR(%) =148 8 CH)
Hironori Ninomiya % 0 69. 2 30.8 0 69.2 100 1,88 *{4.88
Kenji Sugio % 0 63.1 26.3 10. 5 63. 2 89.5 ESUA ESUEl]
Dong-Wan Kim % * 2.2 51.1 33.3 8.9 53.3 86.7 13.1 26.9
Diego Dongivoanni £ F 58 F iR 18 A 100 100 14.9 16.4
Xiaofeng cheng % 1.6 46.2 38.5 11.5 50 88.5 9.0 17.0
HitEHE 0.95 57. 4 32.2 7.7 83.9 92.9 12.3 20.1
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2.4 FARRBCA 6 MHKKXKEHARKET
AR BB W N 54. 2%, R s 5 A EYE 25. 9%,
BB T4 17%, % .0 MR it 14, 4246, T Zh RE 32 i
5.7 % s IR BRHE B 46 S PR IR BORBE, LR AR R
XA 1. 9%, T]JST 1 il 8 AH BE AR i & A A R
L2 E (B AE AR B R B AUl KRB, 28T S
BETLHALT., WK,
®7 FERMEHRCOD

#H% 55.8 27.2 1.7 2.6 0 2.6
Dong-Wan Kim % 71.1 28.3 21.7 17.4 2.2 0
Diego Dongivoanni % 35.3 16.9 3 KF¥E  12.5 0
Xiaofeng cheng % 54.1 31.1 21.3 31.1 8.2 3.2
A EHE 54.2 25.9 14. 4 17 5.7 1.9

3 Wit
HIEHRIE RN —F EGFR-TKIs 254, &£ R
FE—AN LB MEITEY . B 2009 FHER
e R B R 2 2 (ASCO) K& T B X FHIERH R
M RALST B (WA T INTEREST,
V15-32,ISTANA, SIGN P4 35 JT 5 1 B AL % B8 BF
3% B —3 1T A1l PR3 IPASS 455, AT 13 M 34k
¥ Je % EGFR X [H 248 1§ NSCLC & # By J7 3%
7, EGFREFNELTRHAHFERRE - LRIBIT W&
R T T T
Me ¥l NSCLC 1y —£RIG YT 9, #1125 o B Al 1 X
BT A REBRIMARERIT A R. E1594 5
UEBRAME=ZREMAEITHE—-LRETIB~
VB NSCLC B # ) PR N 17% ~22%, {2
N 7.4~8. 1 MH, — AR A 31%~36%.
KICEBET 6 MEA EGFR £ FH & NSCLC {#
HIEBRRIEIFW T EMEE R IR ST o HE
B CR(%) 1. 7%, PR (%) 39. 5%, SD (%)
30.3%,PD(%)30.6%,RR(%)41.1% ,DCR(%)
T1.5%, i B 6.8 M A P B AT
15.0NH, — £ FERNY 62. 7%, H EGFR #H
RAFBERIFRITHRA CR(Y)0.95% , PR(%)
57.4%,SD (%) 32. 2% ,PD(%) 7. 7%, RR (%)
83.9% ,DCR(%)92. 9%, F i T B A FE#12. 3
AB BRI 20 1A, A, TRHBS
TR 35 57 P bR I N3 BL AR T B A0 A i 0, N BE
= IEREIRIT NSCLC MR AHE. RAS TR
A IAER R IEIT NSCLC B PR, = i A 77 30 Fl—
SEAEFERYLL E1594 SAR R 4 M =M A4
TR —4IG9T I B~ IV 8 #3 NSCLC & & B %t i
B1E, W PD W EL E1594 #F5 b iy 4 M =R &

T FR—%RIAIT B~ N 8 NSCLC &M
XERAEAL . XA FIER BT &HT TR
FPRUE, HIX S0 H B E KHE & E L 8K 1T
WEFE . [RIEE, AEARE 6 BRI a8, TR AE
EGFR # [H % 3 B & 57T 36 & & PR, SD, RR,
DCR ., H437 JG 1 J A5 A7 3 Hb 8 Ak 28 3 7 38019 V0 1 XoF
IO & T, T PD W b Sk B E R PD AR, IR EIE
XA EGFREFRTREFRITHRFELE. XS
B AT IR L X IR S R4 .

HEBRRBIFWEERNBRRN N E BB,
AEANHPIRUEEBNE I 54. 2%, MR E
BRI R R ERBRBK ARRNEERHKE
INH I RV > B Bk TR > RO Rk > T T AR 2
84 > [a] B it 4R

g Bk, H AR R AE A —F EGFR-TKIs # 4
1697 B3 NSCLC, BAg 7 8037 - 8 | B 2 i A 3, X
H# EGFREFRA B F, HE KR N ik83.9%.
FA{E B E 3 2 A RIS M 1T, AR S B HHE
k¥ e 4 EGFR-TKIs 24 /&2 B EGFR HF 248
NSCLC B# —~RIBITHWEBEREF.
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HIV B8 LR S BRREERELERAH

FRA A% BEH
(LUHNERAFHBLEHEZER, LK 100069;2. EHEHAFHEBL XA WER. LT 100050)

[HEN B S PEH HIV & % & F 1 34 8 (Helicobacter pylori, Hp) S £ A ML R HH S . E@ LB E(CMV)AE
BHREFRENS BB E L, (5 Y 181 Sl A K6k kod &5 (HIV fabk4m 122 4], 5 B 48 59 #) 47 R 442 &,
*E AR RAT ik R E B R % E Warthin-Starry 42 £ 4 Hp B W L. LR 4B CMV B F R mBALFAAEENR
EEXREF [ERIHIVAREEFHAEERXELEHFAR, A THEAABEAR S RAAERAEZHTHREA(P <
0.01); HIV & %4 Hp # th & 22, 1% (27/122) ¥ B 4% F s+ R 42 40. 7% (24/59) (P <C0.01), # B 5 & & CD4 s e it % & 3y
MEHIV BEEHHAETHEREERBKRT AR 1Y vs 13.6%; P<0.05); HIV B gkaith CMV B $ 4 4. 9%
(6/122) , B AET X A 15.60(19/122) , st a3 hmek, [S#RIHIV AR HAEH LB e AR, 4 Hp & %
ERAUBTHERERKTEEAH, THRALELERR THEEAFG LAY,

[x@im] HIVAE, #Hhidsgsnm; JFHaLE

Opportunistic Infections of Upper Gastrointestinal Tract in HIV-Positive Patients and Analysis of Gastroscopic
Results LUO Xiao-lan, JIN Rui, LV Fu-jing ( Beijing Youwan Hospital Af filiated to Capital University Of
Medical Sciences, Beijing 100069, China )

[ Abstract JLObjective}To explore the opportunistic infections such as Helicobacter pylori{ Hp) infection, peptic ulcer, cytomegalo-
virus(CMV) infection and Candida esophagitis in HIV-positive patients, [Methods] Totally 181 patients(122 HIV-positive and 59
HIV-negative) with gastrointestinal symptoms underwent gastroscopy. Hp infection in biopsy mucous membrane was examined by u-
sing rapid urease method and Warthin-Starry silver staining. Immunohistochemical method was used to detect CMV infection, Candida
esophagitis was determined by using cytology brush smear. [Results] Most gastrointestinal symptoms in HIV-positive patients were
lack of specificity. Gastrointestinal symptoms such as diarrhea, dysphagia and swallow pain in HIV-positive group were obviously high-
er than those in control group( P <C0. 01). The prevalence of Hp in HIV-positive group was 22. 1% (27/122) which was obviously
lower than that in control group(40. 7%, 24/59, P <0.01), and was closely related to CD4 cell count. The prevalence of peptic ulcer
in HIV-positive group was obviously lower than that in control group(13.6 % vs 4.1%, P <C0.05). The prevalence of CMV infection
and Candida esophagitis in HIV-positive group were 4. 9% (6/122) and 15. 6 % (19/122) respectively, but those in control group were
negative, [Conclusion] HIV-positive patients have the prevalence of opportunistic infection of upper digestive tract, The incidence of
Hp infection and peptic ulcer in HIV-positive patients are lower than those in common people, which suggests that the pathogenesis of
HIV-positive patients is different from that of common people.

[Key words] HIV infections; digestive system diseases; gastroscopy
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