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[ Abstract )

treatment of patients with advanced non-small-cell lung cancer (NSCLC). Methods

cancer
Objective To evaluate the clinical efficacy and toxicity of gefitinib in the first line -
Fifty-eight NSCLC
patients were treated with gefitinib 250 mg orally taken once daily until disease progression or the occur-
rence of intolerablet toxicity. After two months’ treatment, the clinical efficacy and toxicity were analyzied.
Synchronously, the EGFR mutation status of tumor samples was detected. Results Among these 58 pa-
tients, there were 2 cases with CR(3.4% ), 16 cases with PR(27.6% ), 24 cases with SD(41.4% ), 16
cases with PD(36.5% ). The disease control rate was 72. 4% . The clinical benefit rate was significantly corre-
lated with gender, pathologic type, smoking history and the status of EGFR, but not with clinical stage. The
mutation rates of EGFR was 51.7% (30/58). Conclusions In the first line treatment of patients with ad-
vanced NSCLC, gefitinib is effective and safe which can relieve symptom and improve the quality of the life.

[ Key words)
tageted therapy

HtifEE R NI e M AE T E B E . $E4E1T,2008 4F
FEEA 215 020 H R, H 161 840 HIBHEFE T . B
H T, 2 80% ~85% J9IE /N4 fa it ( NSCLC) , B 70% i
BETLHREIG I ~ VH® . by =81 NSCLC JiifE 58 4 (9
FEIRITF B, R AR AR DA N ZERE A1 S 15T i R
HFMAEGHREA8~10 A, FHEIREMIBIFAIK
HERENEFABBRANEE, FEERIBE-ANATE
PR 35 Kz 4 K [ F 324 ( epithelial growth factor receptor, EGFR)
B FR UG #1577 ( thymidylate kinase-1, TK1) , B 8] U@ i3 0
i R & A AR R B R £5 S AT I 6 ol e e s 7, B AT
B AV B TR R B — 2R T RIRIT . A AR BB S5
B T e T IR B B 332 5 AR R 1RYT 1 58 Bl NSCLC
SREITR A RN AR i PR PR R XA T BRI
1 ‘EREAE
1.1 — %R, $%%2006461 51 HE 2010482 A 31 HF
2 BH T e B e AT 7 SR R VAT 4 v B 0l /)N 4 Y A o A

DOI.:10. 3760/cma. j. issn. 1674 —4756.2012. 11.023
Y& 837 . 455000 TR 44 22 FH T AR R B 0T =%

Gefitinib; Non-small-cell lung cancer; Epidermal growth factor receptor; Molecule

Ft58 451, Horp 5 30 45, % 28 Bl 4R 51 ~T9 X P AR 64.5
% &MBE DRI AEL, P BRR MR 15 61, i 42
B, HAER 1 ], 2 1997 SEE PR RR B T 89 TNM 204
PR, LB 3 31 4, IV 27 4] WA 23 ], JCHRAR 35 4, EG-
FR SARIRES  RAERL 25 4], By A2 5 33 431,

L2 Ak (D 1997 48 E BRyTE B B &1 T H TNM 23 35idR
ST AN AV B QF LA 1 AT IS AL O
BERBATTARIGST B RS R A & o] AT 2710l DRE
FEREZ ST R FRENGT ; OBUHE AR > 12 A,

1.3 By7 ik FAERE 250 me/d, DR, &2 S 5K
JREH B E A B

1.4 EGFR RAPRZSHEI : B 2 ~3 7K 10 wm JZH A AR A
FERUR AR DNA, A DNA (4R BUS 1] QIAamp DNA 5K 5k
B 2 A R SN RN S B B AT R EERITIE
%t EGFR 2R HATIM . B 559 3% EGFR ¥ ILI R ENL
A.18.19.20.21 4B Fo Y HEGIMIFIINE L T HERMER:
95 C 5 min;95 °C 30 s, 56 ~62 C,30 5,72 C 30 s,35 {MEHSG
72 C 5 min, PCR =Yl REEHNAFWFE. 1187195 K
P RS ROGR3 | #17.



HESEAETI2012 £ 6 A5 39 %% 11 3§ Chinese Journal of Practical Medicine June 2012, Vol. 39 No. 11 + 49 .
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%1 PCR¥# EGFR 19 ~21 4 R F3| 455
E- 453 HEF ElE 20
F,5’ -CTGCTGGGCCATGTCTGGCA-3”

R,5’-GCTTGCAAGGACTCTGGGCTC-3"

F,5’ -GTGCATCGCTGGTAACATCCA-3’

R,5’ -AGCAGCTGCCAGACATGAGA3’

F,5’ -TCTTCACCTGGAAGGGGTCCA-3’

R,5’-CCATGGCAAACTCTTGCTATC-3"

F,5’ -CTCAGAGCCTGGCATGAACAT-3’

R,5’ -CAATACAGCTAGTGGGAAGGC-3"
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[ Abstract)

vitreous hemorrhage. Methods

Objective To investigate the main cause and the clinical outcome of non-traumatic
The clinical data of 166 cases of non-traumatic vitreous hemorrhage were
followed up and analyzed between July 2008 and June 2011 for the main cause and the surgical effects
which were carried with vitrectomy. Results Of the all causes, proliferative diabetic retinopathy was the
principal cause (11leyes, 57.83% ), the second one was retinal vein occlusion (25 eyes, 15.06% ),
and the third one was Eales’ s disease (12 eyes, 12.69% ). The best corrected visual acuity were all im-
proved to a certain degree. Conclusions Proliferative diabetic retinopathy (PDR), retinal vein occlu-

sion and Eales’ s disease are frequent causes of non — traumatic vitreous hemorrhage. Vitrectomy is an ef-

fective way for treating them. Retinal photocoagulation in early stage is helpful.

[ Key words] Vitreous hemorrhage; Diabetic retinopathy ;retinal vein occlusion;Eales’ s disease
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