4860

right patterning[ J]. Biol Open,2015,4(11) :1376-1386.

[8] Reynolds BA, Weiss S. Generation of neurons and astro-
cytes from isolated cells of the adult mammalian central
nervous system[ ] ]. Science,1992,255(552) :1707-1710.

[9] Sundberg M,Bogetofte H,Lawson T,et al. Improved cell
therapy protocols for Parkinson's disease based on differ-
entiation efficiency and safety of hESC-, hiPSC-,and non-
human Primate iPSC-derived dopaminergic neurons|[ ] ].
Stem Cells,2013,31(8):1548-1562.

[10] Zhang W, Gu GJ, Shen X, et al. Neural stem cell trans-
plantation enhances mitochondrial biogenesis in a trans-
genic mouse model of Alzheimer's disease-like pathology
[T]. Neurobiol Aging,2015,36(3):1282-1292.

[11] Rossignol J, Fink K, Davis K, et al. Transplants of adult
mesenchymal and neural stem cells provide neuroprotec-
tion and behavioral sparing in a transgenic rat model of
Huntington's disease[J]. Stem Cells, 2014, 32(2) ; 500~
5009.

[12] Ji G.Liu M,Zhao XF,et al. NF-«B signaling is involved in
the effects of intranasally engrafted human neural stem
cells on neurofunctional improvements in neonatal rat
Hypoxic-Ischemic encephalopathy[J]. CNS Neurosci T-
her,2015,21(12) :926-935.

[13] Mazumdar J,O'brien WT,Johnson RS, et al. O2 regulates
stem cells through Wnt/B-catenin signalling[J ]. Nat Cell
Biol.2010,12(10):1007-1013.

[14] Abu-Remaileh M, Gerson A, Farago M, et al. Oct-3/4
regulates stem cell identity and cell fate decisions by
modulating Wnt/g-catenin signalling[J]. EMBO J,2010,
29(19) :3236-3248.

[15] Piccin D, Tufford A, Morshead CM. Neural stem and pro-
genitor cells in the aged subependyma are activated by the
young niche [ J]. Neurobiol Aging, 2014, 35 (7): 1669-
1679.

[16] Pei Y, Brun SN, Markant SL, et al. WNT signaling in-

doi:10. 3969/j. issn. 1671-8348. 2016. 34. 035

FHREZ 2016 412 A% 45 K4 34

creases proliferation and impairs differentiation of stem
cells in the developing cerebellum [[J]. Development,
2012,139(10):1724-1733.

[177 Shin J, Shin Y, Oh SM, et al. MiR-29b controls fetal
mouse neurogenesis by regulating ICAT-mediated Wnt/
B-catenin signaling[ J]. Cell Death Dis,2014(5) :e1473.

[18] Braunschweig L, Meyer AK, Wagenfiihr L, et al. Oxygen
regulates proliferation of neural stem cells through Wnt/
B-catenin signalling[ J ]. Mol Cell Neurosci, 2015,67 (1) .
84-92.

[19] Ingraham CA, Park GC, Makarenkova HP, et al. Matrix
metalloproteinase (MMP)-9 induced by Wnt signaling in-
creases the proliferation and migration of embryonic neu-
ral stem cells at low O2 levels[J]. ] Biol Chem,2011,286
(20):17649-17657.

[20] Yang XT, Bi YY, Chen ET, et al. Overexpression of

Wnt3a facilitates the proliferation and neural differentia-

tion of neural stem cells in vitro and after transplantation

into an injured rat retina[ J]. J Neurosci Res, 2014, 92

(2).:148-161.

[21] Azim K, Fischer B, Hurtado-Chong A, et al. Persistent
Wnt/B-catenin signaling determines dorsalization of the
postnatal subventricular zone and neural stem cell specifi-
cation into oligodendrocytes and glutamatergic neurons
[J]. Stem Cells,2014,32(5) :1301-1312.

[22] Liu M, Guo J,Wang J,et al. Bilobalide induces neuronal
differentiation of P19 embryonic carcinoma cells via acti-
vating Wnt/B-catenin pathway[J]. Cell Mol Neurobiol,
2014,34(6):913-923.

[23] Qu Q.Sun G, Murai K, et al. Wnt7a regulates multiple
steps of neurogenesis[ J]. Mol Cell Biol, 2013,33(13):
2551-2559.

IS # H 1:2016-06-28 & [8] H 1 : 2016-08-16)

EGFR-TKIs i&frE/NARF T 5 R RiE T iR

TREF AR

(FEREHKXKFWES —ERM S I4  400010)

[£8iR] NSCLC; B & BR g B ) 7 5 & 25 598 57
[FESHES] R459.9 [X#EkFRiRAG] A

il g6 J2 4 BR R S0P R A e M b Y L B A 70901
filides B E B R BB R, EF RIS, XEEEP,H—
SN LA B 5 L 2K S B 1) X2 AL 9T SR 3 9T I S0 AR /S A4 i i
Ji (NSCLO) By Fedir 5 K% o {HJ 2008 4F 3 [ I BR i 88 2% 4%

* EEWHE TR RIS IH (este2013jeyjA10108)

JTHFSE . & 1E& . E-mail:drzhb@sina. com,

[XXEHS] 1671-8348(2016)34-4860-04

BIAHSE Meta W] ALS7 A X T 0/ 57 SCRFIT 5 RO AE 1 A2 A7 30
JUAH ARZRARIT AR BE T — MRS . B 5 2%
A A TR Lk fi gt A 9 ML 1 B 1t — 22 R T 5 23 TR IRNIR T IE R
P P BT B B Y S B0 R A K IR T &2 7R (EGFR)

EER A BN e (1990 —) TR BAR L+ 220 8 g 350 g 1y 2 IR 2 3



FRES 2016 5 12 A% 45 5% 34

P HE ] 2459, © T I R A T 0 LT A O B B R N Ay
T B AT 3V A I AR A 4 57 (EGFR-TKIs) G K 259
HEHBERMEELERE.
1 EGFR-TKIs 3897 NSCLC #1E F #1ifit 25§ i

WHoE B, EGFR-TKIs 7E 8 97 B A LLF I PR RRAE 1 8
HAT BT R T At IR AR BRI B A TR X S
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TKIs % EGFR %878 f) & SR o 8 %0, SRmi, 47 WF 98 3%
B JR A TE 8% EGFR-TKIs 3657 9~ 13 4~ H J5 M DA G 1) 25
HB 25, M2 LA 50% L B EGFR RAE R E R H T
EGFR 1 3R #5584 — T790M FE 45 (% 52 BR S I Ak 381 790
7 95 B R e 0 R R T U 1hb 8 72 i o 4 2 % = i R
REE CATP) [ 25 FE 8 i, 1 %) 1 220 I 96k iy 1) 3 Ak T B, i
9555 EGFR-TKIs f3 R . HoAth i 25 BL ) 0 55 5% {75 58
B4 AE K F(MET) , AR 4 KB F % & 2(HER2) Al i
Ji Pk JUL - 3-8 il ( PIK3CA) Y 98 748, b Fz- 1] iz % e I 41 21 2%
U S R AR AR & PR T 2 TR R T AT
2 R ZERYETT R
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RO AL B A (OS) 43 5l R 14.8 F1 17,2 A~ A L 56 & I
K 6820 76 %6 ARG TE RN 3206 RN 24 Y%, ik 5 AL 43 A
S 33%6 M 235, 4 TR WAW 24 )5 Ak s 0 A A AR R R iRy O
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tinib 7] LB B 003 B 19 540 B T8k 2848 1) EGFR fi 3 ,
T X BRI afatinib B 24 [ [ &K BE 2 I K BT 5% 41t v
1 EGFR-TKIs —&IGIT 24 .

Dacomitinib, Pelitinib, canertinib Fll ceratinib #B /& %% — 40

EGFR-TKIs 93 , I AT 320 36 e 71 57w ) be 3 9 e e
IR T P (B R TE R AT KR I R IR IR T 2 B L X S 25 ) I A 1R
P A AR — 48 EGFR-TKIs B A4 % iy i IR I7 2, s i 3 T
— ST BN KO .
2.3 4= EGFR-TKIs 2014 4 ASCO 28 il 55 TF 53 4% 8%
B T ILAME A EGFR-TKIs, BF5E & X 86 EGFR-TKIs Xf
EGFR 2278 Fil T790M Z& A5 ifit 24 5 1R 97 HOR BEEE — AR 55 —
A B 3.

Osimertinib( AZD9291) /& —Fi 1 AR . =5 %% . 0k & o A /] 39
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7 PD-L1 A5 PD-L1 [ 4% & 25 575K 8. 706 (13. 2% Ml
14.5%) , 1 £ 8 Fl MPDL3280 B £ & LI i 22 53 . 4815 5
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