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EAANARMELE SN HE/ Nl B il f2
BEMiE LMTK-3. IGFBP-7 K&

B, R, TAM
(ZBELELTARER MEMIOTRE, L4 5#L 243000)

HE . BH I ERAN R4 E 24057 3w 21 3E /) da HUAR & & fnF Lemur B R85 3 (LMTK-
3), B EMAKREATFLELEG 7 (IGFBP-7) W&, J7iE B 201281 A —2015 41 A T RKE
NSCLC £ 86 Bl AR %, MM F R iE0 AL ot AL, AE20 43 4], 3PIRLA 8 H RIE Mg +
MRABACTT o VAR A 3T IR Skl LIRS BRI . AR B AIG R R, RRE ., IR R A K E
F (VEGF), B E&HAKRF 1 (IGF-1), LMTK-3, IGFBP &k RK-PH#HATHEM, GR WEME 5T ENA
F . BAAFEZ TR (P <0.05), WL 7T TR, £2FA%TFEL (P<005), HEEF
RBBE R E B EF G FEL (P>0.05), HLEEESF )G VEGE, IGF—1 & LMTK-3 K-F458 55 T
FA, GFBP K-FREFBEEE, 2RFAKITFEL (P<0.05), BIELMES G VEGE, IGF-1 % LMTK-3 &
P BA T, IGFBP-7 £.5, 2FA%it3EL (P<0.05), &t EAAN &I £ TA G
NSCLC & 83 LMTK3 K-F, 4t & ik IGFBO-7 KF, 8957 R4, RRR AL,

K EAANKPE ;T BB DM ; Lemur BARIMEE 3 B EAHAKRRTLS
EH -7

FESES : R734.2 XHFRIRED ¢ A

Effect of recombinant human endostatin plus chemotherapy on
serum LMTK-3 and IGFBP-7 in patients with
advanced non-small cell lung cancer

Min Han, Jian Wang, Jiu-sheng Wang
(Department of Radiation Oncology, Manan City People’s Hospital, Manan, Anhui 243000, China)

Abstract: Objective To investigate the effect of recombinant human endostatin combined with chemotherapy
on serum LMTK-3 and IGFBP-7 in patients with advanced non-small cell lung cancer. Methods Totally 86 cases
of patients diagnosed with advanced non-small cell lung cancer in our hospital from January 2012 to January 2015
were involved in this study. Patients were randomly divided into observation group and control group (n = 43).
Patients from control group received gemcitabine + cisplatin chemotherapy. Patients from observation group received
endostar in addition to standard treatment. The therapeutic efficacy, side effects and concentration of VEGF, IGF-1,
LMTK-3 and IGFBP were recorded. Results The therapeutic efficacy in observation group was significantly higher
than that of the control group (%’ = 5.403, 7.493, P < 0.05). No statistically significant difference in the incidence of
adverse events between the two groups was observed. The levels of VEGF, IGF-1 and LMTK-3 in both groups were
significantly increased while GFBP decreased post treatments when compared with that prior to treatments (P < 0.05).

Concentrations of VEGF, IGF-1 and LMTK-3 in observation group were downregulated while IGFBP-7 upregulated
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significantly when compared with control group (P < 0.05). Conclusion Recombinant human endostatin

combined with chemotherapy is a promising option for treatment of NSCLC patients with good efficacy and less

adverse reactions.

Keywords: recombinant human endostatin; chemotherapy; advanced non-small cell lung cancer; lemur

tyrosine kinase 3; insulin-like growth factor binding protein-7

i P 2 — b BT T AR v R MR e, e
I 2 R AR /N i MY Al % (non—small cell lung cancer,
NSCLC) " NSCLC 7E# KRBT, 2400 2o Tt
TP MERE ORI, F AT, BRI NSCLC Byiad 7 AL
J7 o E T, HHYTRCE S, BE (EAANEME,
Endostar ) FEH AT A, & IRV A
Yyt PRSI T N S A, BH (- ZH 2 B A0 AL RS
FHFHIT, X NSCLC BA RAFIIIMHIZECR . ik,
A BT B EEBRA ATT RT I 0] NSCLC S8 35 A7 28
Lemur BEZ RIS 3 ( Lemur trrosine kinase—3, LMTK-
3 Y& — TP A MRIER Y, FER 0 &R R i R,
s 2 R I R A B A AR T ™ LMTK=3 ] fiifl
HHTHERRIL, M2 SIS BRI S, X T4l
MRS E . oA S T AR R AT AR R
BEHAERKHEFEEHEE 7 (insulin-like growth factor
binding protein—7, IGFBP-7 ) J&—Ft [l J&g 1]y il S A,
A R A0 L S AR, TR kR KRR
TR e it ABFTER TN B RS LT
1097 NSCLC, WL PRIG Y 7 BCRI PRI 2 1L i
LMTK3. IGFBO-7 %0, LI NSCLC Bl FRIR T
PR, BHRE T .

1 #ABERE

— g E Ay

VEH 2012 4F 1 H 2015 4 1 H T A< B W i6 14
NSCLC 3 86 B i se st 4, LpENECTFRIED N
SRS AN HRZ, B2 43 f51] , FLvf, o) B2 - B34 27 1],
P16 B 5 4EIE 52 ~ 76 %, P (59.1+42) %
JiRdEE 29 B, A 14 41 5 IEPRA AT B 7 22 461, IV 4
21191, WELH Y314 29 191], Lok 14 1915 485 53 ~ 80 %7,
T (60.2+5.0) % 5 B 316, HoAl 12 1 ; IGIK
YHATL B 351 24 49, IVHH 19 . %F 94 8 5 m vk )
AR L BRI PR AT — Bk 25 T g
B (P>005), BAW M., ARSI G H
ZE ot

1.2 BPANIRESHERIRE

12,1 waadrf OFrf BEERAF A IR/ N e 2

1.1

Wibsife ™', SR TR RIS NSCLC 4% 3 Q=
FRRWEAET 70 43, HUACIRBLAT Z 4657 5 @
TNM 70380 T B ~ IV 5 @A BE R A 152 53 HoAt 7
AR ASTEGT AT ; OBF WBUHEAY =
3ANH s @ERFHEE R A
122 Hpdrg  OHBRR AR RGE 5 O
W A ™ EL O ERE M UE e D RE R 8 5 OHERRXS
AT7 RS R 5 @HERR R I A A e
B
1.3 7k

Xof B B8 SR AR IR T - 7 A AR + A
WS A AEXT HEA LA IR BUEIAT T 0 AL
BB 1 M8 K H K G 7 P4 fb % (ELDLILLY 23 ],
HWHIES © H20110535) 1000 mg/m’, #HlkiE . 451
K DK (VLIRS B A IRA ], [E24
HET- H20110812 ) 75 mg/m’. WERLH A4 1~14 K]
W2a RS (CREFZHEYHRIZG AR AR, FH
HET- $20050088 ) 7.5 mg/m’ FEATIEIT . 14 d A 14k
1.4 &R
L4l WeRITRC MALBE TR 3 MLy IS T
WIFRL, 27 WHO i€ A ST R0 ', 73R 58
e ( complete remission, CR ). EAroE s (partial
remission, PR ). %faE (disease stability, SD ) FEESR
HEJR( disease progression, PD M 2. ZMAXCF =( CR+
PR) / BB x 100% ; BAECHE =(CR+PR+SD ) / &
BIEL x 100%.
142 RREREE LA EE BB ROV,
4z W [ PR FH Y NCICTC 3.0 RRAG GAR DA
1.43 SR dndn B A A KE T (vascular endothelial
growth factor, VEGF ) REEHAKET 1 (type—1
insulin like growth factor, IGF—1 ) #ml PR E
TEIRIT IS W TE R T R & 5 ml SMJR K ML, 72
3 000 r/min B.0HCETE, B 20 CUKAR S At
K HIELISA ¥ ( VISR YRR PR A R ) A
M3 VEGF, IGF-1 # i,

1.4.4 %} & f2 LMTK-3. IGFBP #4339 T4
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AL, A AL SRS S AT IR /NI B 10U LMTK=3, IGFBP-7 5215

T HT AR YT 5 BYTH =23 W R A W 20 A8 35 A/ ) e i o,
5ml, 3000 r/min Z0HCEIEWR, EA -20°CUKFER R
TRFE. K ELISA WA m o G s A E M RHE A BRA R )
K %5 LMTK-3, IGFBP &,
1.5 SitEFE

Bl MR SPSS 19.0 e T4kt THE ORI
B+ B (xxs) Fon, PALRIELECR « K056, 11
BOERLL (%) Fo, PIPTELEH xR, S50k
FEAER RN u K556, P <0.05 M ZERA G it X,

2 #R

21 FrEEM

MELAIRIT R AR . BABOER m T X R
( X ’=5.403 17493, ¥JP<0.05), WELHM LT
WYL, ZRAG L (u=6.438,P <0.05), WL 1.

22 MABELRRREILLE

PIZLAEE I AR . 2T B (I RRAIC . IV
FRAR. Bk . IFoiRei s . OB g ERER
TGEEE X (P>0.05), W2,
2.3 WHEEMF VEGF. IGF-1 ik

BB FIRIT S VEGE | IGF-1 K57 R
I, 25 AG02F 5 (1 =5.679.3.108 ,6.700 & 2.722,
BIP <0.05), HWMELAIAYT RN A ER, 2540
it S (1=2.548 F15.021, ¥ P<0.05), W% 3,

2.4 THBEME LMTK-3, IGFBP-7 tb%&
EIT R, PR AL R 1) Y LMTK-3, IGFBP-7
KA G it 225 (P>0.05); W48 EIRIT
Jii LMTK-3 33697 /i AR, IGFBP /K536 97 Ji
B, ERAGHEE L (P <0.05), BB R
LMTK-3 %% IR TE G, IGFBP-7 &, 2% A 41T

=1

WEELH 43 0(0) 13 (30.2)
XJHRZH 43 0(0) 7(16.3)
ulx A 6.438
PAH 0.012

FAFTRLER

% (%)

20 (46.5) 10 (23.3) 13 (30.2) 33 (76.7)

8 (18.6) 28 (65.1) 7 (163) 15 (34.9)
5.403 7.493
0.022 0.008

®2 MABEFREELE (%)

pUE il I, e 22 (51.1) 10 (233) 5(11.6) 1(23) 2(4.7) 1(23)

I, V& 8 (18.6) 2(47) 0(0.0) 0(0.0) 0 (0.0) 0(0.0)

Xof Bt . % 24 (55.8) 9 (20.9) 4(93) 2(4.7) 3(7.0) 3(7.0)

m. V& 10 (23.3) 2(47) 0(0.0) 0(0.0) 0(0.0) 0(0.0)

ufl 0.758 0.410 0.484 0.892 0.732 0.704

PE 0.807 0.924 0.903 0.582 0.784 0.883
®3 WABREHEBTHIEME VEGF. IGF-1 b8  (n=43, xxs)

MEZAL 526.14 +150.28  358.15 + 122.64 5.679 0.000 179.23 £ 54.31 114.52 + 32.58 0.000
XTHEZH 508.96 + 139.30  423.42+114.79 3.108 0.003 185.64 + 62.89 154.52 + 40.83 0.008
18 0.550 2.548 0.506 5.021
PfE 0.584 0.013 0.614 0.000




rp E B R 2R AR o508 %

x4 THBEEMSE LMTK-3. IGFBP-7 tk# (n=43, x+s)

LMTK-3/ (ng/ml) IGFBP-7/ (ng/L)
gﬂ%u > VN > VN

R 3 s 1 P HITH 3 AR t 1A P

U2 17.54 +4.28 8.95+2.16 11.749 0.000 30.52 + 10.93 39.47 + 831 4274 0.000
X} A 2] 16.39 +5.30 13.42 +4.81 2.859 0.005 31.76 £ 12.58 34.15+9.56 2.992 0.010
18 1.107 6.114 0.488 2.754
P{E 0.271 0.000 0.627 0.007

2R (P<0.05), WLk 4,
Tie
i S — P S N I B e e, 80% L I
B NSCLC & EMiZ g T, VI, EakEk
HIFIFHL ™, B NSCLC /B F 2087 BN 7
s . ARG SERIG, B —E TR, 1
BENAEAABEAR Y, IV, PuisE AR e gl
IRIT MR R R 2 . R IR A4 I
oA SR, B A AR A3, AT4R R NSCLC
B BRIT R e TR I B 4 A R T
JER . RS AR, B N R AN AR, i
TR AL A A A RNWIE . R URE 1 T A
IR I PN R AL, AR 25 R B A T SRR A
FER R Ak gkt B RAFRIT AL

BT, SRR R A FCR N ESA BRI &
TR, A2E5, HWEARIT NI VEGF /K
ART X IR . VEGF 234 %02 i i i 20 U g AE
AFEINAS , Z5F = Seaht it b X A TR il
S8 o Bk 8 A0 B A AR MOBAE SR MR, A5 BT
GRS o JELRE T8 o e S PR P 0 2 I P R 20
MHIAEAERS , ST, CRARE AT A A i
SR, B VEGE K. [RIEHAT7 IR B AR A
KRN JC2 5. BRIl NSCLC 82 (8 A= i 4
A, s R A, TR ) A e A A
Sipnt, BESAERT VEGF 4S8k, FIRENA
IK ARG, PEMIFR VEGF 265K, 175 St
AT, R SCRRAE " A R, RUEECAARITIRYT
BRI AE/INAR B i 2 — b e A AR YT O, HAS
BRI . TE AR R R, BB AT
J7 SRR T I RIITROE R, A R KA I
RIGIN, AWFTREERAL, RPFEHAANELINERL S
TIPS RN, %M.

BT RM, SR R BRI

3

A, TRTAE M SR AL R R, iR IR A
K F RAFTER T " i B A% e 2 R I R AR
Wi () 52 st B A IS g i e R SR ki, 2
Jieg A= 4 AN AT B R A I 2R . LMTK-3 7€ ER {5 5
Hh HAEENER, S RE RS E
FHXG, LMTK-3 Atk iRk, =5 R 4ME
EE il O s I BN I ORI 2 2 ST
VT JUAE, LMTK-3 75l g 40 i v s ek, 520 4
R AR E, SR TR — MR BUE N 2 5
SRR R R R AR . IGFB 2 IGF-1 Y321k, Wiy
SR BRI A R R AR B RIME . R R
AR TR —RZ Y Re g s R, Al Rk
Mok, BEGE . MEMAERK AT . IGFB0-7 25l
A 1CG-1 S HAZREAZ G, AIREF IGF-1
o 5% K S 25 P K R BB R A

AbtsEr, MABFIRITIG VEGF, 1GF-1 KP4
BITRCEAR, HACA 225, HE4GIT A LMTK-3
BN IR AR, IGFBP-7 B (P <0.05), Wi R —
FCim I ER G P i 3 R G SR KO-, AR A G 1 3
. FET, Wi ER G ZAAETE . ISR E .
R, NSCLC B AEYFRHES ER K545
BmASE ™, LMTK=-3 J&—Fh g BRI AL, nfie
iF ERa Jaf SR (1S Mom I, P9 ER 2244, #8717 ER
" LMTK-3 78l B 0 i Az 2 s 2k,
JEAR/ N IR AS B TS B ST FE RS R L A
WLZE 20 A5 06} HR 4 ) LMTK-3 B AT fin i &, R
FEUGE BT, SR TS K, SR &
HH LMTK-3 7K, HAHLH 9. ER %
W5 1GF-1 {5 5l AP AR BT, 2 3 e (2 i
NSCLC Y% . IGFBP-7 J& IGF H)5Z{A, J&—Fhiri
HH, AT EMAS. SET. IGFBP-7 5/
IR R BN E 2%, H 5N E A RA e, o]
Z5JTAMEIGEE . Mog I MR, B
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HhAL, 45 o AU B SS G AT X e AR /N AR £ LTS LMTK=3 . IGFBP-7 520

RIBFIEIA N, IGFBP-7 1E G R i L R 5k 2%
S "™, YT SF30 VEGF A5 4 iR 1058 A i o6
L R R AR . R R . ARSI, WL
B IGFBP-7 Fhisy, HOWEZ T i e, R
FEBC AL T T H 5 R 1Y IGFBP-7, $0k] 1 fieg i A
KY5HBTR

gi Lk, HA NN MRS T AT AR
NSCLC H%BILIE LMTK3 7KF-, FHE il IGFBO-7 7K
-, BRI, AN R AR
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