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HAE A A, RAMTT(W F A4S R 5 ) A MIrLj- 11230 ACHE /s 40 JRLAT 78 AS494m JltL 38 5849 %5 ok,
A A Transwell 7 & 2 MrLj-1123F A5494m it £ # Fa 42 22 69 %571, HoechstAn & 4B i 3¢ & 49 7 iR 40
rLj- 1125+ A5494m JieL 8 1= 49 %% 7@, K J8 Western blotix A2 MrLj- 11257 A5494m oAz 5 18 5548 % & & S K
TG %o, 4R ERA, rLi- 11268 %37 5| AS494m it 69 35 78, 37 H] IR EICsofE 4 1.64 pmol/L; rLj-112
B2 ] ASA9 4m L ) i A% A0 12 2 HF 2 A BARMUME 1Lj- 1126895 5 A5494m it eg B = rLj-11240 3 it
4@ fit.cleaved-caspase3 & &) /i #ucleaved-PARP& @ M /K -F 7+ &, £ #ArLj-112:8 id caspase3/PARPiE 12
PATAFAS494m L 64 A T 8995 F, p-AKT. p-PI3KA=p-Erk1/289 7K -F T I, 27 rLj-112694% A 7 X 5
PI3K/AKT#HE %12 5 i 34 A .

XA AR/ S AE; A0 R AR 2R AR T

The Effects and Mechanism Studies of Recombinant Protein
rLj-112 on Proliferation, Migration and Apoptosis of Human
Non-small Cell Lung Cancer A549 Cells

Zheng Yuanyuan, Wang Jihong*, Li Qingwei*
(School of Life Sciences, Liaoning Normal University, Daliang 116029, China)

Abstract We studied the ability of rLj-112 protein from the Lamprey Japanica on anti-tumor of A549
cells and its regulatory mechanism in this study. We used MTT assay to detect cell proliferation. Giemsa staining
assay and Hoechst 33258 staining were employed to examine cell apoptosis of A549 cells after Lj-112 treated.
Western blot was used to examine cell apoptosis related signal proteins. It was found that after treated with rLj-
112, the proliferation of A549 cells was inhibited and I1Cs, value was 1.64 umol/L. The inhibition effect is in a dose-
dependent manner. The migration assay showed that after treated with different concentrations of rLj-112 proteins
the inhibition effect was in a dose-dependent manner. The same situation occurred in the invasion test. The Hoechst

33258 staining experiment showed rLj-112 could induce the apoptosis of A549 cell. The Western blot analysis
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showed that cleaved-caspase3 protein and cleaved-PARP protein were improved in A549 cells treated with rLj-
112 and demonstrated that rLj-112 induced apoptosis of A549 cells through caspase3/PARP pathway. The levels of
p-AKT, p-PI3K and p-Erk1/2 were decreased in the rLj-112 treated A549 cells, demonstrated that rLj-112 reduced

AKT/PI3K pathway in A549 cells.
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Fig.1 Identification of purified protein rLj-112 by
Tricine-SDS-PAGE
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*P<0.05, **P<0.01 compared with control group.

E2 rLj-1123F A54940 Bt 5E A H0HI1E A
Fig.2 Inhibition of A549 cell proliferation by rLj-112 protein

Migration inhibition rate (%)

A: SHRRZL; B~D: 1.04 1.5+ 2.0 pmol/L rLj- 11215 F T AS494 AL A2 ; E: rLj- 1123 AS49LH AT A B4 =

X IR ALAR L

100+

80 -

60 -

40 4

20

1.0 L5

rLj-112

Control 2.0 (umol/L)

*P<0.05, **P<0.01, ***P<0.001, 5

A: control group; B-D: effects of 1.0, 1.5, 2.0 pmol/L rLj-112 on migration of A549 cells; E: migration inhibition rate of rLj-112 on A549 cells.

*P<0.05, **P<0.01, ***P<0.001 compared with control group.

B3 rLj-112%FA5494mBET F8 ROINEI4E A
Fig.3 Inhibition of A549 cell migration by rLj-112 protein
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A: control group; B-D: effects of 1.0, 1.5, 2.0 umol/L rLj-112 on invasion of A549 cells; E: invasion inhibition rate of rLj-112 on A549 cells.
*P<0.05, ***P<0.001 compared with control group.

El4 rLj-1123FAS494RAE(R 22 ROINEIAE A
Fig.4 Inhibition of A549 cell invasion by rLj-112 protein

El5 rLj-112503BAVAS49M AR AR K-S i
Fig.5 Wright-Giemsa staining of A549 cell treated with rLj-112
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E6 rLj-1124-IAIAS4940AE /5 A Hoechst 33258
Fig.6 Hoechst 33258 staining of A549 cell treated with rLj-112
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Fig.7 The levels of caspase3, cleaved-caspase3 and cleaved-PARP protein in A549 cell treated with
rLj-112 detected by Western blot
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Fig.8 The levels of p-AKT, p-PI3K, p-Erk1/2 proteins in A549 cells treated with rLj-112 detected by Western blot
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