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Preparation and in vitro/in vivo effect of antitumor evaluation

of biomimetic nanoerythrocyte targeting drug delivery system
Wei Kaiyan Fu Xudong Wang Xinjun et al
( Dept of Neurosurgery The Fifth Affiliated Hospital of Zhengzhou University Zhengzhou 450052)

Abstract Objective To construct arginine-glycine-aspartate ( RGD) -modified doxorubicin ( DOX) -based biomi—
metic nano-erythrocyte ( NE) targeted drug delivery system RGD-NE-DOX and to evaluate its anti+umor effect in
vitro and in vivo. Methods NE-DOX was prepared by physical extrusion method and modified by RGD to con—
struct RGD-NE-DOX. The particle size zeta potential and appearance were detected. The loading content ( LC)
encapsulation efficiency ( EE) and the release profiles in vitro was determined. Cell uptake and targeting ability
were observed by laser scanning confocal microscopy. Then the distribution of tissue in vivo and the pharmacody-
namics were studied. Results The prepared RGD-NE-DOX was spherical. The mean particle size was ( 197. 41 +
2.27) nm PDI was (0.21 £0.02) zeta potential was ( —16.87 +1.51) mV LC was (14.8 £1.2) % and EE
was (58.69 £3.7) % . Compared with free DOX burst release of RGD-NE-DOX was effectively reduced and sus—
tained release was obvious. The uptake of RGD-NE-DOX was much more than NE-DOX and DOX by MCF-7 cell
but rarely by Hs578Bst cell. The image of distribution in vivo demonstrated the good targeting capacity and long cir—
culation. The study of pharmacodynamics showed better anti-tumor efficacy ( P <0.05) and biocompatibility. Corn-
clusion Thebiomimetic nanoerythrocyte targeting drug delivery system RGD-NE-DOX has a long circulation ex—
cellent biocompatibility targeting property and anti4tumor efficacy and has a broad application prospect.
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NLRCS promotes proliferation of endometrial cancer

cells by inhibiting autophagy
Yao Shun Zhan Lei Sun Shiying et al
( Dept of Obstetrics and Gynecology The Second Affiliated Hospital of Anhui Medical University Hefei 230601)

Abstract Objective To preliminarily explore the effect and mechanism of NLRC5 on the proliferation of endome—
trial cancer cells AN3CA. Methods We selected 20 specimens of endometrial adenocarcinoma surgically removed
from patients with endometrial cancer and 20 cases of normal endometrial specimens in outpatient pathology. The
protein expression of NLRCS and autophagy-related proteins Beclinl LC3 in endometrial cancer tissue and normal
endometrial tissue specimens were observed by immunohistochemistry. Expression of NLRC5 and autophagy-related
proteins Beclinl LC3 in endometrial carcinoma and normal endometrial tissue specimens and endometrial carcino—
ma AN3CA cells were detected by Western blot and qRT-PCR. Proliferation of AN3CA cells was detected by the
method of cck-8. Results The expression of NLRC5 protein was down—regulated and the expression of autophagy—
related proteins Beclinl LC3 were up—regulated in endometrial carcinoma tissues compared with normal endometri—
al tissues ( P <0.05) . After transfection of NLRC5 plasmid the expression levels of autophagy-—related proteins Be—
clinl and LC3 were significantly down—regulated in the transfected group compared with the untransfected group ( P
<0.05) . After transfection of NLRC5 plasmid the cell proliferation of the transfected group was significantly in—
creased compared with the untransfected group ( P <0. 05) . After transfecting the NLRCS plasmid and treating with
rapamycin cell proliferation was significantly increased in the transfected NLRCS plasmid group compared with the
untransfected NLRC5 plasmid group ( P <0.05) . Compared with NLRC5 plasmid group the autophagy level was
increased but the cell proliferation was significantly decreased ( P <0.05) . Conclusion NLRC5 may promote
the proliferation of human endometrial cancer cells by inhibiting autophagy.
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