Acta Universitatis Medicinalis Anhui 2019 Oct; 54( 10) * 1531 -

12019 -9 -3 17:26 > http: //kns. cnki. net/kems/detail /34. 1065. r. 20190830. 1433. 008. html

CYLD

( CYLD)

. ~CYLD ( carbobenzoxy-valyl—

alanyl-aspartyl{luoromethylketone z-VAD-FMK)

3d

Western blot
LC3 “beclind

CYLD o ( cylindromatosis
(P <0.05) . Western blot CYLD)
CYLD LC3  <beclind ’

(P<0.01), West— o » Bec—
ern blot CYLD LC3 linl « N VLC3-
beclin4 I 4

Beclinl
R774.1+2
* S, LC3-1  LC3-I
A 1000 —1492(2019) 10 — 1531 - 04 p
. . .. o CYLD
doi: 10. 19405 /j. enki. issn1000 — 1492.2019. 10. 007
2019 -06 - 19
( :81400407) ; .
( :1408085QH159)
! 230001 1
2
241000 1.1 SD 48
3 230001
260 ~280 g
E-mail: happysubmison@ 163. com 18 ~25 C. <60% o

/Sedlin-Y115F were transformed into BL21 cells. Western blot and Coomassie brilliant blue staining were used to
dectect its expression. Immunofluorescence experiment in COS7 cells was performed to detect the codocalization of
Sedlin mutants with RB1. Results The recombinant plasmids pcDNA3. 1-GFP-SedlinN/Sedlin-Y115A /-Sedlin—
Y115F and pGEX-3X-SedlinN/Sedlin-Y115A /Sedlin-Y115F were constructed successfully which could be highly
expressed in HEK 293T cells and BL.21 competent cells and the expression of Sedlin mutants were found both in
nucleus and in cytoplasms and they colocalized with RB1 in nucleus. Conclusion Sedlin and its mutants are ef—
fectively expressed in BL21 and HEK 293T cells. In COS7 cells Sedlin is mainly expressed in the nucleus how—
ever its mutants are expressed in bothnucleus and cytoplasm with a considerable amount in cytoplasm. The mu-—
tants were colocalized with RB1 protein indicating that thecarboxyl terminus of Sedlin and the phosphorylation of Y
in NPFYmotif did not affect its codocalization with RB1 protein.
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Effects of cylindromatosis interference on autophagy in necroptosis

of photoreceptor cells in experimental retinal detachment
Yang Nan' Ding Jie’ Yan Yuanye® et al
(' The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001;
*Dept of Ophthalmology Wannan Medical College Wuhu 241000)

Abstract Objective To evaluate the effects of cylindromatosis( CYLD) on the autophagy in necroptosis of photo—
receptor cells in experimental retinal detachment. Methods  Three weeks after subretinal injection of lentivirus
CYLD shRNA retinal detachment model was established in each group. The rats were divided into the following four
groups: attached group untreated group sh-CYLD group and sh-neg group. Three days after modeling the morpho—
logical characteristics and death pattern of photoreceptor cell were observed by electron microscopy. Cleaved protein
LC3 and Beclind were measured by Western blot. Results  Three days after modeling transmission electron mi—
croscopy showed that necrosis of photoreceptor cells significantly decreased in the sh-CYLD group compared with
that in the untreated group and the sh-neg group( P <0.05) . Western blot showed that the protein expression of
cleaved protein L.C3 and Beclin- significantly decreased in the sh-CYLD group compared with that in the untreated
group and the sh-neg group( P <0. 01) . Conclusion  The results of transmission electron microscopy and Western
blot show that CYLD interference can protect photoreceptors from autophagy in necroptosis through inhibit the acti-
vation of LC3 and Beclin-.
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