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were treated with Vit D alone or in combination with IFN-«. Results The serum Vit D level in CHB group was
lower than that in healthy controls ( HC) group ( P <0.05) . The serum Vit D level was positively correlated with
albumia( ALB) (r =0.339 P =0.002) negatively correlated with HBV DNA viral load (r = -0.274 P =
0.013) correlated with e atigen status ( P <0.05) no correlation with alanine aminotransferase( ALT) .aspartate
aminotransferase( AST) .total bilirubin( TBIL) .alkaline phosphatase( ALP) .gamma — glutamyl transferase( GGT)
HBsAg and HBcAb. Also the expression levels of Vit D and VDR were related to the severity of CHB. The ex-
pression levels of Vit D in serum and VDR in liver tissue of severe CHB patients were lower than those of mild and
moderate CHB patients. The expression of VDR JAK-STAT signal transduction molecules IRF-9 and downstream
antiviral protein MxA in the Vit D combination with IFN-o group were higher and the secretion of HBV-related anti—
gens was lower than those in the blank group and the single treatment group. Conclusion There may be a decline
in the function of the Vit D/VDR signaling pathway in patients with CHB. Vit D may play a synergistic IFN-o anti—
viral effect by increasing the VDR expression and thereby enhancing the IFN-JAK-STAT signaling pathway.
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Regulation of exosomes derived from miR-34a overexpression
of adipose derived stem cells effects on proliferation and

apoptosis of human hypertrophic scar fibroblasts
Xiao Xiangyang Zheng Deyi Wang Baoyun et al
( Dept of Burn and Plastic Surgery Guizhou People’s Hospital Guiyang 550002)

Abstract Objective To investigate the effect of exosomes ( Exo) released from adipose derived stem cells ( AD-
SCs) with overexpressed miR-34a on proliferation and apoptosis of human hypertrophic scar fibroblasts ( HSF) .

Methods Primary ADSCs were isolated from human adipose tissue and their surface markers were identified by
flow cytometry. The osteogenic differentiation of ADSCs was observed by using alizarin red and alkaline phosphatase
staining. ADSCs were infected by lentiviruses containing miR-34a to obtain over-expressed miR-34a ADSCs ( AD-
SCs/miR-34a) and negative control ADSCs ( ADSCs/miR-NC) . The exosome was extracted from cell supernatant
of each group and ADSCs exosome ( Exo*”™®)  over-expressed miR-34a ADSCs exosome ( Exo*”*/ miR-34a) and

negative control ADSCs exosome ( Exo*”*¢™ 3¢

were obtained. The morphology of exosomes was observed by
transmission electron microscope ( TEM) and the surface marker proteins CD81 and CD63 were detected by West—
ern blot. The exosomes were co-cultured with HSF and divided into control group ( HSF + PBS)  Exo ADSCs treat—
ment group ( HSF + Exo*™®)  Exo*”“™" ¢ reatment group ( HSF + Exo*”*™™ %) and Exo*”*™"*** treatment
group ( HSF + Exo*”®/™*3**) " Quantificational real4ime PCR ( qRTPCR) was used to detect the expression of
miR-34a in ADSCs and exosomes. The proliferation of HSF cells was detected by MTT assay. The apoptotic rate of
HSF cells was detected by flow cytometry. The expression levels of apoptosis related proteins ( cleaved-Caspase-3

Bax and Bcl2)  fibrosis—velated proteins (COL I COL IlI) and TGF-3/Smad signal pathway related proteins
( TGF1 p-Smad 2 and p-Smad3) were detected by Western blot assay. Results ADSCs were successfully isola—
ted and possessed osteogenic differentiation ability. TEM showed round or oval vesicle bodies with a diameter of 50
~100 nm with bilayer membrane structure. Western blot showed positive expression of CD81 and CD63  which
were the marker proteins of exosomes. Overexpression of miR-34a could increase the expression of miR-34a in AD-

SCs ADSCs/miRNC ADSCs/miR34a - . C
group and Exo " P intervention could inhibit

SCs and exosomes. Compared with Exo™” group Exo
HSF cell proliferation ( P <0.05) increase cell apoptosis rate ( P <0.05) up-regulate the expression of cleaved—
Caspase3 and Bax protein ( P <0.05) and down-regulate the expression of Bel2 COL [ COL I p-Smad2
p-Smad3 and TGF31 protein ( P <0.05) . Conclusion The exosome of miR-34a overexpressed ADSCs may in—
hibit the HSF cell proliferation and promote cell apoptosis by down-—regulating TGF-8/Smad signaling pathway.
Key words adipose derived stem cells; exosome; miR-34a; human hypertrophic scar fibroblasts; proliferation

and apoptosis



