— 442 — BERERKFZFIR 2018 F£5 43 5% 3 85 ( Journal of Chongging Medical University 2018.Vol.43 No.3 )

JLRB g DOI: 10.13406/j.cnki.cyxb.001637

U s P P 208 O T DR DT 20 7 00 A A E 5

& R OBAMKUR,ZHE METFH 1,2 2.5 &
(EE R EE R L B2 e B IE N AR LB K B B 28 ol B S 2 L JR e i ol DT B A S0 28
LR A R E R E PR R SR, B K 400014 )

[ ZE)EB . HWUER JLERFE T (urine—derived stem cell, USCs )5 5 & PE B £ A5 1 (primary nephrotic syndrome, PNS)
LRI T A0HE (p-USCs ) WA AFE 25 57 . 73k IR IE R JLEE K PNS ST h BORIR , 20 B85 5% USCs M p-USCs, WLEL 4l
JLTE 25 22 53 s CCK—8 G 201 At 434 58 A 77 5 9 X 200 B AR G 00 40 o 0 1~ B 40 i 35 1 A 5 9 (CD24 . CD29 . CD34 . CD73 ,CDY0
CD105,CD146) ; 52 5¢ 't S Western blot Rl 4 F AR EH) (Pax2) K3k ; Western blot Rl 4 A WK, 55 . PNS LK
WPAELE 2 MBS p-USCs:p-USCs 1 F p-USCs I, p-USCs [ FEZAS51FH USCs Bl KRiRE JufAdss/ N HEFI 5% p-USCs 11
AT DL/ 2 o M e HES  USCs . p-USCs 1 B2 p-USCs [T S IABARRESM 04 11 48 8 100 548, 5 USCs 4%,
p=USCs $458 A8 19855 , B p-USCs 11855 5N BH & (F=217.300, P=0.000) ; p~USCs 4L JHT-ICH 8.2 5 ; p-USCs T2 i AT
A KR AN T bR R ) AR A G i 25 5 p-USCs B RAREYRIB/KF- TR, B p-USCs 1T TR 5 I & (F£=26.930, P=
0.001) ;p-USCs HWE/AKF- T, 225 A 511778 L (F=15.060,P=0.000) , £51&:PNS HILIKHNAFTE 2 FATRDIE SR IET 200 p-
USCs T Jep-USCs 1T, 5 USCs MLt p-USCs JEAA 2557 | A FRITHRE JIREAR B RAREWIRIE NRE | HRACEI8ES

[ €517 LTE PNS; JRIET-4L ; 5 RAREY ; AWk

[FE52ES]R692;RT725 [ STERERETG A [WFm HHA]2018-03-11

Biological characteristics of urine—derived stem cells from paediatrics patients

with primary nephrotic syndrome
Li Hao ,Shi Dongmei ,Zhang Yuanyuan ,Gong Mengjia,Y ang Haiping,Tao Li,Wang Mo ,Li Qiu

(Department of Nephrology,Children’s Hospital of Chongqing Medical University ,Minisiry of Education Key

Laboratory of Child Development and Disorders ,Chongging Key Laboratory of Child Infection and Immunity,

China International Science and Technology Cooperaiion Base of Child Development and Critical Disorders)
[ Abstract]Objective : To investigate and compare the biological characteristics of urine—derived stem cells(USCs) from paediatrics
patients with primary nephrotic syndrom(p-USCs) and normal children. Methods . The clean midstream urine was collected from nor—
mal children and paediatrics patients with simple primary nephrotic syndrome. USCs and p—USCs were cultured and their morphology
features were observed by optical microscopy. The cell reproductive capacity was detected by CCK-8; apoptosis difference and stem
cells” surface markers were analyzed by flow cytometery (CD24,CD29,CD34,CD73,CD90,CD105,CD146) ;kidney markers (Pax2)
was detected by immunofluorescence and Western blot; autophagy levels was detected by Western blot. Results : Two types of cells
were found in p—USCs:p-USCs [ and p-USCs II. p—USCs I had the same morphology with USCs:rice-like,small cell body and
closely arranged. p—USCs Il had bigger cell body,small vacuoles and was dispersedly arranged. The largest passage of USCs,p-USCs |
and p-USCs I were 11,8 and 5 respectively. Compared with those of USCs,the proliferation of p—USCs was decreased ,p-USCs I
in particular( F=217.300, P=0.000) ; no statistic difference in the apoptotic rate and expression of stem cell surface markers show was
observed between USCs and p—USCs. Compared with those of USCs,the expression of Pax2 was decreased in p—USCs,but only p—
USCs II had statistic differences(#=26.930,P=0.001). The autophagy level was lower in p—USCs than in USCs(F=15.060,P=0.000).
Conclusion : There were two types of p—USCs in peadiatric patients with simple primary nephrotic syndrome ,namely p—USCs [ and
p-USCs II. Compared with USCs, the p—USCs has different mor—

phological features,lower proliferation, Pax2 expression and au—
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