456 FREF2018F2A54TH % 44

- ERHR
2 BINEPK R B EBE AR B ST TR A RS R o7 L BE WY SKIR B 32

FRE LRI ERAKR R
(FHAET MTHRRARER. L. Ao kd;2. A4 511300)

doi:10. 3969/j. issn. 1671-8348. 2018. 04. 007

(HE] BH R+ 2 24 A% (T2DM) & & 5 4R B W5 19 £ R T a0 16 (ADSCs) sl s sk /1 . 3K B T2DM &%
LA IR AR LR o B gk ADSCs., B 3 AR fedefh e A dm le dm Bo R B & & KR F ) £ 5% . ARSI 5. AL
Raamp s o E oL, TH 14 Romadbir O shdm et 47 4 &5 W2, A S+ W BE xh b 4o O 347 2 3051 rb 42 7 48 4w MRk 2
8,38 it 52 B 3% 0k 2 8 (PCR) ik Wb 42 ) 48 4 I R IS 5 - 4 14 d #f PPAR-y,C/EBP-o #= C/EBPR #y A ik K F, &R T2DM &
F Ao fk R ADSCs £ 2n Jo R A B A K ik B oy M b8 £ 7 R4 5 & SL(P>0.05), g 7% § 416 14 d 8 T2DM & # ADSCs
Wi O R EAAW R FH T4 RH ADSCs, T2DM & % ADSCs PPAR-y,C/EBP-o.C/EBP-g & ik K-+ 2 & T & % ADSCs, %
it T2DM %% ADSCs m g W o fe A A & THEH L THE T2DM & 5 8 %) jF R Ie iy R A X —,

[XEIR] AR, 2 A5 B8 B 8 2R T 29 05 B8 By 2 AL

[hEZESES] R587.1 [XE#RiREm] A [XEHS] 1671-8348(2018)04-0456-04

Experimental research of adipogenic differentiative ability of adipose tissue-derived
stromal cells in patients with type 2 diabetes mellitus
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[Abstract] Objective To investiagte the adipogenic differentiative ability of adipose tissue-derived stromal cells(ADSCs) be-
tween the patients with type 2 diabetes mellitus(T2DM) and healthy persons. Methods The adipose tissues were taken from the
adipose tissue in T2DM patients and healthy persons for separating and culturing ADSCs. The cells of third generation were taken
for inoculation. The difference in cellular phenotype and growth speed were compared between the two groups. Adding adipogenesis
inducing fluid, the adipogenic differentiative situation was observed in the two groups. The oil red O was added on 14 d for conduc-
ting the cell staining and observation. The oil red O was extracted by isopropanol,and the cellular absorbances were compared be-
tween two groups. Meanwhile, the expression of PPAR-y,C/EBP-« and C/EBP-8 on 14 d of adipogenic differentiation were com-
pared between two groups by using qPCR method. Results The cellular phenotype and growth speed of ADSCs had no statisticat
difference between T2DM patients and healthy persons. On 14 d of adipogenic differentiation, the oil red O absorbance value of AD-
SCs in T2DM patients was significantly higher than that in the healthy persons,and the expression of PPAR-y, C/EBP-q and C/
EBP-B were significantly higher than those in the healthy persons. Conclusion The adipogenic differentiative ability of ADSCs in
T2DM patients is obviously higher than that in healthy persons,which may be one of causes easy to be obese in T2DM patients.
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