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(BE] HAY Bl S YRS 5E Y05 Z K v (peroxisome proliferator—activated receptor y , PPAR vy )
2% 3K X BMSCs BUH 43 AL B9 52w, A TR & M BTG A RE (primary psteoporosis ,  POP) B4 ¥ J7 32 it 21 3 JL Atk
Jiid: Ner o HEIE R A BRI BMSCs 43 1E % X BRZH (CON 2H), POP L H2 I BMSCs 43 UK M7 Bt
A (POP 1), HL POP HANMIINA PPAR v 15, 73 Rl 4L (INR 41), Z8uis i S e)a, w4 4140
MmMhEHERO( osteopontin, OPN). B 45 & (osteocalcin, OCN). Osterix. Runt #H &% 5 H F 2 (runt-related
transcription factor 2 , Runx2) BZRINTE I ; BRPEBERLHE (alkaline phosphatase, ALP) Y (A X224 2HBMSCs & 431k
oL 854 POP Ul ALP FHAEZH AN T CON 4RI INR 41(P<0.05); 5 CON 414, POP 41 OCN, OPN,
Osterix, Runx2 FiKm MR, Z2RHAA5IT2E X (P<0.05); 5 POP AL, INRZF OCN, OPN, Osterix,
Runx2 ik ThE, ZRBEAZIFHEL(P<0.05), 858 #H PPAR vy KikJ5, BMSCs MUH 7R 5 L
(ALP. OCN. OPN. Osterix. Runx2)ZEik¥hn,
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Effect of Inhibiting PPAR v Expression on Osteogenic
Differentiation of BMSCs

PU Long ¥, ZHOU Xuanran ", JIANG Chenrong ", LI Yunxuan", YUAN Yong "
(1) Dept. of Trauma Surgery, The 2nd Affiliated Hospital of Kunming Medical University,
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Hospital, Mengzi Yunnan 661100, China)

[Abstract] Objective To investigate the impact of inhibiting peroxisome proliferator—activated receptor -y
(PPAR vy ) expression on osteogenic differentiation of BMSCs, so as to provide a theoretical basis for the treatment
of primary osteoporosis ( POP) . Methods BMSCs were extracted from patients with normal bone density and
categorized into the normal control group( CON group) . BMSCs extracted from patients with primary osteoporosis
were categorized into the primary osteoporosis group (POP group). The cells from the POP group were treated with a
PPAR vy inhibitor and divided into the inhibitor group ( INR group) . Following osteogenic differentiation, the
expression of osteopontin (OPN), osteocalcin (OCN), Osterix, and runt-related transcription factor 2 ( Runx2)
was evaluated in the cells of each group.The alkaline phosphatase ( ALP) staining was employed to assess the
osteogenic differentiation of BMSCs in each group. Results The quantity of ALP—positive cells in the POP group
was lower than that in the CON and INR groups ( P < 0.05). The expression of OCN, OPN, Osterix, and Runx2
was found to be decreased in the POP group when compared to the CON group, with statistically significant
differences (P < 0.05). Conversely, the expression of OCN, OPN, Osterix, and Runx2 was elevated in the INR
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group when compared to the POP group, with statistically significant differences (P < 0.05) . Conclusion

Increased expression of osteogenic differentiation—specific genes (ALP, OCN, OPN, Osterix, Runx2) in BMSCs

after inhibition of PPAR vy expression.

[ Key words] POP; PPAR vy ; BMSCs; Osteogenic differentiation
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Tab.1 The ANOVA for semi-quantification of immuno-

fluorescence (X+s, n=3)

2851 TR
CON4 27.65+3.93
POP4] 105.98+13.95
INRA 40.72+13.20
F 41.229
P <0.001
P <0.05,
DAPI PPAR y Merge
A

CON 4

--

B2 &4EHPPARy ®RERKEE(FRRA50 um)
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Fig. 4 ALP staining for each group (Neutral red staining,
scale bar: 50 um)
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Tab.2 Relative expression of genes in each group( X+ s,

n=3)
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Fig. 5 Relative mRNA expression
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Tab.3 Expression levels of each group of proteins(X+s, n=3)
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Fig. 6 Relative protein expression
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