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ABSTRACT Objective: To investigate the effects of oxygen-induced fluctuations on the expression of insulin-like growth factor-1
(IGF-1), insulin-like growth factor binding protein-3 -3, IGFBP-3 and the change of mitochondria. Methods: Synovial cells were isolated
and identified, which were divided into control group and Hypoxia/ Reoxygenation (H/R) intervention group. The mRNA levels of IGF-1
and IGFBP-3 in synoviocytes were detected by real-time quantitative PCR; The protein levels of IGF-1 and IGFBP-3 in synoviocytes
were detected by Western blot; The mitochondrial membrane potential and mitochondrial permeability transition pore was detected by
flow cytometry. Results: Compared with the control group, the mRNA and protein levels of IGF-1 and IGFBP-3 in the H/R intervention
group were significantly increased (P<0.05); the membrane potential was significantly lower than that in the control group (P<0.05) and
openness of mitochondrial permeability transition pore. Conclusion: The fluctuating environment of oxygen can promote the expression
of IGF-1 and IGFBP-3 and the mitochondrial damage, which would be a possible mechanism of osteoarthritis(OA).
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Table 1 Real-time PCR primers
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GAPDH sense 5“TGGTATCGTGGAAGGACTCA-3'
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Fig.1 Primary culture of fibroblast-like synoviocytes and immunofluorescence identification

Note: A: FLS; B: Vimentin(+); C: CD90 / Thy-1(+).
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Fig.2 Levels of IGF-1, IGFBP-3 Gene and Protein Expression after H/R Intervention
Note: Data were expressed as xt s, n=3. *P< 0.05, compared with the control group.
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Fig.3 Fibroblast-like synoviocyte mitochondrial membrane potential



<3212 - DRAEMESSHE  biomed. cnjournals.com Progress in Modern Biomedicine VoL18 NO.17 SEP.2018

2.4 BREE SR LAREE R
LR ASE B AR S 5 U Tl B P 2R AL 23 BB,

SNSRI IMAREHEIGH G , AR PO R AL T
AR, S Bon X IRHZORARTO LR = T H/R T

FEAEAMAETE A T rh R R ZAE . BBeellProbeTM CAL #8 2H, 3RI H/ R AZRAGE 7 M e FL T3 1o 4 v o0 B A
BRGSO GG}, AT FE SR e N AR SR 3R (P<0.05),

o] Q

& 8

Z150-

Q 3 §

i - g

. . 2100- *

3 8 - —

8- 8 é 50-

o o Control H/R

Control

162

H/R

10° 10*

B 4 RLETYERE TR R AR B G (B B T AR FL

Fig.4 Fibroblast-like synoviocytes mitochondrial permeability transition pores
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