B2 el 201849 A F478H H oW *1Ee

AE SR EX KRR E I sE .,
7SR FE R IZR =20

XNy OB ¥ OREZH HAE TEF

 E B WEIRFE T R RECE 40 R 5 R B S A M R R GA MRARE M . AiE B ZE 24k SD
KRR AR R ,0. 1% e B (4 T B G 22 U T Ak 5 AR5 R A0 . 00| A0 8% 35 & 5% HR 2F 175 (fetal bovine serum,FBS) ,
10% FBS F1 20% FBS ) DMEM /8 8% 32 5 b, 4351 9 SFBS 41, 10FBS 46 fil 20FBS 2 , 24h J5 45 T M 240 i ¥ A28 {1k, CCK8 %
Kl 24 48 1 72h BB AN tE 5 . Western blot ¥ K6 I 4% & 48 b5 11 S IR A1 (COL2A1) A1 MMP13 ( matrix metalloproteinases13) 2
ik, 72 PCR K I KB 4 5 M 3L [H Sox9 (A — can [ ADAMTS5 MMP9 1 MMP3 (1) 3235 & AR AH 3L Kl Nme2 1 PnP 323k, &R
SFBS £ i %50 40 g 12 vh RS O A3 REHES , LOFBS 410 20FBS £ 411 g 12 $1 K AR T e A8, L I 375 o B ko, T 25 e A8 ik A S . A SFBS
20 HL A, 10FBS 41 1 20FBS £ 201 it 3% % 07 & , 2 JffL 375 i 88 44 48 %k 386 . 10FBS 48 Rl 20FBS 41 iy MMP13 %3k 8 3 F A, 1T 78 ) s
FIRDE TP, PCRZEEE, 1 5FSB 41 %, 10FBS 41 F1 20FBS 411 A — can #1 Sox9 ik T[4, MMP9 . MMP3 f1 ADAMTS5 %
IR U HL3E PR 2 A A8 A IV v B R A S R A G [ B B I VR B RS I, Nme2 F PnP RIKWE L, SiE E R E A
e A SIE R AN AR O, L AR R N AR A

EKEE MTEWE AR A BEASWAE CBEFRRSE

hESRS R332 SERARIZES A DOI 10.11969/j. issn. 1673-548X.2018.09. 013

Influences of Different Nutritional Status in Rat Chondrocytes. Liu Lifang ,Xue Yan ,Zheng Yuxin et al. Shanghai Jiaotong University,
Shanghai 200240 , China

Abstract Objective To observe the effects of different concentrations of serum on the morphology, proliferation and gene expres-
sion in rat chondrocytes in vitro. Methods Chondrocytes were isolated from articular cartilages in newly — born (within 24 hours) SD rats,
and incubated with 0. 1% concentration type Il collagenase by several times. The chondrocytes were cultured in a low glucose DMEM con-
taining 5% fetal bovine serum (FBS group), 10% FBS(10FBS group) and 20% FBS(20FBS group) to simulate the different nutritional
status of chondrocytes in vitro, and were defined as SFBS group, and 20FBS group. The morphological changes were observed under the
microscope after 24 hours culturing, The proliferation of chondrocytes was detected by CCK8 method after chondrocytes were treated with
different concentrations of serum for 24 hours, 48 hours and 72 hours. The expressions of collagen I type Al (COL2A1) and Matrix met-
allopeptidase 13 (MMP13) were analyzed by Western blot. The expression of Sox9, A — can, ADAMTSS ,MMP9, MMP3 and metabolic
genes( NME2,PnP) were assessed by quantitative PCR. Results The chondrocytes in SFBS group exhibited the cobblestone arrangement,
while the chondrocytes in 10FBS group and 20FBS group showed the change of the spindle,and higher the concentration of serum was, the
more obvious the morphological changes were. Compared with 5FBS group, the chondrocytes’ proliferation in 10FBS group and 20FBS
group were obvious,which was dependent on the serum concentration. The expressions of MMP13 in 10 FBS group and 20FBS group signif-
icantly increased, while the expressions of COL2A1 significantly decreased. Compared with SFSB group, the expression of A - can and
Sox9 in 10FBS group and 20FBS group decreased, while MMP9, MMP3 and ADAMTS5 expression were up — regulated, moreover the
changes of gene expressions and the concentrations of serum were positively correlated. With the increase of serum concentration, the ex-
pressions of Nme2 and PnP were also significantly increased. Conclusion The increased serum concentration promotes chondrocyte me-
tabolism and causes chondrocyte degeneration.
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