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Expression and role of IL-1p and IGF-1 in acetabular chondrocytes with
developmental dislocation of the hip in immature rabbits”
ZHANG Tianjiu,YU Song” ,2YANG Xiaohong ,LYU Xin,XU Yanpeng ,LUO Yu
(Department of Pediatric Orthopedics  the A f filiated Hospital of Zunyi Medical
University , Zunyi ,Guizhou 563000, China)

[Abstract] Objective To explore the role and significance of interleukin-1beta (IL-18) and insulin-like
growth factor-1 (IGF-1) in the proliferation and apoptosis of acetabular chondrocytes of developmental dislo-
cation of the hip (DDH). Methods Thirty-two experimental rabbits aged 4 weeks old were selected,and the
DDH animal model was made by plaster fixation in the knee extension and hip flexion position of the left hind
limb. The right hind limb was not treated as a control side, and the rabbits were divided into four groups
(group A,B,C and D) were sacrificed after 8,12,16 and 20 weeks of gypsum fixation. Immunohistochemistry
and Western blot were used to detect IL-18 and IGF-1 in bilateral acetabular rim cartilage blocks. The expres-
sion and protein levels were analyzed and the results were statistically analyzed. Results 1L-18 and IGF-1
were positively expressed in bilateral acetabular chondrocytes. The positive rate and protein content of IL-18 in
experimental acetabular chondrocytes in group D were the highest. Compared with the control side, the differ-
ence among group B,C and D was statistically significant (P<C0. 05). The positive rate of IGF-1 in experimen-
tal acetabular cartilage in group C was the highest,while the protein content of that was the highest in group
B. Compared with the control side, the difference between B and C was statistically significant ( P<C0. 05).
Conclusion The abnormal expression of 1L-18 and IGF-1 leads to the imbalance between proliferation and apoptosis
of acetabular chondrocytes in DDH, which may be one of the causes of hip degeneration resulted by DDH.
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2.2 LU E A TL-18 A IGF-1 78 5 F1 4K
BRI 1L-18 F1 IGF-1 7£ 45 41 52 5 ) 70 %
HEA] 7 45 1 2 00 i e 20 S ) R 1) 25 i A
L 240 O e B B ml i v . TL-18 7E 4 Al b St e
58 20 T PH P 2R 4 s, BLC A D4 S 5 A
XPHEM L8, 22 S A e it 2+ B L (P<C0.05), IGF-1
FE C 452 55 O 5 F 2 20 v i) BH 1 e e v - BLC 4
S0 6T HEAN B A L 25 A et i L (P<C0. 05)
WA, 1.2,
£1 SEABAKSEMRS IL-13AEEY
TRER (L5, %)

51 Pyl X 1A t p

A 13.1842.06 13.0242.12 0.148  >0.05
B4 18.8843.07 13.4442.02 4.187  <C0.05
CH 25.0444.11 14.09+2. 67 6.322 <C0.05
D 4 29.3843.74 14.8543.09 8.463  <C0.05

*®2 BEBAREAERSD IGF-1 AEERM
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20 5 SEE Xif HE A t P

A4l 25.45+5.59 23.66+3.76 0.750  >0.05
B4 29.98+3. 36 24.64+4.60 2.652 <C0.05
C4l 30.59+2. 80 25.35+3. 86 3.110 <C0.05
D4 23.53+3.66 24.26+2.63 0.463 >>0.05
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——— e - G
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T TRy COEED  <———
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B 2 HFEHBAKBAMS L1350 IGF-1 ERKTE

Western blot

3 FHEBMAREBARTD IL-13HWERKFELER(TLS)

4151 ScE X HE ] t p

A 0.53240.163 0.49140. 122 0.569  >0.05
B 0.72540.174 0.50940. 171 2.504  <C0.05
CH 0.83240. 204 0.51240.179 3.335  <20.05
D4 0.906=+0.303 0.60840. 168 2.433  <C0.05

FTRES 201957 A% 48 K% 14

x4 EHBMARBEES IGF1 WERKFHR(TLS)

4151 ol X HE t P
A 1.35840. 139 1.28740.215 0.784 =>0.05
B4 1.50640. 305 1.08540. 208 3.225  <C0.05
[OF] 1.48840. 269 0.954%+0.195 4.546  <C0.05
D4 0.939+0. 235 0.948+0.185 0.085 >>0.05
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o TL-1B A B m K P i R RN A SR 4 R
DDH 3l ¥y 5 74 v, 4 92 20 234k °7 35 Fl Western blot
TR 25 5 2 5 7 S I A 1 0 v TL-18 IR F
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£ DDH .| S 858 F 5 v B8 AT A i 23k L RS
IGF-1 B33k 08055 , 275 DDH i F5CE gl i 72 5
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