36 FTHRE®2012%F 1 A% 41 5% 14

B AKET p RENE 1P LMK BB IER

WO L EFA R W e RE L ERL
(1. FTEEAKRF AR 750004;2. FLEA KX F2WEEREA. ) 750004)

i E.BH FTABLEXRET R (TGER) A G A E-18(IL-1R) /2 LA 2 F tu o F 69 R ik 3R 34 1] 38 T 49 B R A4,
Fik B LRt SP # & ik TGF-R, & IL-18 A& 20 4] Ak & 20 4] 3k A mAME RSB AR P e R ik, JRaf L ra ik R ik
SRUATRE., BR HAMEHA TGFR & IL-1R #9ra ik F 5 5] 4 (32. 907 64+3.076 4) % ,(51.520 7£2.192 5) %, 5 4 H A 5%
KA B e TGF-R, & 1L-18 & ik 69 M % (42, 481 6+2. 061 7)%.(33. 918 5+3.320 DU AR, £ F A L%kt 5 &L (P<
0.05), & TGFR AIL-IBALTHAERETG R LR EHANHER TN LR T TRLZZTEZGER.,

KPR :HUAERRT B AR RFP@mE; amienk 18

doi:10. 3969/j. issn. 1671-8348. 2012. 01. 013 X HEEFRIRAG : A NEHS:1671-8348(2012)01-0036-02

Experimental study with transforming growth factor B, and interleukin-1p for Cartilage endplate cells”
Tian Feng',Cui Xuesheng"',Zhang Shuai' sShi Yuze',Jin Qunhua®"
(1. Ningxia Medical University ,Yinchuan . Ningxia 750004 ,China;2. Department o f Orthopedics
Af filiated Hospital of Ningxia Medical University ,Yinchuan , Ningxia 750004 ,China)

Abstract:Objective To investigate the influence of transforming growth factor beta 1 (TGF-8,) and interleukin 1 beta (IL-18)
on human cartilage endplate. To preliminarily probe the action mechanism of TGF-8; and IL-1f3 in the occurrence and evolution of
intervertebral disc degeneration and to provide novel pathway for preventing and curing intervertebral disc degeneration. Methods
Monitor the expression of TGF-B, and IL-1p of centrum cartilage endplate gathered from November 2009 to June 2010 in our hospi-
tal by immunohistochemistry (IHC). The lesion group consists of 20 centrum cartilage endplates resectionlied in the anterior sur-
gery of cervical spondylosis and the control group is comprised of 20 centrum cartilage endplates gathered in the anterior surgery of
cervical fracture. Results The positive rate of TGF-B, and IL-18 in the lesion group was (32. 907 6+ 3.076 4) % and (51.520 7+
2.192 5) % , respectively; while the positive rate of TGF-g, and IL-1B in the control group was (42, 481 6 +2. 061 7)% and
(33.918 543. 320 4) % , respectively. The overall positive expression of TGF-, in the control group was significantly higher than
that in the lesion group, whereas the overall positive expression of IL.-18 in the lesion group was significantly higher than that in the
control group,and both of the differences were distinct enough to have a statistical implication(P<C0. 01). Conclusion The expres-
sion TGF-B; and IL-18 existed in degenerated human cartilage endplate,and the expression of TGF-8, and IL-18 in the lesion group
was lower and higher than their counterparts in the control group,respectively. The positive stain of TGF-B; and IL.-18 were mainly
located in the cytoplasm and cytomembrane of cartilage cells,and also appeared in the nucleus. The qualitative and quantitative re-
sults of expression of TGF-g8, and IL-18 obtained by IHC and western blot are in good accordance,thus providing reference for re-
search and clinical work.
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