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Experimental study of the Anti hyperosteogeny capsule( $1 & & £ B % ) combined with Glucosamine Hy-
drochloride capsule( ] 37 iz ) and gene therapy on influence in the contents of I 18, TNFa of degenerated
cervical intervertebral discs in rabbits L /U Fu-cheng, ZHA O Xiaoyong, WANG Hai-tao, S UJiang-ning,
SUN Xi-long. Hebei Province People s Hogpital, Shijiazhuang 050051, Hebei, China

Abstract Objective: To study the anticytokine Chinese herb combined with western drug and gene t her-
apy on influence in the contents of I1-18, TNFa of degenerated cervical intervertebral discs in rabbits. Methr
ods: Thirty five four montlr old New Zealand rabbits (weight 2~ 3 kg) were randomly divided into seven
groups: normal group, model group (shallow layer) , model group ( whole layer), drug group ( shallow layer),
drug group (whole layer) , gene group (shallow layer), gene group ( whole layer). In all groups except for the
normal group, the cervical dynamic unbalance model of rabbits were made to induce to intervertebral disc de-
generation. Seven months after operation, the drug groups were fed with A ntr hyperosteogeny capsule and Glu
cosamine Hydrochloride capsule twice a day for 1 month. The gene groups were infused recombinant plasmid
DNA of TGF-B1in intervertebral discs of Co— Cs,20H1in each disc. After eight months, the contents of 11z 1B
and TNFa of degenerated cervical intervertebral discs of every group were assayed with ELISA. Results: The
contents of IL- 18 and TNFa in model group were raised, there w as significantly difference as compared w ith
control group ( P< 0.05) . The contents of Iz 18 and TNFa in drug group and gene group were decreased,
there was significantly difference as compared with model group ( P< 0. 05) . Conclusion: The degenerated in-
tervertebral disc releases many kinds of cytokine and inflammatory facters to accelerate the degeneration. Antr
hyperosteogeny capsule combined with Glucosamine Hydrochloride capsule and gene therapy have inhibition of
the contents of Iz 1B and TNFa in degenerated cervical intervertebral disc.
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1 BEHNYTHEEA -1 71 INFa 28(n= 5 x Ts,pg/g)
Tab. 1 The contents of Il 18 and TNFa in cervical intervertebral discs( n= 5,x T s,pg/g)

Groups - 18 t TNFa 13

Normal 5. 164E 1. 804 1. 55210. 483

M odel( shallow) 7.379£3. 156 3.848 2.870%£0.735 2.871
Model( w hole) 8.437%3.771 4.736 3.13610.752 3.794
Drug( shallow) 5.968%2. 148 - 3.475 1.590%0.516 - 2.633
Drug( whole) 6.212%2. 566 - 3.985 1.844%0. 624 - 3.481
Gene( shalbow) 6.169%£2. 485 - 2.994 1.821%0. 597 -3.025
Gene( whole) 7.074%2. 987 - 3.691 2.09%4%£0. 685 - 2.838

(3) Z Al B 2 A R AL 3R, B AT R 22
ZHBUHME (R340 M N TGF-By Rk P VT A LL W 238 n, A48
ez (R 2) o FEDRNVAYT W E 41 S B BV R4 LA, P <
0.01; PRI 2 HE B AR AL, P< 0.01.
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Tab.2 The comparision on the percentage of positive

TGF B expression area in cervical intervertebral disc

cells between model groups and gene treatment groups(x )

FRPE IR (%)
Groups Percentage of t
positike area( %)
Model ( shallow) 1.2%£0. 45
Gene (shallow) 3.0%0 71 - 4. 811
Model (whole) 0.4%0. 55
Gene (whole) 2.0%0. 84 - 4. 025
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