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[Abstract] Objective:To investigate the expression protocol of endogenous zinc finger protein A20 in mouse
spinal cord tissues under the process of spinal cord injury (SCI) with lipopolysaccharide (LPS) infection.
Method: A total of 225 healthy mice(either sex,from Kunming, Yunnan province) with a mean body weight of
21g(range,18-24g) were randomized into 4 groups:animals in control group received Normal Saline of 0.1ml
through tail vein (group N,n=9),the SCI model in T10~T11 was established according to Allen’s method,ani-
mals in group A(n=72) received nothing,animals in group B(n=72) were given LPS through tail vein while
spinal cord were kept intact; while animals in group C(n=72) received LPS(5mg/kg) 0.Iml secondary to SCI.
Specimens of T10-T11 were taken at 0.5.1.2.4.8.12.24 48h in group A,B and C after surgery respective-
ly,and specimens in group N were taken at 48h.The intensity of injury to spinal cord was observed by
hematoxylin—eosin (HE)  stain.The expression protocol of zinc finger protein A20 protein were measured by
immunohistochemistry (IHC) and its mRNA expression were measured by reverse transcription —polymerase

chain reaction (RT-PCR).Result: There was no obvious change of spinal cord in group B and N at each time
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point unde HE stain.In group A, karyopycnosis and chromatin condensation emerged at 0.5h after SCI with
neurocytes swelling and patchy bleeding and inflammatory cells infiltration,and karyorrhexis,karyolysis and
even “ghost cell” could be seen at 8h after SCL.In group C,the intensity of injury was the more serious than
that in group A,with aqtocytolysis and vacuolation seen at 8h in group C which was deteriorating with time
processing.There was no expression of positive A20 protein in group N under IHC,while no or little positive
A20 protein were present in group A and B.n group C,and little positive A20 protein were evidenced at 2h
but reached peak at 8h after SCI.A20 mRNA expressed at a low level in group N under RT-PCR.There was
low expression of A20 mRNA in group A at the beginning,while higher than group those in B and C at 12—
24h.After LPS infection,the expression of A20 mRNA in group B was elevated more obviously than that in
control group at 0.5 hour,and reached peak during 0.5-2 hours,while in group C,the expression peak of A20
mRNA was observed at 1-8h.Conclusion:In the early stage of SCI,the degeneration of neurocytes deteriorate
progressively with higher expression of zinc finger protein A20,and this process become more severe after LPS

injection, which indicate that increased expression of A20 in spinal cord following SCI (or with LPS injection)

may play an important role in regulating inflammatory response.
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2.3 RT-PCR K&k
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0.5 / 0.366=0.055 0.5630.064"% 0.36020.063%
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4 / 0.395:0.081 0.691+0.096" 0.9650.0817%%
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