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TNF-«, IL-1, and IL-6 Genes Transcription and Expression Level of Lung Tissue in Rats
Experienced Orthotopic Autologus Liver Transplantation
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Abstract; [Objective] To investigate the gene transcription and expression level of TNF-a, IL-18, and IL-6 in lung tissue of
rats experienced orthotopic autologus liver transplantation. [ Method] Thirty healthy SPF Sprague-Dawley rats were randomly divided
into five groups. According to the different times after liver reperfusion, the rats were divided into sham group (S, n=6), 4 h after
liver reperfusion group (M,, n = 6), 8 h after liver reperfusion group (M8, n=6), 16 h after liver reperfusion group (M16, n=6),
24 h after liver reperfusion group (My, n = 6). Lung tissues of the each animal in different groups were collected and sent to analyze
the morphology change as well as he genes transcription and expression level of TNF-ac, IL-13, and IL-6. RT-PCR was adopted to
evaluate the TNF-at, IL-1B, and IL-6 genes transcription level and ELISA method was performed to determine the TNF-a, 1L-18 and
IL-6 genes expression level in lung tissue. [Results] (1) Lung tissue histological analysis shown the rats in sham group exhibited the
normal structure of the lung tissue and seldom inflammatory cells infiltration,  while the rats received orthotopic autologus liver
transplantation revealed collapse of the pulmonary structure, severely infiltration of inflammatory cells into the intra-alveolar and
interstitial spaces as well as edematous interstitial space. (2) Comparing with sham group, lung water content and genes transcription
level of TNF-ac, TL-1B and IL-6 in M,, Mg, M;; and My, groups significantly increased (P < 0.05), while each of them reached the
peak value at 8h after liver reperfusion. (3) Comparing with sham group, genes expression level of TNF-a, IL-1B and IL-6 in M,,
Mg, M;s and My, groups significantly increased (P < 0.05), TNF-a and IL-18 approached the top value at 8 h after liver reperfusion ,
while IL-6 reached the peak value at 16 h after liver reperfusion. [ Conclusion] The genes transcription and expression level of TNF-a,

IL-1B and IL-6 in lung tissue of the rats experienced orthotopic autologus liver transplantation were significantly up-regulated, which
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may contribute to the acute lung injury after liver transplantation.
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Fig.1 Lung histopathology of groups

Group S: mnormal structure of the lung tissue and seldom inflammatory cells infiltration; Group M4, M8, M16, and M24:. collapse of the

pulmonary structure, severely infiltration of inflammatory cells into the intra—alveolar and interstitial spaces as well as edematous interstitial space

(HE, x100).
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®1 BUREREMCHBEEBRARAMARS KERFEFITS
Table 1 Water content and histological score of lung

tissue in rats experienced orthotopic autogus liver

transplantation (n=6,xxs)
Group Water content(% ) Histological score
S 74.30 £ 1.28 0.73 £ 0.46
M4 79.76 + 1.28 5.38 +1.33V
M8 85.27 £ 2.13Y» 8.97 + 1.23V%
M16 83.39 + 1.68V% 7.16 = 1.0992
M24 80.24 + 1.36" 5.03 + 1.42Y

1)P < 0.05,vs group S;2)P < 0.05, vs group M4

HILBEZEN(P<0.05, F£2),

2.4 F4AZR TNF—o, IL-1B 1 IL-6 EE KX
55'S 21 Hedse , M8 Al M16 4H fiti2H 21 Y TNF—au |

IL-1B Al IL-6 FEH FRIk L (P<0.01),M4 41F1

M24 HIG R # 2R (P<0.05, % 3),

x2 BUFEMFBEEARAMAER TNF-o IL-14
IL-6 iRE
Table 2 Level of TNF-«, IL-1f3, and IL-6 of lung
tissue in rats experienced orthotopic autogus liver

transplantation (n=6,x%s)

Group TNF-a(pg/ml) IL-1B(pg/mL) IL-6(pg/mL)

S 328 +4.2 493 +16.3 36.2+3.3
M4 54.1+£6.3 68.2 £ 15.7 65.3 £ 6.4
M8 136.4 + 40.5Y 119.3 + 35.5Y 103.3 £ 27.1V
M16  114.2 +42.8" I11.1 +46.0V 149.0 + 67.9V
M24 549+ 18.4 78.4 + 14.6 68.4 £9.9

1)P < 0.01 vs group S

*3 BEEMCHBEEBEARIMALS TNF-a IL-18 0
IL-6 Fi%x
Table 3 Genes transcription level of TNF-a, IL-13,
and IL-6 of lung tissue in rats experienced orthotopic
autogus liver transplantation

(relative arbitrary density, n = 6,x+s)

Group TNF-a(pg/mL) IL-1B(pg/mL)  IL-6(pg/mlL)

S 0.46 £ 0.10 0.47 £ 0.21 0.48 £0.21
M, 2.20 £ 091 1.48 £0.19 1.41 £0.11
Mg 3.09 +0.43Y 573 £2.91Y 5.93 +£2.15Y
M6 0.90 £ 0.17V 3.94 2.1V 2.96 + 0.60"
M,, 0.62 +£0.14 0.96 + 0.20 1.03 £ 0.21

1)P < 0.01 vs group S
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