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ABSTRACT Objective: To investigate the effect of Toll like receptor 3 (TLR3) on the injury of primary biliary cirrhosis in bile duct
epithelial cells. Methods: The human intrahepatic bile duct epithelial cells (HiBEC) were cultured in vitro, and HiBEC samples were pre-
pared by freezing and thawing treatment. Death samples and the live samples were mixed and cultured for 6h to prepare TLR3 endoge-
nous activated samples, labeled as observation group. After treated with nuclease, the necrotic cells and live cells were mixed and cul-
tured for 6h to prepare a control sample, labeled as control group. The apoptosis rate, the expression level of TLR3 and the expression
level of B interferon-Toll-like receptor domain adaptor protein (TRIF) and the Caspase-3 activity were detected in the two groups. Results:
The apoptosis rate of the observation group was significantly higher than that of the control group. The TLR3 and TRIF relative expres-
sion of the observation group was also significantly higher than that of the control group. Moreover, the caspase-3 average expression of
the observation group was obviously higher than that of the control group. All the above mentioned differences were statistically signifi-
cant (P<0.05). Conclusion: The endogenous activation of TLR3 may lead to HIBEC apoptosis. It may promote the occurrence and devel-
opment of primary biliary cirrhosis.
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Table 1 Comparison of the HIBEC apoptosis rate between the two groups(x+ s, %)

Groups(n) early apoptosis rate later period apoptosis rate total apoptosis rate
Observation group(3) 15.81% 2.05 18.17% 2.01 33.98%+ 2.39
Control group(3) 1.13+ 0.27 1.75%+ 0.33 2.88+ 0.58
t 12.297 13.962 21.903
P 0.000 0.000 0.000
e % 2 P4 TLR3 mRNA & TRIF mRNA 3k ERe (xt s)
) 33.17% Table 2 Comparison of the mRNA expression levels of TLR3 and TRIF

!}

2.99%

100 10! 102 10° 104

B 1 FAMEAT R
Fig. 1 Comparison of the cell apoptosis rate between the two groups
2.2 P4 TLR3 mRNA & TRIF mRNA FKix/kFEXTEE
WML TLR3 mRNA Jz TRIF mRNA 357K 7 W] i 5
TR, A G AR L(P<0.05) (£ 2).

between two groups(x+ s)

Groups(n) TLR3 mRNA TRIF mRNA
Observation group(3) 377+ 0.25 4.17+ 0.18
Control group(3) 0.93+ 0.07 1.05+ 0.07
t 18.947 27.981
P 0.0000 0.0000
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Fig.2 Comparison of the Caspase 3 activity between the two groups
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