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MyD88, NF—kB7KFIbE, ZFH%HFEL(P <0.05); ChildPughAZ%, B% ., C4E#F TLR4, MyDSs8,
NF—kBRKFIER, ZFA%TFEL(P <0.05); REAZLEFRILESTLR4, MyD8S, NF—«BtE, £FA%
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NF-kB 12 5 i858 5 AT £ 9m 507 BUF K BATFAIAL R B A2 F A0 %, HTLR4, MyD88, NF—«B #944n £
W BT RRAL SR A MEIT S F B — e RME

K4 . AFARAL ; TLR4, MyDS88, NF—«B ; UHFa ; 155 il5%

FESES . R575.2 XHERFRIRTE . A

Expression of TLR4 / MyD88 / NF-kB signaling pathway in
cirrhosis caused by hepatitis B virus and its clinical significance

Liang Ma', Yang Zhao®, Hua-ying Wu’, Wei Xu®, Hu Miao®
(1. Department of Infectious Diseases, 2. Department of Gerontology, 3. Department of Blood
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General Hospital, Cangzhou, Hebei 062552, China)

Abstract: Objective To investigate the clinical significance of TLR4/MyD88/NF-«B signaling pathway in
cirrhosis induced by hepatitis B virus. Methods A total of 130 patients with hepatitis B cirrhosis admitted to our

Wk H I« 2021-03-15

e T2 .



2114

i, %5 TLR4, MyD88, NF-kB1EZL IR S aE AT AL B i ek b HUlm R X

hospital from January 2017 to January 2019 were selected as the study control (cirrhosis group). 130 patients with
hepatitis B were selected as the hepatitis B group, and 130 healthy people were selected as the control group. The
cirrhosis group was further divided into A grade (49 cases), B grade (47 cases), and C grade (34 cases). Classified
according to the degree of cirrhosis: decompensated cirrhosis (n =49), decompensated cirrhosis (n =48),
hepatocellular carcinoma (33 cases). Three groups of biochemical indicators (AST, ALT, TBIL), mononuclear cell
surface TLR4 positive rate, and serum MyD88, NF-«B levels were compared. The positive rate of TLR4 on
monocytes and the levels of serum MyD88 and NF-kB in patients with different degrees of cirrhosis were compared.
The correlation between TLR4, MyD88, NF-«B, and ChildPugh classification, AST, ALT, TBIL was analyzed by
spearman or Pearson analysis. The receiver operating characteristic (ROC) curve was used to analyze the diagnostic
value of ALT, AST, TBIL, TLR4, MyD88, and NF-«B in the conversion of cirrhosis to liver cancer. Results The
levels of TLR4, MyD88, NF-«xB, AST, ALT, and TBIL in the control group, hepatitis B group, and cirrhosis group
gradually increased (P < 0.05); Childpugh A, B, TLR4, MyD88, and NF-kB levels of patients with grade C increased
significantly (P < 0.05); TLR4, MyD88, and NF- «B of patients with compensated cirrhosis, decompensated
cirrhosis, and primary liver cancer showed an upward trend (P < 0.05). TLR4, MyD88, and NF-«B were positively
related with ChildPugh classification, AST, ALT, and TBIL (P < 0.05). ROC curve results showed that when the ALT
cutoff value was 101.44 U/L, the AUC was 0.738; when the AST cutoff value was 136.74 U/L, the AUC was 0.706;
when the TBIL cutoff value was 51.86umol/L, the AUC was 0.746; When cutoft value of the TLR4 was 32.342%,
the AUC was 0.896; when the cut-off value of MyD88 was 931.402 pg/ml, the AUC was 0.897; when the cut-off
value of NF-«B was 1,243.620 pg/ml, the AUC was 0.875. Conclusion The TLR4/MyDS88/NF-«B signaling
pathway is closely related to the pathogenesis of hepatitis and cirrhosis caused by hepatitis B virus. It is positively
correlated with the severity of liver cirrhosis and the degree of liver injury. TLR4, MyD88, and NF-«B have certain
clinical value in the diagnosis of liver cirrhosis.

Keywords: liver cirrhosis; TLR4/MyD88/NF-«B; hepatitis B virus; signaling transduction
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LI R ECR (%) FeoR, FREH RS A4
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2.1

F1 SA—MERLLE (2=130)
205 B ARSI, x £ 5) ALT/(u/L, x £ 5) AST/(u/L, x +5) TBIL/(wmol/L, x + )
iRG At 69/61 41.17 +5.48 121.57 + 43.36™% 128.15 +51.73"% 46.98 £3.5172
IR 71/59 4149 +5.18 82.38 +26.67" 89.36 + 24.547 30.22 +2.13%
it HA L 67/63 4148 £6.13 2313+ 1143 2422 +10.81 1239+ 1.42
X Fit 0.247 0.137 351.906 316.845 618.293
PAE 0.884 0.872 0.000 0.000 0.000

F : O5XHELLHE:, P<0.05; @5 ZRIF R4S, P<0.05,

2.2 3£ATLR4.MyD88 . NF—«kB 7k F Eb 4
JFHE AL 4 | 2 U 9 2 %) 4 TLR4 . MyDS8 |
NF-kB 7KV AL, 22 R A Ge it 5 X (P <0.05) , iF
B AL R & BY I 5 2 45 FR K- 2 T X B (P <
0.05) ; R AL 2H 25 48 A K P 2 i T S BUF R 2H (P <

0.05). WLz&2,
£ 2 34HTLR4.MyD88 .NF-kB7KFLLH:

(n=130, x+s)
215 TLR4/% MyD88/(pg/ml)  NF-kB/(pg/ml)
HFREfLA 30.45+7.6972 913.26 + 164.897% 1208.45 + 152.73"%
ZHFH 1927 £6.527 72198 +112.837  892.61 + 139.84"
X HRZH 10.14 £2.26 53243 +81.56 692.48 + 114.87
F1H 378.018 303.634 470.642
P1H 0.000 0.000 0.000

i Q5XHRLL AL, P<0.05; @5 Z 4L F#, P<0.05,
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Biit2# 5 L (P<0.05), ChildPugh C 2% % &5 kRr/K
V-2 T ChildPugh B 23 (P <0.05), ChildPugh B
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%3 AREZ5 ChildPugh FFE{L 8 TLR4 .MyD88 NF-kB 7K FELEE  (x+s)

ChildPugh A %% 49 21.92+321 773.86 + 12837 939.36 + 113.99
ChildPugh BZ% 47 30.03 + 5.947 921.17 + 138.23 121542 + 144.897
ChildPugh C %% 34 37.94+7.720% 1053.12 £ 152.13%% 1319.49 + 155.5872
FA§ 237.900 129.599 258.627

P 0.000 0.000 0.000

# : D5 ChildPugh A ¢ AL, P <0.05; @45 ChildPugh B H 4, P<0.05,

x4 AEREFENLEETLRAMyD8S NF-kBKFELE (x+s)

e 49 21.38 +3.57 773.94 + 134.99 938.14 + 125.35
JARE 48 29.17 +5.347 921.45 + 123317 1215.81 + 143.247
iv-acdiigi 33 37.96 +7.517% 1052.45 + 152.58"2 1319.34 + 156.30"2
FAE 274777 133.521 249.812

PE 0.000 0.000 0.000

0 O5RE L#, P<0.05; Q55440 4L, P<0.05.
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Pugh %2% . AST.ALT. % TBIL B#E %14 (P<0.05), W5,
AV T4 S R, TLR4. MyD88. NF-«kB

%5 BFRE{LEE TLR4.MyD88 . NF-kB 5 Child Pugh 432 . AST.ALT & TBIL K48 14

TLR4 0.442 0.000 0.349 0.000 0.418 0.018 0.331 0.002
MyD88 0.412 0.000 0.332 0.013 0.441 0.000 0.328 0.004
NF-«B 0.382 0.000 0.547 0.022 0.348 0.013 0.435 0.028
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LR v T
LI ROC %, 455 G, % ALT I s [T
101.44 WL, AUC%50.738; ASTHMHITH 136.74 w/L. 06 ’
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AUC 7 0.746; TLR4 # 7 {4 32.342% B, AUC ¥ ooa —In
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TRR FRR TR BR TR RR
ALT 101.44 /L, 0.738 0.643 0.834 89.4 0.739 0.998 35.1 0.229 0.405
AST 136.74 /L, 0.706 0.591 0.822 66.7 0.593 0.742 70.1 0.623 0.798
TBIL 51.86 pmol/L 0.746 0.645 0.848 75.8 0.701 0.854 722 0.634 0.805
TLR4 32.342 % 0.896 0.834 0.958 81.8 0.724 0.933 89.7 0.736 0.958
MyD88 931.402 pg/ml  0.897 0.833 0.961 81.8 0.713 0.921 85.6 0.727 0.924
NF-«B 1243.62 pg/ml  0.875 0.797 0.953 78.8 0.695 0.882 87.6 0.731 0.942
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