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Elevated Expression of Toll-like Receptor 2 on Peripheral Blood Monocytes
in Patients with Chronic and Chronic Severe Hepatitis B

WEI Xiu-Qing"?, CHONG Yu-Tian*, WEN Zhuo-Fu!
( 1. Department of Digestive Diseases, 2. Department of Infectious Diseases, The Third Affiliated Hospital,
SUN Yat-sen University, Guangzhou 510630, China)

Abstract: [Objective] To study the change of TLR2 on peripheral blood monocytes (PBMCs) and its role in
the pathogenesis of chronic and chronic severe hepatitis B. [Methods] Randomly selected 31 patients with chronic
hepatitis B, 30 patients with chronic severe hepatitis B and 30 healthy controls entered into this study. The
expression of TLR2 on PBMCs was determined by flow cytometry. The level of serum tumor necrosis factor o (TNF-
o) was determined by ELISA. The serum HBV DNA level was determined by fluorescence PCR and presented as
Lg (HBV DNA). Total bilirubin (TB) and prothrombin time (PT) were routine tests. The differences between three
means were determined by one-way ANOVA and Scheffe test. The difference between two means was determined by
Mann-Whitney U test. The correlations between TLR2 and TNF-a, Lg (HBV DNA), TB, PT were determined by
linear correlation test. [ Results] The values of TLR2 on PBMCs and serum TNF-a in the group of healthy controls,
the group of patients with chronic hepatitis B and the group of patients with chronic severe hepatitis B were (215 =
2.7)MFI, (39.0 = 4.1)MFI, (47.7 + 21.4)MFI, and (54 + 38)ng/L, (164 + 90) ng/L, (360 + 140)ng/L. Both
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of them increased gradually and significantly. There was a significant positive correlation between the value of TLR2
and the value of serum TNF-a.. The values of TB, PT and Lg(HBV DNA) in the group of patients with chronic
severe hepatitis B and the group of patients with chronic hepatitis B were (470 + 225) wmol/L and (101 * 131)
pmol/L, (35.1 + 21.1)s and (15.4 = 2.2)s, 5.9 + 2.0 and 5.4 + 1.6. The values of TB and PT in the group of

patients with chronic severe hepatitis B were significantly higher than those in the group of patients with chronic

hepatitis B. But there was no significant difference for the values of Lg(HBV DNA) between the above two groups.
There were significant positive correlations between the values of TLR2 and TB, PT, butnot Lg (HBV DNA).

[Conclusion] There may be a role of TLR2 in the pathogenesis of chronic hepatitis B and chronic severe hepatitis B.
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Fig.1 Acquisition of peripheral blood monocytes
10 000 CD14* cells were acquired for each sample, and dead

cells were gated out based on their light scatter properties
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Table 1 Levels of TLR2, TNF-a, Lg(HBV DNA),TB and PT in different groups (x=s)

Groups : n TLR2 (MFT) TNF-o(ng/L) Ig(HBV DNA) TB(pmol/L)  PT(Seconds)
Healthy Control 30 21.5+2.7 NA NA NA
Chronic Hepatitis B 31 39.0£4.1 164909 5.9+2.0 101£131 15.4+2.2
Chronic Severe Hepatitis B~ 30 47.7£21.40:2 360£1400+2 5.4+1.6Y 4702257 35.1£21.1%
ForZ 74.304 33.735 -1.142 -5.973 -6.363

P 0.000 0.000 . 0.254 0.000 0.000

1)Compared with healthy control, P < 0.05; 2)Compared with chronic hepatitis B, P < 0.05
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Fig.2 The histogram of expression of TLR2 on

peripheral blood monocytes in a typical patient

The solid line represents the isotope control
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3 #

FATHOBFZT KB B IEF X A 218 1 2 B
Sl BT Z RUFTA AN I BRAZ 4 A TLR2
FIRTRE FIMYE TNF-o ACEYMR KR, BHAH
] b B 22 5 ANR I BAA% 40 TLR2
FkKE5 IME TNF-o kK F 23R E S ER
1EAHSE . Hermoso 1 Wolfs HIBFSEIESE TNF-o 7]
DA b3 TLR2 Ay k801 BH BT TNF-o BIA YT A LA
R I A AR 5 5 R DR I IR S A A o
BAAZ A M TLR2 (3838 K101 ZE 18 1k 2 1 fiF 48



94 LR AR (P 2R

529 %

KAV 2 BT | Bk TNF-o 7T RERA1 A
MEAAZ 4 TLR2 Fi8_EJARHLEI Z —, Riordan
SEUNTE FE R AL B B 5T 2 B, I REE 10 28 2 41 ] i 2
AN TLR2 263Kk P8 IE % Xt BB 8 i, T AT
TR A, F8 2 4/ ] o 50 400 L A2 380 JEL T {4 i B T 3F)
WS AT A= A i K- TNF-oo, 4871 B4 40
TLR2 7K (288 ] S BURAZ 4N % TLR2 i
BRI AT A P= AR R TU i M AR 2R R, FE 8
CIUFH VA K 8 M B 7, RU T 46 R 35 41 ) it B A%
YK TLR2 FYFEXK T8 50 & T BAE @i 2, 5
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