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Abstract: [ Objective ] To investigate the character of expression of NK cells and its receptors in peripheral blood of pa-
tients with HBV—related acute—on—chronic liver failure (HBV—=ACLF) in different phase. [Methods] There are thirteen pa-
tients with HBV-ACLF in advanced phase group and thirty—three patients in plateau phase group, with thirteen healthy per-
son in control group. The frequency of NK cells and expression of NK cell activating receptors (NKAR) including NKG2D,
NKp30 and NKp46, NK cell inhibitory receptors (NKIR) ) cludingsd ate the character of including NKG2A, KIR2DLI,
KIR2DL3 and KIR3DL1, NK cell killing function related factors including Perforin, GranzymeB and FasL in peripheral
blood of all patients were detected by flow cytometry. [ Results] The percentage of NK cells in advanced group was lower than
plateau group and healthy control group (H=7.771, P=0.021). The expression of KIR3DLI in healthy control group was high-
er than advanced group and plateau group (Z=6.639, P=0.036) while the expression of Fasl. was significantly lower than ad-
vanced group and plateau group (Z=22.5, P<0.001).[Conclusion] Patients in advanced group had lower frequency of NK
cells, lower expression of inhibitory receptor KIR3DL1 and higher expression of Fasl. than patients in plateau group and
healthy control group, which is associated with immune status of patients in different phase of liver failure.
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Table 1 Comparison of clinical, biochemical and virologic characteristics of patients in the advanced and plateau group

Gender Age/ ALT/ ALB/  Total bilirubin/ PTA/ HBeAg lgHBV-DNA MELD
(maleffemale)  years (U/L) (gL) (pwmol/L) % (+/-)  loads/(U/mL) Score
137.0;
Advanced 13 13/0 39.9+9.9 34.6+5.2  587.2£1433  35.3x11.7 5/8 3.9;2.0,8.0 27.0+4.9
109.3, 180
69.0; 46.0,
Plateau 33 32/1 40.2+£9.5 15 37.2+54  492.8+163.9 36.2+9.7 10/23 3.5;2.0,4.2 24.6+3.6
X or F 0.000 -1.886 -0.119 0.925 0.873 1.004 0.089 -1.927 -1.092 0.000
P 0.991 0.062 0.9058 0.358 0.385 0.318 0.766 0.054 0.278 0.991

Compare advanced group with plateau group, except for ALT (Z=-2.837, P=0.004), others’ P>0.05; ALT, alanine aminotransferase; ALB,

albumin; PTA, prothrombin activity; HBeAg, hepatitis B e antigen; HBV, hepatitis B virus; MELD, Model for End—Stage Liver Disease .
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1) The percentage of NK cells in advanced patients was lower
than that in plateau patients and healthy controls (H=7.771, P=0.021,
advanced vs. plateau: 2=26.0,P=0.036; advanced vs. control: Z=10.5,
P=0.006) ; 2) The percentage of inhibitory NK receptor KIR3DLI in
advanced and plateau patients were both lower than healthy controls
(2=6.639, P=0.036, advanced vs. control: Z=17.0, P=0.0265; ad-
vanced vs. control: Z=59.0, P=0.0328). There were no significantly
differences in activating NK receptors NKG2D,NKp30,NKp46, inhibi-
tory NK receptors NKG2A, KIR2DL1, KIR2DL3 among advanced
group, plateau group and control, P>0.05.

B1 HAZBENKHAME. ZEHEREER
Fig.1 The percentages of NK cells and receptors in

advanced group, plateau and control group
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1) The expression of Fasl. was much higher in MSC-ad-
vanced patients than that in MSC- plateau patients and the
healthy controls (Z=22.5, P<0.001, advanced vs. plateau: Z=
0.00, P=0.0007; advanced vs. control: Z=20.0, P=0.0327;
plateau vs. control: Z=13.5, P=0.000) ; Significant deviations

were not observed in Perforin, GranzymeB, P>0.05.

E2 #HREEZE.TFEHEEETE ASEIML Perforin,
GranzymeB .FasL KA [ER
Fig.2 The percentages of Perforin, GranzymeB and

FasL in advanced, plateau and control group
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The percentages of NK cells was lowest in advanced patients while KIR3DL1 was highest in control patients. The expression of FasL was gradu-

ally decreased from advanced patients, plateau patients and control patients.

E3 #REEE.FEHEE.EEANKHAM.KIR3DL1,FasL 3k i% it 3 40 A &
Fig.3 A representative flow diagram showed the percentages of NK cells, KIR3DL1 and FasL of patients in advanced,

plateau and control groups
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