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(BE] H X1 2 BIUHF R (chronic hepatitis B, CHB) £ 3 #b A Il 3€ ¥ 4% 25 [ A (serum amyloid A,
SAA) 5 C B 8 11 ( C-reactive protein, CRP) Ft {E ( SAA/CRP) . 14 k7 410 i 5 94k B 40 g EE {H ( neutrophils
lymphocytes ratio, NLR) /K15 £ B 4 5 75 - i S AR W A% 2 (HBV-DNA ) 2% 2 B 1 /8 B2 A AH DG . ik i
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BITIE 12 J8 . 24 JEIME SAA/CRP, NLR KRB, 4HriRYy mi)s Mg SAA/CRP, NLR /K25 kA T
PRI . G50 T CHB B 1115 SAA/CRP, NLR JKE>HE CHB B> CHB B> ARE(P<
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AUC 435170 0.796, 0.819, BEATM ., B9 AUC 2} 0.967, KFBEATM ., B AUC(P<0.05). 45 CHBHEH
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[ Abstract] Objective To investigate the correlation and clinical significance of peripheral blood serum
amyloid A (SAA) to C—reactive protein (CRP) ratio (SAA/CRP), neutrophils lymphocytes ratio (NLR) and HBV-

DNA levels and disease severity in patients with chronic hepatitis B ( CHB), so as to find out the correlation
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between SAA and CRP (SAA/CRP), neutrophils lymphocytes ratio (NLR) and hepatitis B virus—deoxyribonucleic
acid (HBV-DNA ). Methods From June 2020 to June 2022, 100 patients with CHB in our hospital were selected
as the study subject and were divided into the mild group (simple CHB, 36 cases), the moderate group ( cirrhosis
in the compensated stage of hepatitis B, 33 cases) and the severe group (cirrhosis in the decompensated stage of
hepatitis B, 31 cases) according to the degree of disease. And at the same time, another 50 healthy volunteers with
the same age were selected as the control group. Different disease degrees, general information, serum SAA/CRP
and NLR levels in the control group, and serum SAA/CRP and NLR levels in patients with different HBV-DNA
loads in the study group were compared respectivly and the correlation between the serum SAA/CRP and NLR levels
in patients with CHB and HBV-DNA loads and disease degrees were analyzed. The correlation between the serum
SAA/CRP, NLR levels and HBV-DNA load and the degree of disease in CHB patients was analyzed. All patients
were treated with the antiviral therapy for 24 weeks, and serum SAA/CRP, NLR levels and the change values of
patients with different antiviral efficacies were compared before the treatment and 12 weeks and 24 weeks after the
treatment and the value of the change values of serum SAA/CRP, NLR levels before and after the treatment was
analyzed so as to predict the efficacy of the therapy. Results Serum SAA/CRP and NLR levels in severe patients >
moderate patients > mild patients > control group ( P < 0.05) ; serum SAA/CRP and NLR levels in high carrier
patients > moderate carrier patients > mild carrier patients ( P < 0.05) ; serum SAA/CRP and NLR levels in CHB
patients were positively correlated with HBV-DNA load (r=0.756, 0.709) , and disease extent (r=0.776, 0.745)
were positively correlated (P < 0.05);The levels of peripheral blood SAA/CRP and NLR at 12 and 24 weeks after the
treatment were higher in non-responders than in responders, and the change values were lower than in responders
(P < 0.05); the AUCs predicted by SAA/CRPAI and NLRA1 alone were 0.752, 0.773 for SAA/CRPA1 and
NLRA1 alone, and 0.861 for combined prediction of A1; the AUCs for SAA/CRPA2 and NLRA?2 alone were
0.796 and 0.819, respectively, and 0.967 for combined prediction of A2, which were greater than those for
combined prediction of A1 (P < 0.05). Conclusion SAA/CRP and NLR are significantly correlated with HBV-
DNA load and disease extent in CHB, and the changes in their levels can be used clinically to assess the disease and
predict the prognosis, so as to target the follow—up treatment and improve the prognosis.

[ Key words] Chronic hepatitis B; Hepatitis B virus—deoxyribonucleic acid; Peripheral blood amyloid A; C-

reactive protein; Neutrophils; Lymphocytes
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1.2 MRFE

ME TR PR A 20 Bl R EERITET . WRIT A
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3000 r/min & 0> 10 min J5 , 435 L5 RAFE R .
K U-touch #I 4 AR B0 72 8 25000 12 SAA 7K
L RS T BRI A SR R Lk
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AT 2 A BR AR, HEESCS . H20193433),
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HBV-DNA &0 #8r: Frda & TIRITan .
FrEi6 97 24 A J5 R %6 € /& PCR U %€ HBV
DNA # i, #IRY7 24 JAJ5 K HBV DNA #H<
100 IU/mL WIPEAL R 2, =100 TU/mL T2 ;
HApEE: < 10° Copies/mL, FEH . 10°~
10° Copies/mL, f#kit: > 10° Copies/mL,
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[] HBV-DNA #k & f& % SAA/CRP. NLR K °F;
(3) LL A [A] 97 4% f8 5 1R J7 Tl 5 SAA/CRP, NLR
I B AR AA
1.4 SitFEaE
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1 —HARKE SAA/CRP NLR 7K F [(Xx£5)/n(%)]
Tab.1 General information and SAA/CRP and NLR levels[( X+ 5)/n(%) ]
WA

I BRGS0 WEGe) | WG RS0 R P
51 0.772 0.856

5 22(61.11) 19(57.58) 21(67.74) 30(60.00)

e 14(38.89) 14(42.42) 10(32.26) 20(40.00)
B (%) 41.63+9.31 43.07+10.24 45.60+10.53 42.8149.76 0.931 0.427
REIRE (kg/m?) 23.16+1.95 23.4142.04 22.89+1.91 23.0442.11 0.393 0.758
W2 AR sl 2.205 0.531

A 4(11.11) 5(15.15) 7(22.58) 6(12.00)

I 32(88.89) 28(84.85) 24(77.42) 44(88.00)
RIS 7.142 0.068

H 3(8.33) 6(18.18) 9(29.03) 5(10.00)

o 33(91.67) 27(81.82) 22(70.97) 45(90.00)
G IFRE

eI 5(13.89) 5(15.15) 6(19.35) - 0.397 0.820

1= IR IMAE 3(8.33) 4(12.12) 4(12.90) - 0.419 0.811

BEIR IR 2(5.56) 5(15.15) 3(9.68) - 1.767 0.413
ALB(g/L) 32.18+3.51 27.63+3.29 23.1743.04 41.05+4.29 177.400 <0.001"
AST(IU/L) 46.3249.17 60.58+10.24 72.13+11.59 27.69+7.38 164.500 <0.001"
ALT(IU/L) 49.45+9.02 62.17+11.36 71.84+12.73 28.76+8.14 136.274 <0.001"
PT(s) 17.69+3.28 19.5443.92 21.16+4.27 12.51+1.93 54.015 <0.001"
SAA/CRP 2.51+0.73 3.83+0.86 5.12+0.90 1.24+0.26 225.853 <0.001"
NLR 2.28+0.35 2.76+0.34 3.15+0.32 1.68+0.30 150.930 <0.001"

*P<0.05,

% 2 [ HBV-DNA # = SAA/CRP.NLR /K F(x+5)
Tab.2 Levels of SAA/CRP and NLR for different HBV-

DNA loads( X+ s)

HBV-DNAZ# & n SAA/CRP NLR
Rz 30 2.60+0.63 2.33+0.31
e 33 3.75+0.65 2.71+0.35
A 37 4.68+0.71 3.02+0.33
F 80.511 35.997

P <0.001" <0.001"

P <0.05,
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&3 FRETHEBERITHG SAA/CRPINLR K F(X+5)
Tab.3 Levels of SAA/CRP and NLR before and after treatment in patients with different therapeutic effects( X + s)

- i SAA/CRP NLR
IRYTHI BITE 1208 1RYT I 248 IRYTHT BITR 1208 1RYT 248
FIE: 38 3.91+0.85 3.69+0.80 3.52+0.82 2.78+0.36 2.53+0.31 2.35+0.32
N 62 3.650.76 3.18+0.61 3.00+£0.58 2.67+0.34 2.16+0.29 2.04+0.28
t 1.545 3.597 3.708 1.536 6.033 5.088
P 0.116 0.001° <0.001" 0.128 <0.001" <0.001"
*P<0.05.

x4 AEITHBEBITHIE SAA/CRP NLR K FLE(X£s)
Tab.4 Values of changes in SAA/CRP and NLR levels before and after treatment in patients with different efficacies( X £ s)

X SAA/CRP NLR
Al A2 Al A2
To 38 0.22+0.04 0.39+0.08 0.25+0.06 0.43+0.08
R & 62 0.47+0.12 0.65+0.15 0.51+0.14 0.63+0.12
t 15.093 11.279 12.827 9.991
P <0.001" <0.001" <0.001° <0.001"

A UAIRIT 1285 56 T T E 4 A 229G )7 24)8 5 53677 AT 22 (248 XHE; "P<0.05.

3+ 5 & SAA/CRP 7K S5 E I NLR 7k 2= L B Bl 77 B 0 B
Tab.5 Value of changes in serum SAA/CRP levels and peripheral blood NLR levels in predicting efficacy of treatment

o g e R (%) 50 (o)
(ZZAN 3 AUC T (% S A/ P
TR TR
SAA/CRP 4, 0.30 0.796 0.704 0.870 86.84 64.52 <0.001"
NLR 4, 0.34 0.819 0.729 0.889 86.84 66.13 <0.001*
AT - 0.967 0.911 0.993 94.74 88.71 <0.001"
"P<0.05,
A6 B 41
=0.756, P<0.05 r=0.709, P<0.05 s
3 L
-9 4 [
< O =7
w1 2 | L ]
1k
0 . . . ) 0 . . . )

0 1 2 3 4 0 1 2 3 4
HBV-DNA #{ 1 HBV-DNA ##

1 SAA/CRP.NLR 7k 5 HBV-DNA #HEHIMHE X4
Fig. 1 Correlation between SAA/CRP, NLR levels and HBV-DNA loads
A: SAA/CRP 5 HBV-DNA #AH6PE; B: NLR 5 HBV-DNA # i AHo00E; ME. K&a=1, Tikig=2, mHa=3.

HBV-DNA N Z T 7 DNA &, AlA%0% ¥, CHB B IM% SAA/CRP. NLR /KF5 HBV-
e CHB HE RN PR R, IRRZEE . DNA 28 | s EA B EMer:, —3%
(L0 2 9 75 0 BREE B AL ek, nIFHF R CHB#S  IESZ SAA/CRP, NLR 5 CHB R E R I K & .
TERREE MOFAG TG 220, AR etEms 'k ANEMCR AN A S ps RSB35, CHB BE T
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B 2 SAA/CRP.NLR KT 57%ERENEXME
Fig. 2 Correlation between SAA/CRP and NLR levels and the extent of the disease
A: SAA/CRP St REEEARSCHE; B: NLR St REEARSCHE ; M. BeiE=1, whE=2, HE=3,
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