490

- LRI AR -

18 Mk 2, R HF R 9 A B e B3 1L HBV-LP K5
HBV-DNA & HBeAg )¢ & Kl R & X

FH AR, LAT, KL,
LB ARER:, Wdt YT 0650005 2. BT A X ARER:E, WAt EY 065001 ;
3. YT LI, , WA JEYE 065000

WE. BE 5% CTF R E (hepatitis B virus, HBV ) B [ 1L3E 2 R 55 FME K 25 1 (hepatitis B virus large
surface protein,HBV—LP)7](%2519;!}11:&%% DNA (hepatitis B virus DNA,HBV- DNA) K R R IR EE e PLIE( hepatitis B
virus e antigen, HBeAg) BIOC R LI RIGIRE X, A 1EH 2016 4F 2 A -2017 4E 10 H L5 REBOA 1184 HBV
SRR S5 200 B RIFFEXT G2, XA R 40 00 SR T R IO B 928 MR B 32 Ao 0 1ffL ¥ HBV —LP JKF-, SR %€ 22 B PCR ( fluores-
cence quantitiative PCR,FQ—PCR ) ll& HBV-DNA /K-, R I 8] 43 BEASGE 3 £ FL 008 S A HBeAg /K P, 24T HBV
YL B LY HBV-LP 5 HBV-DNA [¥2C &, R HBV B35 HBV-LP BHPE3 HBV-DNA BHPER & HBeAg FHIER,
Ifil it Pearson fEMISCTE AT, SR BEE HBV-DNA # ULEUAY X BUE A W55, S35 I35 HBV-LP fF (50 5L 5 7 T+
i, B E— X E0E T HBV-LP "R 80 1L, 22 R A Geit 22 5 L (P<0.05) , HBV B4 3% HBV-LP [H:%
M 84.00% (168/200) , 7T HBV-DNA A4 FHIEZ 63. 509% ( 127/200) 55 HBeAg Y FH %R 44. 00% ( 88/200) , % 74 G il
B (X*=21.708.,69. 444, P<0.001) , % Pearson A3 1E4Hr v 45, HBV /& Ye & 3 1 7% HBV -LP 7K°F (r=0.598, P<
0.001) 5 HBV-DNA # DI % 806 S HBeAg R IEAHIE(r=0.523,P=0.012) ,  £5it 12 HBV JERYL 5 1Y L
HBV-LP 7K F-Ffi HBV-DNA $£ D E i T i &, BL'S HBeAg S iFAHOG I AR T/E Hh ] o A M7 HBV —LP 7K, A
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A 88 PR O35 8 S AR 5, B U L

K. bk, CAAFSONE CAPRRRSMERE N SBUFRAGEE DNA; SHRUAFRIGEE e DU A

FE 43S R373.2°1

LI 98 9% % (hepatitis B virus, HBV ) JBYL & —
ot SO PR AT 8 8 A A o DL e R g, IS4
R ERTA S HBY R B H 294 15.00% ~
25.00% :BHFEF 5 HBV JEH AR C IR . L,
X ME HBV Jie i 3 AT B RO i2 T 45 0
WL 1Z5 Rk R g HBV JEgs B 1
55 ™ B AR DL S BRI T RCR B WL 2 i i W
FERHF IR 1 DL . S B A5 B DNA ( hepatitis
B virus DNA, HBV-DNA) ¥ IR DL K LRI T RIGFE e
HUJE (hepatitis B virus e antigen, HBeAg) IflL 75 5% #6255 1
(20 SR, X TR 5 i 19 HBeAg FAME1E 1E
HBV J& YL 87100 5, b VLG R br A7 7E — € 1Ry [
PEo B I AEARAH M T B AR WIER A, £ T B AR
K& H (hepatitis B virus large surface protein, HBV —
LP)VE%J-*W@?&E’J”’“{D‘ BRI A6 B0 HI T im K 1Y 32
Frad Bt ST, AR E R 1 T HBY R

EETE b BRI 50 B A R R mH (45

201501239) ; BEGF T Bl# H AR 58 5 & R Rl A %5 4 2 10 5
(45 :2017013140)

YEE BT I (1985-) , L, WAL Y A AR 22D, B4
Rz B0 T, =5 2L DA G 3 S M DA 50 7 TG P9 T

XEkARIRES: B XEHHS :1006-3110(2019) 04—0490-03
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M HBV-LP /K V-5 HBV-DNA & HBeAg )%
RIFT LT, BTE N2 HBV JEYL 5 (1 012

D T 9 9 32 e ) R 5 i A3 — o 0 JR P A I 6 A, B
SIER /(I

1 XH5F*

1.1 AR $EEL2016 4E 2 H -2017 4F 10 J1 8§

imh B B B A A 18 Pk HBV JRR % 5 2 200 1] 4 iF
ﬁﬁ% PAABRUE: (1) B B T4 2000 4 g
SPGB A 2y R o SR T E

E’J(ﬁﬂ iﬂ?xﬁﬁ/nﬁ§> th e T8 M HBV YL 1 A1
KALWIARE 5 (2) EH8>18 5 (3) I G P Wkt 52
B (4) BT . HEBRARTE . (1) BT
VAR S D e ™ E R AR 5 (2) AETE M & RGN
VIR BERF 5 (3) AT Wk MR B & (4) W PRI 5k
LI L (S) IR e 23 . o B M 142 91, %
T 58 ] AF 0% 19~68 % F-147(28.52+7.42) %, FTfy
B NG R I % 58 AV R 15, BRI i N R R e e
PR 3 2 AR IR 5E

1.2 AR & A BRE ARG BERER R E
KIfi. 5 ml, A 3 000 r/min B> 10 min, B )2 I35 44
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F7F =80 CUKFE G, SR IR G2 MR R A I 1t
{if HBV-LP K-, BTy S . s kR E (HAR
W 0.10,25.50,100,200 ng/ml, Z8 i 4 —Paeameter
model % ETI-max3000 4 H 3H i G0 A {3 () [ f5
[ Diasorin 2\ &)) H ) 46 ] , It AR H &k R , W&l A
RS AE YRR A R A A, R 20 E B PCR
(fluorescent quantitative PCR, FQ — PCR) illl 7 HBV -
DNA /K, Bfsi i3 PE 5700 [ 8756 PCR A T4
o, Hor HBV-DNA 26 it & A ) ek
PRGN AR AT B2 w], R A EASYCATAMINI if
[F] 53 HEASCAGIN £ BT L30T, 3R FHPHE RS 12000 SR Y Ar-
chitect RGN L7 HBeAg /K, Hirp HBeAg i35 &
A EEERHEAEY TR ARAT, FRERAE D IR
Py 7 s i M) @ UL A A T

L3 sRfhdeo (1) M54 HBV-LP Kl 45 8 A s
WEN R 5 AR OD E = B PR X B 2
(0 ng/mlbRiHEM ) x2. 1 By B4, 25 7€ PE IR RE 5 OD
(B <BAMEXT BREIME (0 ng/ml ARl ) x2. 1 BI K B4
(2) HBV-DNA #25 FA AR a1 B 5 HBV -
DNA Ffit<1. 0x10° #% D1/ml BRIy B | 52 22 000k BH
PE, (3)ILiE HBeAg Kl Z5 R DL S/CO=1 NI, )2
Z R BAPE

L4 SGitdodk AFFEEIEER A SPSS 20. 0
PEHEAT 00T o A S EHE Db A B A | 20 1) be 3 S it
PRAGH: B H o3BT WU S Bk R AT W 0 S e 48t i I
17 Cochran Armitage #3 % 56, H & 11 £ % B LU
(n,%)FR , SHEX* K s, HAh, HBV YL R M
HBV-LP 5 HBV-DNA } HBeAg 1) 5& &R T LA Peason
AL AT . KEHRIKHE «=0. 05,

2 & R

2.1 HBV &% &% fik HBV-LP 5 HBV-DNA #) %
AN BT B HBV-DNA $ U100 % B
AW T, B LT HBV —LP v 55 5 3% i 71 v 4
4 Cochran Armitage P2 e VS Ry Y-
(X*=96.746,P<0.001) , W& 1, ZR0Wr. %24
(A[FE) HBV-DNA 5 DB X5 ) 55— X4k
{EIZHA L, Wilcoxon FRAG R 7R 22 F A Gt 24
X (¥ P<0.05) , WL 1,

2.2 HBV B % %% HBV-LP HBV-DNA % HBeAg
rabk & i HBV YL B H HBV -LP FHMER N
84.00% (168/200) , T HBV-DNA f4 BT 63. 50%
(127/200) 5 HBeAg Y BH % 44. 00% (88/200) , 2=
SAEG I E X (X =21.708 .69. 444, 7 P<0.001)

W2,
F= 1 HBV XYL FIM7E HBV-LP 5 HBV-DNA 0% R
HBV-DNA # D150 i % 5 %k

HBV-LP(ng/ml) M(P,5,P75)

<3 73 8.76(4.72,43.26)
3~4 34 14.37(5.35,51.52)®
5~6 31 21.53(10.32,80.57) e
>6 62 129.38(9. 58,128. 73 ) abe

71 T A AT Cochran Armitage #4445 56, HBV -LP 4%
YIFT WAy ORI, 55 A7 R T OGS 6 R AL . #4538 200 )
REAS B b {37 B LA 41 (24, 334) , XA REARBARIRAL ; 1 = = 24. 334,
0=<24.334) ,1MiJ5 1T Cochran Armitage #4340, 2 22 F 40 #7. R H
Wilcoxon BRI 4G, 5 HBV-DNA ¥ 01589 % B{d <3 M kb, aP<0. 05;
5 HBV-DNA $£ DB X 45 A 3~4 A 1L, bP<0. 05; 5 HBV-DNA #%
DRI EAE S 5~6 FHEL, cP<0. 05,

Fz 2 HBV ERYLHE#H HBV-LP HBV-DNA &
HBeAg FHMR LB (n, %)

HBV-DNA HBeAg

HBVLE Tt Wit it it

TRtk 116(58.00)  52(26.00)  82(41.00)  86(43.00)  168(84.00)
R 11(5.50) 21(10.50) 6(3.00) 26(13.00) 32(16.00)
A1t 127(63.50) 73(36.50) 88(44.00)  112(56.00)  200( 100.00)

2.3 HBV 2% &% &% HBV-LP 5 HBV-DNA %
HBeAg 8948 % M7 £ Pearson A4 Hr Al 15,
HBV &L 5 % 1% HBV-LP /K°F- 5 HBV-DNA #%
BT BUE S HBeAg 372 1EAHE (4351 r=0. 598, P<
0.001;r=0.523,P=0.012) , WLK 1,
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B 1 HBV /&Y B IME HBV-LP 5 HBV-DNA &
HBeAg 14 AH X 10 B

3 3 i

FRNE BRI A 0 A % 1w, HL48 KHR o 8 3 i A
SR PERRSLAL IR TGN T IR AL PR S5
TR LE R HET, IR L2 HBY F: 20258
A HBV ML AR S YLLK HBsAg HBV #Z Uik
(hepatitis b core antibody , HBcAb) Z£52B1° | SR, |-
AN T XA e Sz e £ R A B 15 O, X LAY Aff
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WL BE 52 I MG BB O I R b 3 B A D A A
HBV-DNA % 5 & 7K -, VE A0 3516 7 1Y L AE
FI7 A ARZ T EA AR — € B FE , #8457 HBeAg
FHER B e URFEBAJG , M35 2% HBV -DNA A FA
PE 2R R B D e S 8§87 J8 3 HBV i s/t T
TEShi, HIF K AT B HBV B H &YURFHIEIT G, Ik
W HBV - DNA # &= T F 2= & W B U F
(<10° ¥ 01 /ml) | 7540 HBV %k 75 & A2 248 | & BLAS:
T TV R B S 1 K-, 5 A SCERRGE 1
i HBV-DNA A0 BH P i, I AN B8 B 52 2 e i P9 1)
cccDNA B /K FEIME HBV —DNA 7K 4RI, B
FF I 4 2 b 9 HBV - DNA A3 A {5 35 78— 5 1 7K
SRt R, PRGN HBY R IS % DNA &
TR I AN TR T8 42 W A8 8 LS R 155 A JR A 0L
HBV-LP 1Eh S 2014 M s Pk DL SOSUER 5 4 b
ZERIAY HBV AR 22—, 1 PreS1 PreS2 I S 454
BAH R, R AT B SR 12 P HBV R I i Rk
PENT B Dane $URLAY 25 5 DL KR & KB A 0% 75
BRI BCRATAE — B OG> HRTIR R 1 P
BEIAIT HLABEI XS cceDNA 9 A il 7= A= — 2 i 30 1l £
FH 6 22U e #E R R AT IE I, & &k
H ) B RN AR T RNl i = =
HOR T 09 22 42, 4k S SO A0 Wi Ak B T
T-UT IS HBV-LP A2 F b HBV 583 AMEAT
TENG LR HEEFE bR, G 3 75 58 8 DA B 0% 2 FURE
e BRI L B, B HBV -DNA $5 DY
STEUEAWT T 5, & L3S HBV-LP o 505 % i Tt
R P<0.05) , % Peason AHEPEAMHT A4S HBV &
YA MY HBV-LP /K5 HBV-DNA #5 01 0 %f
#5018 J2 HBeAg ¥R IEAHE (P<0. 05) , #&/R1M7E HBV -
LP FiA7KF-5 HBV-DNA TEHLA N 195 K77 7E
Y M, AN, ARAFFEIE & B HBV JER Y B
HBV-LP BHM: %N 84.00% ( 168/200) , = T HBV -
DNA FH 1 % 63.50% ( 127/200) 5 HBeAg BH ¥ %
44.00% (88/200) , I3 HBV-LP i2Wr HBV JE4L i) BH
P LL HBV-DNA 5 HBeAg H i, HATREREH T
HbeAg FIVER 283, i T HBV-DNA Hij C X i}
PSS  TorEA A 5 HbeAg, HBV-DNA A& K Ifil 3
SR 34 R BAPE B FEAT AL T S 2 1 AT
£, HBV-LP /5 Al ZE M35 T pk s i . H HBV-DNA i
C XRAFRILE TR S X, A HBV-LP FiA/K 48
HbeAg Fik/KF-E NFaE , HBV-LP k7K F4 HBV
-DNA & HlKFEAEIPAE HBeAg B ME1E P 2 BT 2% 5
FARNTRE R W B & R LA BT BRI ROR

HAR#

Lk LTA, 18 P HBV S A9 0L HBV -LP
7K F-5 HBV-DNA & il /KF- J HBeAg 3% ik7K V17 4E
WY FR, FLNGE HBV -LP Rl ol /8 — & B2 1 kb
HBV-DNA PAG UG REG YRR KL EEA R TR J7
T A R Z AL [ A F T T HBeAg BIVENE 1 HBV
R P I HBY S ML LA
FE T TR ) AP S0 A 6 SR, LA
— & WYl RGBT 48 (L
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