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M3 X A% HBV & % 4% HBsAg K-F5 HBV DNA # % 2 E48 %X X & (r=0. 342,P<C0.05) , HBeAg /K F 5 HBV DNA # &
EAR ¥ ¥ A (r=0.463,P<0.05),HBeAb K+ 5 HBV DNA # 2 X M 2 fi48% % & (r=—0.227,P=0.001), HBcAb X F 5
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Correlation analysis between HBsAg, HbeAg, HbeAb and HBcAb with HBV DNA in Lanzhou area and its clinical value”
Li Caidong sWu Bin,Chen Xilian

(Research Institute of Liver Disease s Lanzhou Municipal Second People’s Hospital , Lanzhou,Gansu 730046 ,China)
Abstract; Objective To investigate the relationship between HBV DNA load with the serological markers(HB-M) HBsAg,
HBeAg.HBeAb.HBcAb in the persons infected by chronic hepatitis B virus (HBV) in Lanzhou. Methods The real-time fluores-
cent quantitative PCR was used to detect the HBV DNA load and the double antibody sandwich chemiluminesent immunoassay was
used to measure the serum HBsAg, HbeAg, HbeAb and HbcAb levels in 724 cases of HBVinfection. Results The HBsAg level
was positively correlated with the HBV DNA load in chronic HBV infection in Lanzhou area(r=0. 342, P<C0. 05) , there was an ob-
vious positive correlation between HBeAg and HBV DNA load(r=0. 463, P<C0. 05) , the HBeAb level and HBV DNA load had the
negative correlation (r=—0.227,P=0.001),the HBcAb level and HBV DNA load had no significantly correlation (r=—0. 062,
P=0. 366). Conclusion There is obvious positive correlation between HBV DNA load with HBsAg, HBeAg in chronic HBV infec-
tion in Lanzhou area, which indicating that the observation by combining HBsAg and HBeAg with HBV DNA can judge the infec-

tious degree of the patients more accurately.
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JE 2 R T RN R 9 T L3 = 4 75 90 CHBV-MD i & PR A I
FEPEGE RN H) T HI K HBV Jg e i 7™ 8 R B L 24 97 & &% Tl
Jat . ZRIT A B E RN HBY DNA & 17 5l FE g2 v 1 3 55
A o A SR HBV-M B 2 S e . HLRE 58 47 3 2% A 50 v 3 97
B, A KRR 2 B R 1 AR50 5 HBY DNA #;
X FRHZ R HBV-M &P 5 HBV DNA 1 3¢ & 5 .51 [F &
5 HBV DNA G R R ILA X T Z M XA B Rl AT
PRV ZFH WO R AR XS 724 B 2 BT 58 BE Y
HBV-M J¢ HBV DNA fE & A6 53#7, i — 25 T fig 22 3 X HBV
SRR B I R A AR CHB.LJHFRE AL 98 19 & A= B I IR 3
BMIRRIBEES N E O DS AT SR 45T 0 B B Ay 2
1 #MEFZE

L1 —f%r BFREx 4oy 2011 48 1~12 J7E 2 M s —

o BEGIUH 22N R R R IR E (2012-1-12)

HBV DNA

NREREHIZH 724 BIF% T2 X AERER) CHB B2 HEBR |
W T RS R s, B IS H AL IR G 0T . i
g 10~75 4,724 {5 CHB 83 L 55 ¥k o 3 Ho 55k 539 4]
(74.44%) , 4z P£ 185 i (25. 56%) . HBeAg B 1 # 238 4
(32.87%) .HBeAg (A% 486 f(67. 13%) s i 5 HE LR S
T AR T G 8 RS B B 75 25 00 9% 58 L T 6 O H AT R
B, [ B HE R 24 M TR L LA T R A8 DL R IR
WU TS ML SR . BRE WIS 2010 R R AR R
S 2 53 23 5 P AR IR 2 2 YL 2 o BT I8 Pk 2 T I
RBTIAETETE ) PR bR T

1.2 U 5iAR 3EE ABI 7300 9% 5@ & 2 . B 35 [
FEY R G ml 24, 2 B & i35 05 35 0 e & 8 AL R
CHEMCLING600 4= [ 8l fb % & ot % 9% 43 B AL, B b 5t ) 36 A=
i AR A R A R R AL, ST-36W gk AL . i b i A 42 28 A 4R
Bt TGLIGA fIRIE B0 L, i ik 2 Al 44k, E2 G
PCR #3510 50)  HBV % B2 52 6k k50 &, 3 il B FE
oS R AL b2 R S g A3 AT £ T T AR LT B AR e i )
A b atRE L o ) R

VR A IR 2 AT 250, 32 DA S5 08 1 JHF 0 19 26003 L 161 B 5



« 2740 - B 74 4 [

#2eK 2014 4210 H % 35 %% 20 #  Int ] Lab Med,October 2014, Vol. 35,No. 20

L3 ik AR TR R E M 10 mL # ki,
A SREEE S5 3 000 r/min, &0 5 min. AL & H. Wb E =
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12 (CCLIAD K6 I 2RI 4 955 B 45 25 9 48 b 3 AL 0 B SR AR W 3¢
ARA PR 2wl S AL 1R & VLB 4548/ s HBV DNA = 45 5K
F 5.00X10% TU/mL 2y BA4 ; HBsAg>0. 5 ng/mlL, HBsAb>
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T sRIR I TR KI5 22 O SR IR I RLOE ¢ A 3R

2 I P s PSR R O 22 0 0, AL P9 A G2 ] Pearson AH G
SITIEATAL B A OC R B r R . LA P<<0.05 B ERAH S
2 & R
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I PR 43 74 n HBsAg(ng/mL)  HBeAg(mIU/mL) HBeAb(NCU/mL) HBcAb(NCU/mL) HBV DNA*#
HBeAg(+)CHB 91 213.17428.75 11.8943.68* 0.8641. 26 12.5242.13 6.0241.56"
HBeAg(—)CHB 101 177. 83453, 67 0.0320.12 8. 4249, 66 12.084-0. 98 4.9341. 14
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3w i

H i, HBV-M F 22 7 WL X HBV 9 60 I WOk 2S5 i
15 HBV £#75 #1519 4 b5 i 2 HBV DNA fa i) 25 3¢ & B
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bR . Pk, CHB (&5 & %K 7 FH s 28R 45 7T 3 i HBeAg
T8 5 B, B YL FIvg JF DNA % 8 HBeAg @ AR 57, BT LA
ERERIBE S HBV M A K", ROwas Rz, =
M X CHB 8% HBeAg 19/K-F5 HBV DNA # & & W] i Y
IEM X 5 & (r=0. 463, P =0. 000), HBeAb 7k % 5 HBV
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