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M E:BH HKAREZAFKXCHB &% b o #EKEE (o, -MG)5 TR X% 4F DNA(HBV-
DNAYERZeymA ., ik M 2334 CHB &4 hiF. ¥ CHB 2 F 4% AN X% 4 & @4 R (HB-
sAg) LRI X Jm#F e 3 (HBeAg) 4 HBsAg A % % (190 #)) f= HBeAg M & & (43 #)), 4 A0 & i
a-MG #= HBV-DNA # 2, R A £ ik k4 m e 7 o, -MG; R A % k2 & PCR %40 « i HBV-DNA #
T oM fE o-MG KF 5 ik HBV-DNA Z6s ki, R HBsAg MKl & F F HBV-DNA #H & &
# 83 #l (HHZF A4 . HBV-DNAKE ZE # 102 6 A& 2 A )., HHEF AL o MG KRFH(26. 5L
8.5)mg/L, k& Z A 4 o-MG K F 4 (20.5+5. 5)mg/L, BAKEK, ZF A%+ FELG=1.1057,P>
0.05), HBeAg ratt %% HBV-DNA ¥ 5 #4227, HBV-DNA & 2 &% 154 (H#& 2 Ba),HBV-
DNA KHEH T B H 28 1 (KRB B4), SR E B2 o,-MG KP4 (19.247. 2)mg/L & H T B 4 o,-MG K F
A (18.5+6.3)mg/L, £F% £t FEL(t=1.3251,P>0.05), & iF o-MG K-F5 HBV-DNA # %
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Correlation of HBV-DNA load and level of o, microglobulin in patients with chronic hepatitis B~
GENG Hui ,WEI Yanhong ,YANG Guangmin”
Center of Clinical Laboratory sPeople’s Hospital of Jilin sChangchun ,Jilin 130021,China
Abstract: Objective To discuss the correlation of HBV-DNA load and level of o, microglobulin (a,-MG)
in patients with chronic hepatitis B (CHB). Methods A total of 233 CHB patients’ serum were collected. Ac-
cording to results of hepatitis B virus surface antigen (HBsAg) and hepatitis B virus e antigen (HBeAg) , pa-
tients were divided into HBsAg positive patients (n=190) and HBeAg positive patients (n=43). HBV-DNA
load and level of o;-MG were detected by immunoturbidimetry and fluorescence quantitative PCR. In addition,
correlation of HBV-DNA load and level of ¢;-MG was analyzed. Results In HBsAg positive patients, higher
HBV-DNA load (higher load group A) had 88 cases and lower HBV-DNA load (lower load group A) had 102
cases. The level of a;-MG of higher load group A and lower load group A were (26.5+8.5)mg/L and (20. 5=+
5. 5)mg/L,the difference had no statistically significance (z=1.105 7,P>>0. 05). In HBeAg positive patients,
higher HBV-DNA load (higher load group B) had 15 cases and lower HBV-DNA load (lower load group B)
had 28 cases. The levels of o;-MG of higher load group and lower load group B were (19.247. 2)mg/L and
(18.5=£6. 3)mg/L,the difference had no statistically significance (r=1.325 1,P >0. 05). Conclusion There
is no correlation of level of a;-MG and HBV-DNA load, which could not be used in estimating the viral replica-
tion. The degree of disease,curative effect and evaluation of prognosis would not rely on the two indicators.
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oy KRNI 5 0 . 501t RIKAH 4 LN H
HBV #47# .30 30 26 1 T 50 A 177 JgR e ol o 28 0k e ik
HBV' 2006 4F 4 [/ 20 BT 48 347 5 2 9 & 6 1.
FE 1~59 % A# HBV #4% % 7.18%,5 # K
JLE N 0.96% . A HBV &2y 9 300 J7 A H
CHB B #25 2 000 J3 A7, [R5 400 % 3R 9 25 7 1P
S K B R 45 A B o 2 HOT I R b T
DU JFF I ) 68 1) 48 B 55 22 {HL 1 1 75 SO0 b S5 L T O g i
BRINBEE ML FE bR . CHB B 1 135 & BT %
I 1 2= LR (HBs Ag) 7K - B 43 0 A [8) T A7 7E — &
AR FE G PR rf AT A Ay 0 DRy B S i SRk U R R 1)
AR . [k HBsAg /KSF U 2 4% 5 25 V1A G, o]
FF P CHB (IR ITROCR . &R R 9 75 0 S A% M
¥ (HBV-DNA) #8537+ 5 #0A S & ) B HBV & il
B R AR FE AR . BFSE BRI HBV-DNA 2 &
AN T JE 453405 40 G [] Bsf 2 B8 BRI IRIB 9T 25 0
FEARYE . AR o MEREA (0 -MG)
AT A PF A U 48 405 A 536 A+ e A A (i B
A5 FEHRT CHB B # M «-MG /K5 HBV-
DNA 5 A I &5 R iE T,

1 #ZREFE

1.1 — Rl BEEUARPRE 2016 4E 5 A & 2018 4F 9
AWGa ) 300 i) CHB & st 4. &M/ 5
SCHERLS B2 Wi b o . HEBR & JF I AU, Py AU I B
2K MWIVET R iR 253 27 ), DL B D Re SR AR
H A0 ) A ADEE I CHB g 4k 233 f], B3
th HBsAg BHPE B 3% 190 5] (HBsAg BHYEZL) . 2, % F
R e Prl (HBeAg) BH M £ 43 i (HBeAg PHPELD)
[ B AR B HBV-DNA & 41 1% 506 233 f] CHB %
437 HBV-DNA ik 2% &2 & 3% (HBV-DNA 7 & <10’
copy/mL) & HBV-DNA & 4 & i # (HBV-DNA %
#>10° copy/mL) .,

1.2 {U#5it%]  ABI-7500 # PCR K A% (K =
B A 5X 10°copy/mL), Il 5 & AU2700 B4 [ 3l /&
b5 #14Y , Heraeus Biofuge stratos {K 1R & 2 & O HL
DY'Y- Il 2= & H vk Al GILSON finde g . JHZhaE . ' 2h
AE A IR & C R A W) TR IR A RS wDD i
H o -MG B, ER [ (B,-MG) A 3K 57 & [ 3 Rl 3
BICE T B A BR A 7], Trizol, & A » 5 N EE . TEK
L DEPC b 7K (35 E A 4k 4 4 B8 2% 77 5 A R
UNEIDR

1.3 ik ABRET ARG 6 h PR /0 3 K
KL SR AE T DKL 5 mL s B0 J5 W B L 2 Il 3 . 43 %
Bk, A A R AT R PO B IA T . O AR
I35 % Al AL SR P Ao g LG ik R U I3 o« -MG, R

FH -2 R G A B kR TN R A L R
(ALT) , SR F 58 A0-30 S 12 i 2 il 32 A I K 1] 44 S R
GRS B CAST) SR RS Fo ik 46 I 5 3 &5 B
(PA) R A AMP G2 iy vk A5 0 Bk 1 9l R 1§ CALP)
SR FH WL 4R Ak il 32 6 I LI (CRED L R F 4R 43 &
P73 6 i 2 A 0 1f, PR 2 R (BUND 2R B % 88 HE ok 3
K L B,-MG L a,-MG K-, K AL AR A 4 A
BT, 48RS H I HE T ALT > 60
IU/L;BUN<C7. 2 mmol/L; CRE 7Kk F, 5 #:< 106
pmol/L, ZZ <97 pmol/L. R M9t E & PCR
Kl HBV-DNA # 6. BURAI M % 20 pL fiIn A 20
p L 248, IR 21 )5 100 °C ik K ¥ 10 min, &% J5 LA
15 000 r/min B0 3 min, B4 pL FVERFFARL . A
BE A 4 pL REES EIE TR )2 SN T IR AT 5
BB O A %)L AR R G PCR A HE A7 A, 3% B AT
94 CZE P 2 min, F-4% 94 °C 30 5,55 °C 30 s,72 C
60 s P14 35 MEI ., DL 1 T AT BRAE B A% He B AR 1R
UL AT .
1.4 ZEt*Ab 8 R SPSS19. 0 kX 4l i 17
Biitop#r. iHEERLL Tt FKoR A R ¢
K5 . HBV-DNA 2k 48 50 5%kt B0 £ #E 17 53
Mio KM Pearson #HR XM R MM IT 0. UIP<
0.05 HZESFHGI¥E L,
2 % ES
2.1 HBsAg P& % 1R [E HBV-DNA # & K F
BF MG o-MG KF A 190 6] HBsAg BH M &
& HBV-DNA it Hr 45 3 R . HBV-DNA & 3 i
88 M (mi R A 41), HBV-DNA ik 5 &7 5 %
102 ] (R i A 40D, mEE A4 o-MG KFh
(26, 5+ 8. 5)mg/L, fk#ka A H «-MG KEH
(20.5£5. 5) mg/L, Al lL 48, 2 R LG iT 2% 8 X
(t=1.105 7,P>>0.05),
2.2 HBeAg M & # AW HBV-DNA # /K F
BFIMTE «-MG KFRHLEE 43 i) HBeAg PHME:
% HBV-DNA i 7p Hr 25 3 R . HBV-DNA & £ &
15 B (ki B 4D . HBV-DNA ik & B % 28
Bl & B ). maiE B A MG KFH
(19.2+ 7. 2) mg/L, flE & & B 41 o.-MG K F H
(18.546.3)mg/L. ZHF g it #m L (1= 1.325 1,
P>0.05),
3 i it
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P R o -MG BT e 3 C AR I AT L
A2 W S DR B A AR . ORI O oK
ar-MG FEfFII e 7 W B A T S IFThagde n ALT K&
AST 5 8 2 6 A0 ¢, H K P Fifl 25 468 40 R B 1) Jon
(1] 2 a0 S 1 I B N B e R
LW R E T o -MG KFEFEAL. RS i &
B, A HBV 48 PR 1) R (5] B B, B8 I3 h HB-
sAg K AR 18 22 5, DA e e it 32 # 31 HBeAg ]
PRI, BB I HBsAg 7K 5225 B FF i 1 i 34, i
HBV-DNA # i 0 2 F B, DL E g5 R 3B HB-
sAg [P HBV-DNA # & 5 HBsAg 7K 42 it
HISE. b Ah, A e 0 BT 5T S B, A A R
HBV-DNA # & f1 HBeAg /K ¥ 5 5 %k ¥ I %
(PHO) 20 ] Je b F2 AT — R M OGPk, a4 &
. HBeAg % [ §i - CHB £ % % HBV-DNA 7K 3 il
cccDNA JK V-2 IEAH 3¢ . HBV 5179 58U )1 58 55 75 8% e Al
PHC H % 95 oF B A7 A6 AR OGN . AR se b4 7
233 ] CHB B & L7 H o-MG K. R $E HBsAg.
HBeAg FHPEEB0XT 855 047 70 20 . 45 R £ W], HBsAg
FHPE&E T, HBV-DNA m#ism A 4 «-MG KF2H
(26. 5 £ 8.5 mg/L. 88 & A 4 «-MG K F K
(20.5£5.5mg/L, Z 5 LG22 E X (t =1.105 7,
P>0.05); HBeAg A # % 7 HBV-DNA & # & B
H o, -MG KR (19. 257, 2 mg/L AL E B4 o -
MG KK (18.54+6.3) mg/L. 2 F £ 4 it % & X
(1=1.3251, P>0.05), #ilH & #F 7 A~ R HBV-
DNA & #l K450 F CHB 3% L3 o -MG 1)K
ZEFEN @ -MG AKOF AR I ARG 5 5 250 B LT
a-MG /K5 HBV &Y L%,

ZE TR, M «,-MG 5 HBV-DNA # 4 JC B
A e AN BE FH T Rk CHB 2% 6 75 42 i 175 0 .
o 78 1) ) R B OB R R VA S e A AR .
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