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Effect of content of hepatitis B virus DNA in the serum on the
pathologic change in hepatitis B virus associated -glomerulonephritis

JIANG Wei, LIU Li-qiu
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Shangdong Qingdao 266003 , China )

Abstract; Objective To investigate the correlation between the content of hepatitis B virus
DNA ( HBV-DNA ) in the serum and the pathologic change in hepatitis B virus associated - glomerulo-
nephritis ( HBV-GN ). Methods Forty one HBV-GN patients were divided into 3 groups by the
content of HBV-DNA in the serum : low replicate group , midrange replicate group, and high replicate
group. The relationship with the content of HBV-DNA in the serum and pathologic stage or change
was analyzed in 35 membranous glomerulopathy patients; Effect of the content of hepatitis B virus
DNA in the serum on HBVAg deposition in glomeruli of kidney was examined by immunohistochemis-
try ; Effect of HBVAg deposition on pathologic change was observed in membranous glomerulopathy
patients. Results ~ With the multiplication of HBV-DNA in the serum, the pathologic lesion was ag-
gravating from Stage | to Stage Il in membranous glomerulopathy patients ; the deposition of HBVAg
in glomeruli of kidney was increasing ; with the increasing of deposition of HBVAg in glomeruli of kid-
ney , the pathologic lesion was aggravating in membranous glomerulopathy patients. Conclusion ~ With

the multiplication of HBV-DNA in the serum, the deposition of HBVAg in glomeruli of kidney increa-
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ses, and the pathologic lesion aggravates, which have significant correlation.
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BT R 9 75 A0 96 M B 2 ( hepatitis B virus
associated - glomerulonephritis , HBV-GN ) & ¥5 f1 £ !
JIF 98 9% 5% ( hepatitis B virus , HBV ) 4% 8 ] % 5 &
BB NERE R 2 R e BOE T R SR O
FIFE 52, IF HEBR & 4k & P N ERE R B — B
. HBV-GN [ B2 T 2 M Z 4F, H Al LB A
AR B2 YA IR R e R A R N BRCE
R, LB IR TgA B R &R B A 1R E D BRE
ROV R RAL, LRI ik 5 DNA
(HBV-DNA) 52 1 5 % 2 5 47 & 09 I IR 3% B B 931
SRR R SR B S e | N 3 A |
A AU, Bk 2y 20 {2 N S HBY (H
3.5 f¢ gtk HBY G ), H A fF 58 & Bk 75
A2 1 5 F 418U A8 AT RE A7 76 Rl B AR OE R
B HBV-DNA & il 5 ' JIE o 23450 35 L% o BE A2 Ak 2
AR A e, AT R A S R IE . A S0
Il & 1 o5t 4 WF 5%, 48 3F HBV-DNA & il K *F 5
HBV -GN ' JIik 9 3 3 A5 19 AH OC 1 .
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L1 — a4 PO 5 Aok 7E R BHIE 1Y
HBV-GN & 41 5], H e 55 30 ], Zc 11 f4i] , 45 4%
17 ~64(36.3 £10.1) %, 41 ffil & H W75 %
il V5 K B E SCAEAE HBY $UE VIR, S R E
1989 4F il 72 (1 £ BY JIF 4 W5 7 AH OC P & 42 1912
fRiES . AL B R A7 6 K [ R ¥ HBV-DNA &
il 75 B 2E RO R B b OB B R 35 I,
85.4% , AL /NER R S I, 5 12.2% , R
JEEIG A PR NERE 2 1 B, 5 2.4%

1.2 HBV-DNA & & # 0 7 % HBV-DNA 3%
FH FQ-PCR & & A6 M, ik 55 2 I 28 I T K& 24 \] A=
P S R (HBV ) #Z BR3P 1S ( PCR) 2516 6 il
WAl &, JrEm . (1) MR 45 7 HBV-DNA #; &
JKF-#4 HBV -GN i35 73y 3 4, 43 5] Dy A 3 52+
#f ( DNA < 10°copies/mL ), H Jf & # @4
(10’ copies/ mL < DNA < 107 copies/mL) | /&5 i & #i
41 (DNA =107 copies/mL) o {I% B & il 41 Ji ok
B 6 B, R B SG AR PR ONERE RO B rh R
il 2 1 O 200 B R A= PR NERE R 2 B

o B O AL TR o 9 ), B A M N BRI R
340 g3 Hr 35 1R R AR R B S R
S ACER A S, LB W R A A B DA T
MR (2)41 F19) 7 By BE AL % B 10 4>/
B, WGBS B /NERA TC P MG 4 (DAB e )
AR e 00 45 R 3T 5 B R JF [ B0 HBV-DNA &
il ZK S HBV 477 S L AR 52 i o (3) 35 3] i
B o AR O B A A Ol 3 AL, A Dy B O T
S B i I T R e AL AR
HBV 1 i G 32 21 A6 4o o 25 B 0T 50 BH M %, B
oy W5 HBV BT TR A JC 22 0 .

1.3 %itsam RER L Y s R,
Z 4 18] %KL LE 8k H] One-way ANOVA #i[H 5 J7
ZE5Y T, WAL ) LB as o K B s R R R
X Kf, P<0.05 RREFAHGEIERE L,

2 R

2.1 5 HBV-DNA & % 5 Jit 1 B % 0% 22 o M
a9 48 X M B % 1% HBV-DNA % & 59 5 i,
SRR R T AH 5GBS (Chepatitis B virus
associated - membranous glomerulopathy , HBV -MN )
B B O 0, A R R R i L
o RS W P R T 50% , T
33.3% M5 16.7 % 5 i vy B2 52 1) 4 o B4 5 i
I 11.1% 09,5 33.3% , I3 5 55.6% , H. 2%
FHAGIEEX(P<0.05,% 1, 1),
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Tab. 1

i& HBV-DNA HE5EEERFESHAXR(F])
Relationship of the HBV-DNA content in surum

and pathologic stage ( case)

FTELS )
44l
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SIRBER R LR, » = P <0.01; SR BG4 LLEL, ##P <
0.01,
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f2 7 HBV-DNA # & s HBV 4 R it & &)
Wt % 13§ HBV-DNA 2 4 ) 38 i, 6 %
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H AUl B /N ER G € B SR 3 i, B HBY J70 5 A8
B /N BRUCBR 10 20 F R 0 Y IR A R AL e
S Z 8] R R AL R 4 T 22 )
HAGIW#E (M P<0.01) , MEZZHHS
WA T A = 18] R s SE it e 200 (P> 0,05,
*2).

B 5 RS 1 B e 4 AN ), W] DL Y HBV 4R
TE B /NER DU R A 50 H B4, B HBV 477 J5 78 B /) Bk
OB EL B 38, B e ARk & . B M
ME S T8 TR EBASI¥25(P<
0.05), I M5 T2 KR REITF2Z5(P>
0.05,%3,K2),
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Tab. 2

®3 HBV HENRMNREERRETLEZMm (X +s5)
Tab.3 Effects of HBVAg deposition on pathologic change

HBV-DNA #E %t HBV HETIARHIRME (X £5)
Effects of the content of HBV-DNA in surum on

HBV Ag deposition in glomeruli(x +s) in membranous glomerulopathy (x +s)

Wil n HBV HJF LR ERR (% ) s L5 n HBV HJF LR BE AR (% )
fICEE & il 21 7 0.2286 +0. 1380 15 6 0.2333 +0.1506
rhEE I 22 0.3318 +0. 1492 145 20 0.3250 +0.1517
RS I 2H 12 0.4833 +0.1403 * ** JIIB:1) 9 0.4778 £0.1563 **

SRR A, * + P <0.01; 5 HIZH AL, #P <0.01 SIEPERHRIILEL, « P <0.05; 5 RE BRI LA #P <0.05

2.3

HBV #t R ot A2 s b B 0% % 22 % 4L 89 % vk

Bl SRR ﬂ:(HE x 100) o A FEJKMETRIE M4 5L, HBV-DNA & 5 6.3 x 107 copies/mL; B : 3 Jig I 4 v i 439 52,
HBV-DNA Ef4 4 x 10° copies/mL; C . % UL 3L 56 542 B 1 5. HBV-DNA E 4 5.8 x 10° copies/mL,
Fig.1 Changes of kidney pathology ( HE x100). A ;Basement membranes were diffuse thickening,the content of HBV-DNA was
6.3 x 107 copies/mL; B:Basement membranes were partial thickening, the content of HBV-DNA was 4 x 10° copies/mL; C;
Basement membranes were slight thickening, the content of HBV-DNA was 5.8 x 10’ copies/mL.

B2 BEMEEASALZE(IHC x100), A R4
HRS R VE T B IR s B e A1 8L /s HBsAg( + ), HBeAg( + ), B (M Bt B /NER T BUR 22, /N ER S IR e o 338

GUk2E7s HBsAg( +) ,HBeAg( +) , Be My it /NER IR | B /N ER L IR
J5; C B UL 7R HBsAg( +) HBeAg( + ), BB /NRUTBUE D B /N ER B I IR 1 R

Fig.2 Kidney stained by immunohistochemical method (IHC x100). A ; The staining for HBsAg and HBcAg were positive, and

the staining were high intensity in glomeruli, the basement membranes were diffuse thickening; B:The staining for HBsAg and

HBcAg were positive,and the staining were high intensity in glomeruli, the basement membranes were partial thickening; C:

The staining for HBsAg and HBcAg were positive, and the staining were low intensity in glomeruli, the basement membranes

were slight thickening.
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1ML 7% HBV-DNA 2 & K ) J2: I K W 28 95 % &/
il A% Gyt SR BUIG RIG 9T T B S dE An o —
fie s B F HBV-DNA # DL /N F 10° 3 XA K. Bl
R R R AR Rl A R RN
S R SN ER P o o £ i N o = 1 1 R = <R R 2
hRB BT RE OB R RSN R
il 5 41 4045 5 A OGP, T #E HBV -GN & 3
ERAEEL KRN LR ME. 1971 4
Combes 25/ P S5 /6 1 1] 53 % Y Bk B 05 1% 1Y
B 2E bR AR B & B NER LR B 2 BT &
5 R PR DU . B H AT, W 2 RIF 4
95 B DL B 43 # EUE S AE B IE 5 B AR AR B TR,
A — ek Z BT RBHYE . =4, HBV-GN %
HL A 43 B, A7 FE 2 B0 &0 HL D, 5 B B
W RS e Z AW UL e B 414, E
I WO AMA B — F 1 40 B R T E0E I B 6
%7 HBsAg 5 HBeAg Afl X4y 7 Bt B 58 K, A BE
W E/NERFERE, FEVNHRAERNK T LRE
X, 0 WG P e A W R 32 ok R 1 HBeAg
AR X 43 F B /N, 0T DL g SRR R T A B R
T, R R AW ET R, I JLAE RS
& B HBsAg 5 HBV-DNA Z At 7 fEHE R, X 4
0 [|) 42 42 7~ 78 HBV -DNA 52 il 5 5 IE 5 22 45 b 2
FfFESERR, HEBEHRR,

i A G R A 98 & BL, B & HBV-DNA 42 i
W % I B G 8 4l Ak R & B B R B4
PIR Z BB E A E S E N ER, E
kXt 35 B HBV-MN H 35 i 2 43 1, K &6 43 9 H
7R SR AN BRY M B, 24 HBV-DNA 4 T K&
il K B, 7E 6 B R 9K 18 P A B 3 RS AR 4
JE R UL ET B B K BH i AR T At 4l 4 fk
2436 0k BH R e 8 ) 7R B BR B AN I AR RE Y
DR, B KB /N Bk B0 R B . B % HBV-DNA
S L, AT ET 2T B S B S 0 R R R &
B NER B AL 5 S0 4H 44k 2 T L BH P g 5
JRAULR S 2 H R K/NER B 2 . B HBV-DNA
RHIKF R EWUCR R E =
Z AR e, ARk AT G2 . HoAl
il 7T € & HBV-DNA & i 3% £ | H 51 7 78 B A It
LRSI, e Z AW IR 2 5 8 2 Fh R
20 B B A B B0 B Bl BN B B &S ORI R
PR F

AW 5 i B HBV -DNA 42 il 7K S 0] 52 i (8 34
BB s L 1 R BRE T LI R IR T A AR P R

AR 1 A AL TE bR B TS A AE 2 0, 4 e e] O
JE 955 BETE K I K HBV -GN [ 38 97 M T 1 b7 32
fit22% . {H HBV-GN [%) % %5 HL il K J5 B 8 A8 5
FERAEH E 240, 18 IR %% 40 i S 5 L 2 Fh
RAE MM S RFEAN LS5, IF 2 8w Ae I & K
Wik £ I Z s m | R b 3R T RE AL R B B
= FEE A AT B R, T B A R 2R AU A TR A
R LA E— 2 0 AR i, TR B 248 F R AR &
[l JosE 1 F 5% A BRI, AS F 9 4 R T B R A £
G B AT I 2 A AT I — 2R S

5% k-

[1] Buti M, Sanchez F, Cotina M , et al. Quantitative hepatitis B
virusDNA testing for the early prediction of the maintenance of
response during lamivudine therapy in patients with chronic
hepatitis B[ J ] . J Infect Dis,2001,183(8) :1277.

(2] EiT, EH/ R, TN, 5. BURA R 2% 3¢ -ELISA J5 %

XF 99 AL Hh HBVDNA (9 € &4 5 2 #r [T ]
B ZE R R M ,1999,19(4) :354.
WANG Hong , WANG Xing-liang , WAN Cheng-song , et al.
Quantification and analysis of HBV DNA in hepatitis patient
serum using sandwich hybridisation - ELISA assay on microplate
[J]. Journal of First Military Medical University, 1999,
19(4) :354.

[3] HARENFREME . B R 8EHE O B R R
S@E ] PENRIRE,1990,29(1) :519.
Editorial Committee of Chinese Journal of Internal Medicine.
Summary of hepatitis B virus - associated glomerulonephritis
conversazione [ J ]. Chinese Journal of Internal Medicine ,
1990,29(1) :519.

[4] Mels G C, Bellati G, Leandro G, et al. Fluctuation in vire
mia , am inotransferases and IgM antibody to hepetitis B core
antiger in chronic hepetitis B patients with disease exacerba-
tions[ J]. liver, 1994 ,14(2) .175-181.

[5] EMk, G BECRTFRITFHAIERE S HBY -
DNA B R R [T ]. KIRHFSE,2006,3(9) :442.
WANG Yan-bing, SHI Ming. The relationship with the liver
lesion of chronic type B hepatitis and the quantity of HBV -
DNA[J]. Lab Med Clin,2006,3(9) :442.

[6] Canbes B, Shorey J, Banera A, et al. Lemerlonephritis with
deposition Austra of lia antigen-antibody complexes in
glomerular basement membrance [ J ]. Lancet,1971,2(5) ;
234.

[7] Bhimma R, Coovadia H M, Adhikari M. hepatitis B virus - as-
sociated nephropathy in black south African children[ J ] . Pe-
diatr Nephrol , 1998 ,12(6) :479-484.

[8] Pak M H,Song E Y, Ahn C, et al. Two subtypes of hepati-
tis B virus-associated glomerulonephritis are associated with
different HLA -DR?2 alleles in Koreans|[ J | . Tissue Antigens ,
2003,62(6) :505-511.

(A p# A4 L)



