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HE.BR R REF R LA £RE X E X (HBV-GN)# I R A IER S 7 %, 1
5 BB E BT R AMAA A, FFiE IR 2009 5 1 A -2012 4 9 AR E 2 B iER 4w 4 HBV-
GN 5 %% ¥ f ik 5245 Sk HBV faid 5 MM %% 20 6], AT Ll R BB IS S, % A4 A KR4
AEWY 1T ) B A ML, R R R RS E (B ) fek 5 L S AWM FAE(A M), LR AAIE T F E0T
L, M HBV & F AR B Ve e e, R D20 4 FF W% HBV-GN &
%, % %&bk 1.86 : 1.00,17 41 (85%) & I A Bk 45 A4, 3 4] (15% ) & I A B % 42 A4 5 fo 7% HBsAg.HBeAg.
HBsAb.HBeAb . HBcAb A1 ,HBV-DNA B, @HBV-GN A4 & a. 245 100%F 30 4 R 7 Bk B %
(MN); o8 412340 5 ik ah & B 448 HBsAg.HBCAg #= HBsAg+HBCAg M % 23] 4 90%(18/20).40%(8/20)
F2 30%(6/20) ., o953 S AP o3t B AWM S 3L SR AR b LB T OFHEW S LA, DA LLEA L
# 35 100.0%, % F B £8(12.5%)(P<0.05);A A ik & & @ (ALB)K-F & F B 44(P<0.05), ™ A 24 h &4
£ F(UPRO )& T 5 4L (P <0.05) #4467 i A2 7 A B R B RS 251 O iF 5 M4 HBV-GN 2L 3
WS, B R R I R B A, i I HBV-GN &4k X2+ %08 77 23k FK506+ &
BRTR BEAA K, FERA HBY EHEM BRI T QAT T & f ik 5 6 s o4
AT B K AR B, AR A I A R BN Bk e B4, BB B B AT B SR AT AL R AR,
VA% HBV-GN, Otk %3 3 A8 & 20477 ik F W HBV-GN #9 %4 AR F kL —,
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Clinical pathological analysis and treatment of hepatitis B virus
associated-glomerulonephritis with negative serological markers

Ying Wang, Chun-li Wang, Bi-min Li
(Department of Nephrology, the First Affiliated Hospital of Nanchang University,
Nanchang, Jiangxi 330006, China)

Abstract: Objective To study clinicopathological features and therapeutic regimen of hepatitis B virus
associated glomerulonephritis (HBV-GN) with negative serological markers, and assess the efficacy and safety
of Tacrolimus combined hormone therapy. Methods A retrospective study was carried out in the HBV -GN
patients diagnosed by renal biopsy in our hospital from January 2009 to September 2012. Twenty patients of
HBV -GN with serologically negative markers were selected according to HBV serological test, their clinical
and pathological features were analyzed. Seventeen patients with nephrotic syndrome (MN) were divided into
group A (n=9) and group B (n=8). The group B was treated by Lamivudine combined with Prednisone and
the group A was treated with Tacrolimus combined with Prednisone. The levels of 24-h urinary protein, serum
albumin  (ALB), liver and kidney functions, HBV serological indexes and adverse reactions were observed
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before and after treatment. The therapeutic effect was compared between both groups. Results In the 20
HBV -GN patients with negative serological markers, male to female ratio was 1.86 : 1.00. There were 17
cases of nephritic syndrome (85%) and 3 cases of chronic nephritis syndrome (15%). Their serum HBSsAg,
HBeAg, HBsAb, HBeAb, HBcAb and HBV -DNA were negative. HBV -GN pathological features: light
microscope showed untypical membranous nephropathy (100%) in all the cases; positive detection rates of
HBsAg, HBcAg and HBsAg +HBcAg in renal tissues were 90% , 40% and 30% respectively, the
immunofluorescence showed various immune-complexes deposited in many spots with high intensity; and the
electron microscopy showed electron dense depositions were located in many spots. The total effective rate was
100% in the group B, which was significantly higher than 12.5% in the group A (P < 0.05). The level of
ALB in the group B was significantly higher than that in the group A (P < 0.05), while the level of 24-h
urinary protein in the group B were significantly lower than that in the group A (P < 0.05). There was no
obvious adverse reaction in either group. Conclusions The main characteristics of serologically-negative HBV-
GN were male in sex and MN, especially untypical MN in pathology. To avoid missed diagnosis of HBV-GN,
for patients with negative serological markers of hepatitis B virus, especially those with the pathology of
untypical membranous nephropathy, hepatitis B antigens should be regularly detected in renal biopsy.
Tacrolimus combined with Prednisone is one of the effective and safe methods to treat serologically-negative
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U9 B A G HE B & (hepatitis B virus
associated glomerulonephritis, HBV-GN) J&1& Z ATH
7 (hepatitis B virus, HBV ) BLIE Bk [ H515 & , A ML35
B 27 S A g A Ak Ak B A i o IR S I T HERR
LA A B/ INER 6 B — /NI 4% . HBV L
T FIER HBV-GN Il R IEA 2, HiRy7 5 ids
FETEGHIL . A5 38 3o [P 23 Hr 20 B4 B HBV
M2 BIER HBV-GN FE , BT I PR BRRFAE
FARIT IR, BURE R .

1 ABEFIE

— R A

[l EPE 2B 2009 4F 1 H 2012 42 9 A7Er &
K5 — W B2 e 42 52 5 28 0 A A DI B 12 6 Ry
HBV-GN Y IMLiE HBV BAM: Y B4 20 4, T i
BIf N HBV e sl L Je 5 R4 i 5
fl s, SR BBG R QT RPEE . TS SRR
HBV-GN i2Wibrifi , 756 LA T 54 : DIl iE HBV 45
R HYE ; Q= E /N E R BRIMRIE B R IgA H
I S AR AR AR R MR s B B DI Rk B
HBV HiJit, Hrh Q)R ah £ 454 . Il HbsAg . HbeAg .
HBcAb .HBeAb \HBsAb 4= [ # & HBV-DNA B4,
WA HBV LT 24 B A5 45 5 1l 3 2 B
P, R AF & HBV-GN 25 H @@ 41y 51 1.
H2F I PE HBV-GN, H 5 22 Jl A3 R &l 5t £ %
BE R BOER SR YT

11

hepatitis B virus associated-glomerulonephritis; hepatitis B virus marker; pathology; treatment;

12 FEREER

121 #iied FRARSRE M + ULk, 24 h JRIE
15 (24 hours urinary protein, UPRO), Ifil [F DI fE .
I A= AS DS EsY: A= NN N & N N A
TH AR NG A R R 0T SRk AR kM
C3.C4,.LoHLIE, B JIE B R . R JH IR S5 W o v )
SE I HbsAg .HbeAg.HBcAb .HBeAb .HBsAb, ¥ Ji
D B B8 4 % B2 W (polymerase chain reaction,
PCR )7 IfiL i HBV-DNA 5 &, U <1 x 10°
PEIL /ml, =1 x 10° $% UL /ml >}y 2, /1757 3 DNA 42 il
THER

122 WEAZREFHE SHBETRE SN
KA, 43RG eSO R EE . SCBARASER
B E >10 N /NER, TR - Brar gy ek (hema
toxylin-eosin staining,HE) . iz - 25 et (peri-
odic acid-schiff stain,PAS) . iR ARG (4 (pe-
riodic acid-sliver metheramine stain,PASM) . Masson
et MBS /INEK /N TR TR B /)8 1487 )9 28 2 it
MR . ViRVl L USRS B 41400 19G L 1gA.
IgM .C3.C4 .Clq . £ 4k 45 M JsAH S& 4t 5 (fibrinogen-
related antigen,FRA) JLFY, g2l 41k W 5%
HBsAg.HBCcAg FITTRER O AR . FLBEULEE /I ek
HL B YDA RO ERAL (5 B S 2 A Rl
123 &7 % 17 BlE#BIPE HBV-GN 5%
SR, —2H 8 91/ 5 SR FH i K SR (Lamivudine,
LAM) (5522 2 s wa 8 R U B EIRYT . Pk
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FexE , 1K 1d,20 mg/ YK, 5 4 (Prednisone, Pred ) ()
IR BT REAE Bl 2547 BN R AL ) R0 A 79 1 A T 1A
# 1mg/(kg-d),1 K /d, R 2iHI7FE 3 N H . Ji—
9 9 2R F At 55 52 7] (FK 506 ) B/ M AT T -
fih 5w B F] f e 2k A mlR AL, 0.05 ~ 0.075 mg/(kg-d)
4% 2 WIIRFH , 4 FK506 2549 Ji 5 ~ 8 ng/dI, 51 1)
FA 1 mg/(kg-d),1 ¥k /d, AP 25497 #2058k 3 H o
WL BB IR YT HT G B R B ARAE AT D) RE (HBV-
DNA L3 FEE .24 h JREE 2
124 pasl st OB2%M (complete re-
mission,CR): JRAE I <0.3 g/24 h, Il 3¢ 11 1 >35 g/L,
KR EDREReE . @ER5r22f# (partial remission,
PR): KA1 0.3~ 3.5 g/24 h, Ifil 3¢ 185 11 >30 g/L, /K
K, B D RERRAE o BJEAL(non-remission,NR) : R
M >3.5 ¢/24 h, i3 FIEE 1 <30 g/L, 7K il
gL
1.3 Sit=FHiE

K] SPSS 13.0 Geit A A THE S B , Tt Bt
BELAIB £ ARAEZE (x £ ) Fam, 20N HLB TR HEIE
XiF ¢ K, PR F A FH P REAS ¢ 4658, TTHECFE R
TR, P4 A] 2% 5 FH Wilcoxon BRFIAG 361, P<0.05
MEFAFITER L,

2 #R

ERRMFALGERELER

20 Bl ==BAYE HBV-GN B+, 5344 13 ],
LT ), B Ll 1.86 ¢ 1.00;4E S 14 ~ 55 %
%(24.6 +14.7)% . 17 191(85% )R I Ny B &5 ik
(nephritic syndrome,NS),3 il (15% ) % 1} 5 4% &5
HAE, BILEFARAF . B G2 U bR 2
(creatinine cleanrance, Ccr)(96 + 3.6)ml/min, 440
[# 22 ( Cholesterol , Chol ) (5.38 + 4.23 )mmol/L, *F- ¥ ifil.
HEE (plasma albumin, ALB)(21.65 +5.75)g/L,
24 h JREEHE (424 + 1.26)g. 1135 HBsAg . HBeAg.
HBsAb .HBeAb .HBcAb 411k, ifil. HBV-DNA & &
VIR BITE . PILH A R BERL L3, 25 | I Gi i
22 fRIERELER

221 kAT B ENGHL 100% 7% B A AS S B
J%5 (membranous nephropathy, MN) . &AM HALL T |
M0 3, 1 39) 16 61(80%), 11341 4 5] (20% ) ; 41
TR R B /IR AR B A LR R BERE JB G 28 20 3l S v
7 BIEE/INE 2245 (6 B2 1 B

2.1

222 Rt SEEETRIERKA, 4
WIR, ZP R 1 XAMA SR A R 2 BT
o 20 B 19G PR A F2[3 1158 FH A (++++) , 15
81 BH P ()1 (+4+4), 2 451 55 BH M (4], 17 51 3 A
C3 ULRH[HR FHPE 3 B (++++) 2 f] (+++),12 51|55
BRPE () (++)],14 BiFE 1gM DR [BRBAME T 1 4]
(++++) 1 B (+++) 5 GIFHM:(++), 8 1155 FHPE(+)],
14 ¥ Fib YLFL[4 B FHAE (++), 10 1155 BHE (+)],
14 fif: C1g YIRS Bl BH: (+++ ), 3 FIBH P (++),
8 Bl 55 FH M (+)1,17 B fF 1gA DUFL [4 1] 58 FH 14
(+++) 4 FIBAMEC++), 9 B FAPE(+)], Horpiiae s
i 70%.

223 RorampAcsE RRBIEE B LT HBsAg
5 HBcAg 5 HbsAg+HBcAg FHH: , BR324 90%.,
40%711 30%.

224 Wi TR BEITRER A, BT R AR
FECAS L DU 68 I, B4 Ry 1 Rz AR AL 28T Z R e
WAk AT, FRT  RBEX N T B S0
Y2 ROIUURN . BT A R R BN HL T BB 235507
OB Horh 4 s 3 0L R BT VR BEIX R
L FEEYITURL, 2 GImT L T R 2
WYUIRL 4 G0 1R SRR B BRI
10 B FE LR R (RBEIX LB I TR Y
DU

2.3 BRI ARBITEIRTENE

231 WLNERSTARE MR R A R A
ARCEN 100.0%, F FHOR KRB AR (125%),
ZRA G E X (1=115.5,P=0.000), WF 1.2,
232 WMUEH )G EZWERIEAFATAL T A
B E AT TS UPRO LR, 22 A Giit i
X (=7.932,P=0.000) 3647 G TR ITHT ; e 5L
AR GBI G ALB LA, 2R A 51T E
X (+=6.819, P=0.000), #7755 TIRITHT. IRITLL
T, I iR 2 5L 5% 74 8 (alanine  aminotransferase,
ALT). KIT& @ MR AR M (aspartate amino
transferase, AST) .Ccr /KA & , S5IRITHI
Fe#, 22 3 oG08 L (1=1.511,1.374 F11.632,
P=0.085.0.104 f P=0.071), fikkEB 4 ZEdA
IBIT G A TR AR SR T L 22 7 RS 12 8 X
(+=0.409.0.823.1.312 #1 0.000, P=0.347.0.220.0.116
F10.500), HiAYT 5 b 3e 5 7B A % ZE 41 UPRO,
ALB 5 EIKA PR R EH R, ZRA G
X (+=4.763 16.332, P=0.000), W% 3.
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T2 S M ERIE R BT SRRRRAR G 4 AY IR R

PRI AT IR YT

R 1 17 BFlMEFEZFRMS HBV-GN BEH 'S

HAZ BFFFREWTTAR AT KRR

. B AL L bR ‘
NO. P % Il PRE I 5 s 2 WIT R il
HbsAg HbcAg
1 5 R NS MN1 1 PR 3 Pred+FK506 CR
2 s R NS MN1 i BRI 3 Pred+LAM PR
3 5 [ NS MN1 ] PR PR Pred+FK506 CR
4 5 [ NS MN1 ] 3 PR Pred+LAM NR
5 s R NS MN2 1 FEE 3 Pred+FK506 PR
6 % B NS MN2 1 FFE FFE Pred+LAM NR
7 5 [ NS MNL1 ] PR [ Pred+FK506 CR
8 5 [ NS MNL1 ] PR PR Pred+LAM NR
9 % B NS MN2 1 FFE FFE Pred+FK506 PR
10 s R NS MN1 1 FEE 3 Pred+LAM NR
11 & [ NS MNL1 ] PR [ Pred+FK506 CR
12 5 [ NS MNL1 ] PR [ Pred+LAM NR
13 s R NS MN2 1 FFE FFE Pred+FK506 PR
14 % B NS MN1 3t [t 3 Pred+LAM NR
15 'y [ NS MNL1 ] PR PR Pred+FK506 CR
16 5 [ NS MNL1 ] PR 31 Pred+LAM NR
17 % R NS MN1 ] FEE 3 Pred+FK506 CR
®k2 MERITTITHLEE H1(%) 2.4 THEBFABRRMN
o BB ERZm WOEM M RAERCE P2 IRy i AR bR H WIS 2 RE \HBV-DNA
s %9 s(e67) 3(333)  0(00) 1000 Jo 2T, P8 3% 2 IS B TS RE
DERER g 0000 1125) 7(825) 125 # HBV-DNA<1 x 10° ¥ U1 /ml, ¥ ThAgkas .

et PR R EBA IR ZE A L, P=0.000

K3 WABKKEEWZIEFRTH (xxs)
215 UPRO/(g/24 h) ALB/(g/L) ALT/(u/L) AST/(u/L) Cer/(ml/min)
il TE L B AR 4L
TRITHT 437+1.18 21.1+43 35.61+4.78 37.54+6.08 95+3.4
BITIE 0.46 + 0.25" 38.1+2.7" 36.45 + 4.65 38.14 +5.95 96 +3.2
PR R BB AR
JRYTHT 413 +1.49 22.3+3.9 37.19 + 4.69 37.60+6.25 95+ 3.4
WRITIE 3.97+1.15 223+24 36.87 + 5.36 38.71+6.77 95+2.9
e SRR A S E AT i, P<0.05
3 itig B .Y, ] HBV-GN 2 Wi i 7. JRH ] g5
HBV JE YL f5 35/ 8 34 1% HBV IK/KF HBV A8 5 |
HBV-GN 2 38 [E 4k & 1 15 Wk rh 7 il —

Fig M SRS . 7E HBV-GN 2 Wi, 3543 s 3 3t
ML HBV PRy 5 B 4141 HBV fri o B 84,
FERIM ML HBV AR FATE, iMi'H 4141 HBVAR
BWIBAYE . FENER S E AN RS2 Wibn iy

HBV HT /K - 52— 2 1 38 31 iu&mﬁ!ﬂﬁ/ﬂ@ﬁi
JEPESEAT B, T LMY HBV Fi Bk A 5E 4 55
AT HBV Pl A7, A4 20 fil il 2%
B M 85 B 41 20 b ke 8 HBsAg/HBCAg, 32 %
HBV-GN 2, 1% B & i G 3 2 3 ok A LR sk

N
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B, P9I Z R R B2 5 W) 2 AL i 5
DU, T0% il i 52 i BE k& ™ (N T R
s N AN R s 7/ T AU P 3 A s = e E 2
HBV Fi ki, JE R Mg HBV Fra B HAH e
PR AT, LRIk AN BT R 5 119
B, HHEBRAR R B , RIS P B R, B 2 U
HBsAg.HBcAg . HBeAg FFHMIE L Z (1Y, )] REFFAIR
HBV-GN w23,

T 2 AR A B , Anfar 330 HBV-GN JE
B, HAGRHLEIA TG A, R BR ER =z Ak, A LA
T AT BE : OPUA A B G W M 55 R 48 1) e ki
FUTE bR S F 3k ; QHBV Ji B 42 5 ] 422 K e
B, ISR S . SIRIRAHERR B 414
HBV HuJE IR HUE— R sg o s B o iR,
FFBA BUR B S, X B — AT F A 4 HBV-
DNA 5l .

HBV-GN 24 TR 1GYT T R TCE R
REHAHGE FFHUR M ERGIR | S il 0] 55
TBYTEAHZXS T M IR HBV-GN & %
PR VERYEE % (idiopathic membranous nephropa-
thy, IMN )& 2 4% IfiL 35 2% FH 20 HBV-GN J5 X3A97
1 A LA o % T ML 27 AR HBV-GN A 2¢
THFAER | PRI G PR EEIR T, LAk
IRIT AR R RE R BT A TR (E A A 2
SRR BRI,

KT HBV-GN MGz i RITGYT , B B Tis A
KRR ART TR L, 17765 Y 0 1) 750 At v 5 ) () BF
FERD A e B R R — R 2 AR R se
B R R s 57 Y oA R - R P b N TR
2 L PN A B TR BE RGN I S AR A P PN S
RFR RIS A T iM% 1 sk b, (A
ReiE AANMAZ (5 I R -2 TR -y A
2 BRI, A B H0H] T 4038 A= 0 5 /Y, Hak w] 411
il B2 s I 1 F I A L 400 B SR 4, O RHLIE 2 SR AR 1
P EE% 200 %o Al 8 R 4 B T 5, AT & #5581
o TS, Rt 5e 5w g 5 /N sk 2 4
JH I B A2 A L A, BH B 3l B 2 1 6 454, T
P, A A A 0 S 22 B R VRS, At
b B ) 3 S A2 40 R 8 1 Synaptopodin [
WML , B4 5 4N M0 B SR H A U A 1 5
s GESFS IMN B EAT Meta 738, 25 5 o, i
TR R FUR G IRTT T R, FETE R R

R | B A, KDIGO $&Rgtus i b 22 4555
SR AT IMN B I ERIAYT o (A e 2 F]
FHAIBT ML HBV B HBV AH G B B i
BITRONG A TR . AR AR N
NS Y IfiLi% HBV FAYE ) HBV-GN %4> A4, —
HIUR R R, — MR AR, R
HAHRCRIL 100%, SHH K, 2R B G,
JEH ARG HBV 1 8h KT B TR s . (A 4L
B BRI ), P A AR T RO LA, R it — 2P
fifF5% o

g5 LTk, e s ]G U B S O 56
A LIA RGAYT IS HBV Bl A HBV-GN 3, [H]
BRI D e 4 i RN AT 54 NS, (A5
BRFEA RIS 58 38 Ak — 5%

& % X #k:
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