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Clinical and pathological differences between children with various genotypes of
hepatitis B virus-associated glomerulonephritis

SUN Yong-Hong, LEI Xiao-Yan, YUAN Hong. Department of Pediatrics, People's Hospital of Gansu Province, First
Hospital of Lanzhou University, Lanzhou 730000, China (Lei X-Y, Email: leixiaoyan601@163.com)

Abstract: Objective  To compare the clinical and pathological features between children with various
genotypes of hepatitis B virus-associated glomerulonephritis (HBV-GN). Methods  Forty-one children with HBV-
GN concurrently undergoing liver and renal biopsy were randomly selected. Serum specimens were collected for
genotyping and hepatitis B virus (HBV) cccDNA assay. The clinical, pathological, and HBV cccDNA differences
between HBV-GN children of various genotypes were analyzed. Results Among the 41 HBV-GN children,
29 (71%) were genotype C, 10 (24%) were genotype B, and 2 (5%) were genotype B/C. The incidence rates of
hematuria, albuminuria, complement 3 decrease, alanine transaminase increase, and renal insufficiency in the
genotype C group were significantly higher than those in the genotype B group (P<0.05). Similarly, the HBV
cccDNA positive rate was significantly higher in the genotype C group than that in the genotype B group. No
difference was observed in the distribution of pathological types of renal tissues betwee the two geonotype groups.
There were no significant differences in the degrees of hepatic inflammation and fibrosis between the two groups.
Conclusions  Mainly genotypes C and B occur in children with HBV-GN and the former genotype is dominant.
The clinical symptoms of patients with genotype C are more serious than those with genotype B. However, there
is no difference in the pathological features between them. [Chin J Contemp Pediatr, 2015, 17(4): 371-374]
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Y HBV & JR AR SET- " BEAE. KFFEL
KM HBV A7 A0 EE X8, 13 [F 5 J& HBV
R HIX 2 — 1, A IS 2 = i R e LE
WYL T HBV, LIRS R 2 A3
P A IR sh IR (5% ) TR AE( 3% ).
WILAIRG (3% ) . B /INBR'EF 5 (3% ) FISE59R ( 3% ),

I 595 #AH % ' R (hepatitis B virus-
associated glomerular nephritis, HBV-GN ) & 18 h
HBV FL 2k [H] 4375 & 1B /Nsk B 2%, R P e
[XJ& HBV JEYLA R & X, HBV-GN I R H IR,
Rk L PE B /NERE R A FEERR Z— P G 10
ERPE L HA, 8 E A REZRE HBV-GN [ &
S AL AR LAGE T E KRR sk Y A5
X 41 5l HBV-GN S LI G bRAs 4 7 5L K o 78 |
cceDNA K5, 43H7 T HBV-GN AN i) JL PR 7 2 Ja] ilfs
PR S BREFFE Y 25 57
1 #BERERE
1.1 RIS
HRAE A2 Bt 1) 56 J 0 325 5 [R) B A 7 JHF 28 L 2
(1) 41 {5 HBV-GN f&JL, Hr 55 23 4], 2 18 #,
SERAER 1126 4, NHIME NRER L
N A 25— I g SR e B 2009 4F 4 H & 2013 4F 4
AfB L. SRR SRR UERT & 2010 4E (18
YRR BGTER ) Pl i B LY HERR HA T
RINBEEESe . B SIS . 25 E
WORS I 40 345 . HBV-GN (2 Wibs MERR 4 1990
AR B DA AU A3 SEhRE 1, B A2 T e
SR AR .
1.2 BHEFERRFREFRE

25 17 JOR S R 2R U DL 2, U /N ER
ST EE . BES It (EE 1eG, TgA, IgM,
C3, HBsAg) . HEIKGE
1.3 FHRERFEERE

e B 515 NATHF 2R T A SR A 17
WHRTG A, YT, BORB ALK
>1.0 em, FFHAZREE . DK, A, Uk
Joi, HEATIRAKE - 2 (HE ) Yo S IR £ 2 e
o, JEE NI TAHZIEEMER, % 2000 A4 EE B
PERF R AR S VBT bR E, IR AT 7
GO~G4 9%, 4tk S0~S4 i,

1.4 HBV-DNA EFE 45

B H AR 2SR E Kk Il 5 mL, 3000 t/min &5 0
10 min W HL 1~2 mL 1L 7E 70 CHKAEPRAE S,
K HBV F A RL2 AR & (PCR 296 )
A& i g e R W R R R R, S
A IR 4 BRI U A1 7
1.5 HBV cccDNA #&i

K H PCR #¢ 6 4 F 15 #5 £ R K Il HBV
cccDNA, FiBRM— KT F AR, 45 M5
200 pL PRAF T —18°CHH:, EAARRARGIN 572 M FH
W7 00, Sk
1.6 FitFEHR

K SPSS 16.0 Sit# it 4e 24500, it
BORBLABIECRE 0 (% ) Fon, i AR
F-R R, P<0.05 HESAE G,

2 #HR
21 BILEHLARERR

41 il HBV-GN L, B 28l 0 B/ NRECh
4~191 (CF 1026 4> ) , HAE/NERE 6 DL
LA 36 1 (87% ) , Mg s B, 2 Bilf7 44~
B/Nek, 264 3 4 E ek, 1A 2 BNk
I 2R AR 2 R R, 32 BAEYE RS (MN) |,
50 B A P 98 (MPGN ), 4 1) /1N A8
R (MCD) .

22 BILWERZSTH

41 gL, BLe, BERANE, Hrpc
LRI 29 5] (71% ) , B REFE A 10 41 (24% )
BICTRAAL 2 6] (5% ) , AKiHAE B/IC L,

23 B. CERBZLEASHLRELBESHH
Eb %k

FHKEER, B, C LR LB LY

PR M 2 R G AL (R1) .

*1 B, CEREZ/LSHLARELERMILE 1 (%) ]
13 o B 20 2 PSS A
MN MPGN MCD
B LR 10 7(70) 3(30) 0(0)
C HEpH 29 25(86) 2(7) 2(7)
K AE 0.032 0.003 0
P1{H >0.05 >0.05 >0.05
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24 B. CEFEZBILIGERENEMLE
CHERBBILWIMIK., HEAKR, $MEC3 T
Fe. WINFERT (ALT) ThHe B iR ARk B %R
P T B R EAL, HE . AR B R
P 22 7 eG4 3 C AL L HBV
cccDNA BHPE LGS T B RREBEIL (F£2) .

%*2 B, CERESBILERRUEMILE [0 (%) ]
B LR AY

C P

It R (n=10) (1=29) el P{E
I bR 3(30) 25(86) 11.601 0.002
EASV 3(30) 20(69) 4.666 0.031
B IHEA 4 2(20) 21(72) 8.443 0.007
o ML 5(50) 7(24) 2.335 0.232
A €3 R 4(40) 23(79) 5.394 0.043
SRR 3(30) 5(17) 0.742 0.653
ALT 7t 4(40) 24(83) 6.714 0.017
cceDNA BHE 3(30) 21(72) 5.652 0.027

25 B. CEREBEJLFALRES RS M
X7

B Al C 3 [ 7Y g )L 4 20 90 00 72 EE 43 SR £
HeALFRFE A3 0] L 25 SR e Ge 78 XL (P>0.05 )
W3R 3,

#*3 B. CEFEBBILREREMITHENLRENLR

[n (%) ]
» B Rt #Y C FEF
}ﬂ:éﬁéﬂﬁlﬁ (n=10) (n=29) XZ {E r {E
GO 3(30) 7(24)
Gl 3(30) 11(38)
0.532 0.891
G2 2(20) 4(14)
G3 1(10) 4(14)
G4 1(10) 3(10)
LA
S0 4(40) 7(24)
st 3(30) 13(45)
0.539 0.870
9 1(10) 3(10)
3 1(10) 4(14)
s4 1(10) 2(7)

it

3

rp [ P b b X & HBV L i & (X, HBV Jgk
Ul o R R4 U4 B ()9 A8 1, HBV-GN W&
HBV &Y EEAFI R Z —, IRREEFERKY,
A X HBV-GN KR HLEI BT R B, BB fEmtfE
SIRIERMIE ST, RBETIREERAL T2 HBY
BEYRE RS ) EEIAY, BR HBY H42
YL EAL, AT UM . A B RE . e &
KA R R 2 P (E R il = PR % 41 s
RUASh AR, # H T HBV-GN &5 ML AYBF 5T
5% R R BR o AR P A LT 55 1O R /NS Y S g
AMDLE SRR AIFSE, HBV JE R BT 207
HIGRAEE . IRTTRCR L IR VA YA — s
AWFF A T HBV-GN LAY FER R0, 455
WoR, 7E 41 ] HBV-GN & JLH, ¢ #l, B, B/C
A3k BIC BRI & 535 T1% . 24% . 5%
0, Hrp C BN LSRR, HHRE AL
JLFE P FE Ry A AR — 5, Horp B/IC IR A
RS @ l, 25BN e S R s SR
[E) B o e i ok, LR B A R EHE B/C AY, W]
e GHEA R/ IMT X,

W E [ AR ABER HBV #5417 %°8 10%, HBV &
Yo B B/INERE R B AN 6.8%~20.0%", HBV-
GN A I R 55 7 UL A 4 2 P B s . HBV-GN
(R BRI ZREAL, 2 20 5 B 40 405 B i AR
AR—mE B FT R ", A5 B, HBV-GN A
LB HLURHZERILL MN 3, MPGN, MCD 54
BNBI B, 5 A D A — 2 M, 7R L
HH, AR LAY IR AL MN, A REE RO LR
TIERGE M AR BHS, RIEE AR KA
%, T 4140 HBV HL5 LI HE iR
Fo WS D FERFST L SRS T 4N R
BRI, SPEDIReslE aT G828 HBV-GN 1) & 5s AL
il Z—o

ST B, JLEE HBV-GN & LAYk 325 7
JEMN, FOLBERI RN C HEAY R B LR,
C. B FHALS LR B H LU0 FI A 22 R TG0 i+
BN, B SHARRE/N A KA &t
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— W5 BRI ZE R Bon, C PR LR |
AR AMA C3 KPR E D REAS 42 kA R 8
T B REEAEIL, UiBH C EFE AR BILE A Y
KA B, BT 2R LT A
TR REIRs A ) F it &% B HBV-GN, i LR
RIT RIS, TS R R, € R
BE AR I D e 3 SRS = 4
HAEMER i ny B, C EEARUE LI & 1
B R o (AAT X Bl BE PR 40 A 5 B R 405 1
HEIYRRH AR WA, AT HBV-GN L
1) 5 PRI 5 1 PRARE AL 43 BT &3, HBV-GN C 2]
RUEEOLIG PRIFE R B A ALT T kAR 3
T B RRMAREIL, LI ESSRER HBYV A
SRR ITE s . e RO B M HBV-GN 1 & 4=
ATREA —E LR,

HBV cceDNA 1776 T AU BAZ N, 290 75 A%
DG P i br s, o ME RN RS R
Hl bR, PhRLLSE T ARG R, BEE TR
ZEINE, HBV cceDNA 6 HZ&14 ;€ LA
8L HBV cccDNA £ tH 3875 T B A, Ui &
JHHe A A PRI AR S AH DG, KT, HBV-GN &
HHREAERLICR W TR RE, CUF5EIE
] HBV-GN A4 & i AL & HBV HLIRE BT IARTE B i e
PEE AW, 1B /NERE IR IR B0 1 B
VTAA BT /R, HBV R B B 2R B I M 20
JFUESE HBV 7254, Rl 7e B /INVE L iz 4iifd
AEAE IR M AR & B, C KA HBV-
GN B JL cceDNA FHM: R & T B FEA AL, REH ¢ %
A7 - HBV-DNA = & il 1 f UL 5 & 4= HBV-
GN, /R R _ExHF LY AL, Wi
SR, REEmE S, NRRYUREEIRTT, LA
HBV-GN &4

AAFEE D], HBV-GN #JL B, C HEREAY
JH2H 2 9 0 S 41 i fb 2 1B JeAH 56, P HBV-GN
UG E 5 HBY K E HI5 & T 4%t
RPN — R NG i 2 2 R
M2 A, AR R S B . R
JERYL ] [B) S S RE T g . gt i R e . JERE
SEPEARIE N SR EE AT RS . RS B C 3
AR LTE R IR E . R A 25, H
B AVTAE S WS 24 L ) A R B T JE 25 S, R RE
ST 21 YA i 72 B2 5 0 40 B SR A0 RE B R JHF I ¢
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