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LB H IR R X R EE 0 845 T4 & (interferon) & T & A& (lamivudine) ¥ © 2010 5 & 2011
SFrag R E SN R EIR F EW T KR ARG R A1 iE HBeAg 2 ¥ » 1248
ES A RBT AR - BEN XA FAMH R EOTEBR TRt BED AR EZRA
ARAHE S Rt st £ BT KAt AN o

FASEED - BEUATXRS (Hepatitis B virus)

B HHERES 3¢ (Glomerulonephritis)

FEARES FAEKEE X (Membranous glomerulonephritis)
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21971 K LA S Y4 (indirect immuno-
fluorescence) 7E Jif f B i 2K 4 H B A i % $1
JER 2o RARE HHEREF 4 (membranous glomerulone-
phritis, MGN) £l B B fiT ¢ 1) [ i E) 52 21| 81 41
Takekoski et al. /> 1979 5 71 5% 2 — {7 B I &
R SR o R B2 R IR R - (R
i K L 58 1B AT 28 B HUR (HBeAg) Bl 1gG
B BIC AT 25 o M & BE VL RS » T % > H
73 588 [ A A o B R IR MG A 1 T A R R
(membranoproliferative glomerulonephritis, MPGN) ~
i G 25 %8 1 @) Ik 25 09 B B 1= IC (polyarteritis
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(immu-noglobulin A nephropathy, IgAN) Jz fajf$ 4
B h R LJiE (focal segmental glomerulosclerosis,
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HESHA T BRERE 2 (MGN)
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Tl » PR THMRE F 8 72 /D R E SRR -
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HEHRE A EKE 22 (membranous glomerulonephritis, MGN) ~ BRIRHE A= P& #HEKE 28 (membranoproliferative glomerulone-phritis,
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PUR (HBcAg) 5% - RIEH AL R 1K
HIPE 2 T (subepithelial region) » {H /b 8 A 7R
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typing ) B AU JIF & 5 # > 41 HLA DQB1*0603 &
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MR B = 24 Y) > B 45 T & € (lamivudine) ~ H
4% 77 (entecavir) ~ = ) i (telbivudine) ~ T i A
(adefovir) Jz B V7 22 (tenofovir) 3§ 5 25 A H H
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= 1% R ] e L L Ath G R DA o 3 25 SR A
o O IRUR S EEY) TG RR B B R &
lfi [ RF 05 B K 4 0 (H TR BESUIIR
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1M > (R REIEEEAR A - 8 E R RS R
HECRH HI I 2 7 52 (R B L =1.45 > 95% {5 4#
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S0 EAEBEA 1218 A - 5 B 2 A o (B
PUEEVELL GG » —FH 23% > A L &
65% 7 » BETRRMEAEFEEFE - LaiFA
BUERAEPUEENE AR B Z & N - TRREAD
JEE 2 T 5 P - B 58 S S e M v R s 32 F AR
iR BUEHTRReSLE A IRIEHHFA > -
e I YR B EEY) 15 R HUEETERY
H %450 (entecavir) Jz 2 37 Z2 (tenofovir) 75 # {32 3
15 o HE% T BRI A I A A JrEgEn Ll
0.8% » BT ZRe( 5 T B IL 250 FH USRIy R 5%
BUHTEEVE® © Tkee T A\ " 58K — 57 5% B AU £ 4H
BR 2 RS B o 2 1k - (o T H 8 5 1% B AU &
ERE R E E I B AU & DNA 7E 15 VY[
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B TIRE R RAE © - B RUNF RIIGHE H AT H 2 »
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B A PR - E A fa SEAT — iR R HEHI > i —
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2 i il R EHR
Yok EHR B
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2 et
SRR B
Rt
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(i) BT HEBEEI - F 1% HBeAg, anti-HBe, HBV DNA, 5547 [ (alpha-fetoprotein, AFP) » S&IEHL 3 (total bilirubin,
Bil-T), SEIMEFF ] (prothrombin time, PT) » A& & -

(GET) BUTHECE BRI 285 5 & D ARPUR F 4LV sk THE R SRR Z A (T HUE 2 B IRAR SN IR - BiEE 840
RET 2 PTEREZ3F > Bil-T 2 2mg/dL) » AN EHE LG ALT (alanine aminotransferase) 7~ {f H A 3 2 M
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FERIGI AR - EEES RS O IRPUR B YNGR 1 ~ 30 SRR TR IR APE - IR ALTHE
TEIEF B A LA L » Rl DI R E b A 4E - FHBRRERE R T2 ROEERCRBE 1214 B BURT R EEYRa BRI -
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Hepatitis B virus (HBV) infection can be directly associated with glomerulonephritis, such as membranous
glomerulonephritis (MGN), membranoproliferative glomerulonephritis (MPGN), immunoglobulin A nephropathy
(IgAN), and focal segmental glomerulosclerosis (FSGS). HBV-associated glomerular nephritis (HBV-GN) is the
most common secondary glomerulonephritis in Taiwan. Some affected patients have a history of active hepatitis,
but many remained asymptomatic. These patients are generally positive for hepatitis B surface antigen (HBsAg)
and hepatitis B core antibody (anti-HBc), and, positive for hepatitis B envelope antigen (HBeAg)in patients
with MGN. It leads to the development of nephrotic syndrome with a strong male predominance. Spontaneous
clearance of HBV antigens (particularly the HBeAg) leads to abrogation of proteinuria. The isolation of immune
complexes in the kidney suggests that the pathogenesis of the disease may have an immune-complex basis. At
least one-quarter of the adult affected patients developed end stage renal disease, which remains to be a great
challenge to internists. Current studies showed that the treatment option for HBV-associated glomerulonephritis
is mainly based on immunomodulator or direct antiviral agents. Two meta-analysis review articles were published
in 2010 and 2011, both articles disclosed antiviral instead of corticosteroid treatment is effective in decreasing
proteinuria and achieving HBeAg seroclearance in some HBV-GN patients. There is considerable morbidity and a
small but significant mortality associated with HBV-GN. In-depth basic medical studies and further well-designed
multi-centered clinical trials on this disease are required in the future. (J Intern Med Taiwan 2012; 23: 183-191)



