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WE: B9 RS RERIT LB SOWTEAIPEE ¢ (hepatitis B virus associated glomerulonephritis,

HBV-GN) HERIRAIT 3. F33% #E20104E5 H £20154E 12 A T nlimi 85 FL A R ERE 1677 FUHBV-GN
BEOOBINT AR, FENL NEIT AN IR, 3361, BALERHE IS TN MIGTT, X
HIAHBCKFKE 100 mg, & HI1XK: EITHMAE LR E 600 mg, & HI1X. KIHBV DNA%Z & .

ALT. IMVLEF (serum creatinine, SCr) . WIERFME (creatine kinase, sCK) . JR&EANEFLLE (ACR:

UP/Cr) . FRP21MREE (B2 microglobulin, P2-MG) FI24/Nif R SE . G55 1447 AL AN HE4H &
H IR R 5051 90.90% 78.78%, ZERALIHFE N (fF =5.647, P=0.014) . 7485,

IR HEHBY DNABI# R (97.5%) RERTAIEAL (89.5%) , ZRFAHGH#E N (fF = 4912,

P=0.025) ., ¥I7HEFA8ENSCr. ACR: UP/Cr. 24/NHREEFH . FRP2-MG/K P 5 M EL 2 7
B2 E X (HESHIH8.972. 7.209. 2.164. 6.754, P{H4F7140.013, 0.034. 0.041. 0.038) .

VEIT VR YT A B /N ERJEIE Z (glomerular filtration rate, eGFR) BT, 5245 F148 It
ERAGHBREREEITFE N (1=2235, P=0.028; t=2544, P=0.013) ; Tt HEEGFRE
TR, FASFASHEIREREGIIFE N (1=221, P=0.031) . JBITHEZASE IR ELEY
(creatine kinase, CK) FF&& (12.1%) BFEmE XA (3.0%) , ZRHESHEE L (F = 5.838,

P=0014) . 518 B LK ERITHBV-GNIWIGIRYT Ry, i BA SGE S RerfEM, Jard 2 &
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Clinical effects of telbivudine in treatment of hepatitis B virus associated glomerulonephritis

YAO Jia-yu', XU Yan-hua’, PENG Zhi-juan® (1.Department of Nephrology, the Fifth People’s Hospital of
Foshan City, Foshan 528211, Guangdong Province, China; 2.Department of Infectious Diseases, the First
People’s Hospital of Jiayuguan, Jiayuguan 735100, Gansu Province, China)

Abstract: Objective To investigate the clinical effects of telbivudine in the treatment of hepatitis B virus
associated glomerulonephritis (HBV-GN). Methods Total of 66 cases with HBV-GN in the Fifth People’s
Hospital of Foshan from May 2010 to December 2015 were selected and randomly divided into treatment
group and control group, 33 cases in each group. Patients in both groups were given the appropriate
conventional treatment. Patients in control group were given additional lamivudine tablets (100 mg, one time
per day) and patients in treatment group were given additional telbivudine tablets (600 mg, one time per day).
HBYV DNA load, levels of alanine aminotransferase (ALT), serum creatinine (SCr), creatine kinase (CK),
urinary protein-creatinine ratio (ACR: UP/Cr), urinary f2-microglobulin (B2-MG) and 24-hour urinary protein
quantification were detected. Results The clinical effective rates of patients in treatment group and control
group were 90.90% and 78.78%, respectively, the difference was statistically significant (x* = 5.647, P = 0.014).
After 48 weeks treatment, the negative conversion rate of HBV DNA in treatment group was 97.5% and was
significantly higher than that in the control group (89.5%; y° = 4.912, P = 0.025). Compared with baseline,
there were significant differences in levels of SCr, ACR: UP/Cr, 24 h urine and urinary 2-MG of patients in
treatment group after 48 weeks treatment (¢ = 8.972, 7.209, 2.164, 6.754; P = 0.013, 0.034, 0.041, 0.038). The
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glomerular filtration rate (¢GFR) of patients in treatment group increased gradually during treatment, which
were significantly different among the 24th week, 48th week and baseline (¢ = 2.235, P =0.028; t=2.544, P =
0.013). However, eGFR of patients in control group tended to decrease and was significantly different between
the 48th week and baseline (¢ = 2.21, P = 0.031). After 48 weeks of treatment, the rising rate of CK in treatment

group was 12.0%, which was significantly higher than that in the control group (3.0%; y* = 5.838, P = 0.014).

Conclusion Telbivudine has not only a good clinical efficacy on HBV-GN, but also can improve renal function.

However, more attention should be paid to the changes of CK in patients treated with telbivudine.
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(chronic hepatitis B, CHB) & '8 5 im 1)
PUR BRI EEARE B R OHBVALE IhREMH
55, FHENHBVHRE /NEK'E % (hepatitis B virus
related glomerulonephritis, HBV-AG) [ Hii#%5
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AN BEWPURTEIRIT NS PR EIRYT ZHBV-
AGIRIT IR . 2 TG IRBF S HRiE, R R
7€ (telbivudine, LdT) JGJYHBV-AG, [i#EHBV
DNA 141l FIHBeAg1ii bk, 3 B 2w 7R m i
S %MR . HBV-AGHZZ s HHBV DNA, N% Eff
FANAsHUR G . AWM AS R 25 254
B W7 22 9R T HBV-GN Y72, IARE T .
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11— T R EUE L 288 AN R FE20104F5 H
2015412 H 2R THBV-GN &3 6645 B 57 %F
%, HA B4, 250, Fik18~65%, “FIJLE
% (37.5+£9.8) B, NikbrifE: OZF ks A
1. @F H UK ELATIG PRAf 12 WHB V-GN,
@R AHBVIEY, [MiFHBsAglHM:> 61 H,
HBeAg[i 1, IMHBV DNA = 10° IU/ml, 64 H K
KIEZHHBVIRIT # . OREEAR IR Bzl
#1171, ®eGFR < 30 ml/ (min-1.73m*) Y5 s 1
TN NG B Yol 8] LT 4EL > 50%. ©FHERRH
il JE R MR B4R VR NER B, s TgA'E . I
BSR4 . RS LD BEARIE RN 45 45 4L 23 500
S HEBRVEIRE . EEOR L R HERR R
PEBGRIGE e b, BUEIENESE % IEal Tk
CMVIERZLB & IFH AL, . T B R e 2 s B 1
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1.2 MLEARAT NI S SR LR VP4l i T H B 4595 2

ik, HBVERMAREY) . HBV DNAZ &, T
HIhae. REANE A (ACR: UP/Cr) | 24/
IR € B DL B H A . 1R YT 248 F1438
JE I # EHBYV DNA. ALT. IMALEF (serum
creatinine, SCr) . JREANLEFLL/E (ACR: UP/
Cr) . fHEE/NERJE % (glomerular filtration
rate, eGFR) , JRP2EKEE (B2 microglobulin,

B2-MG) . 24/ JRK & H E & K I VLR g
(serum creatine kinase, sCK) .

1.3 28 Fai8 57 7 ik HRIREENI ST RK EE 0 A
bR e isIT AR K K E (lamivudine, LAM) XH&
H, fERHAEEMAFRT AR ES, B
. ACEI (E{ARB) JOEACIAE ST BE1255 45
BRI IEA B, Tl R R e R B
WHERIZE R AR, E257ETH20070028) 600 mg,
HI1k, XHRRALEE DRROK IR e B[ =22 2 s vl 2
(T BIRAF, EZi#E7H20030581] 100 mg,
HIX. MEEIIRTTA8 .

1.4 75 2O AR R FTEAGM: BRI, AL
WHR, HEIRREIER, IREB/NELL (ACR:

Up/Cr) < 3 mg/mmollJR & [1[4%20.3 g/24h, HBV
DNAMK TG NBR . #02ff: WmARAEIR . AATESE
AR, HEDReEEAKEIER, ACR: Up/Crig
TRYT AT 50% B IR 2 1 /4 520.3~3.0 g/ 24 h, HBV
DNAMK THM FFR . Joik: RIAE| FidbsiE. ©F
Ro= (FERGEMR+ MWD 1.

1.5 AR R MEEMAHEE R ISR 1L
=y G5 RO BB WA EA R B
MG (creatine kinase, CK) 347 L4,

1.6 oit 432 R HSPSS 19.04 i R AF 347 $ 43
M, BITHTE R BT EHHE DL x £ sToR, K
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ZERB G E

2 #R

2.1 BB EH IR ARTR WALEH TR YA
A BT ThAe LI B SR B RSS2 R 5
T (P> 0.05) , BAHME, WERL
2.2 W ARIT R IRITARTENT, VRIT IR ROR A
90.90% (30/33) , XTHEZINT8.78% (26/33) , %
SEGIFEYL (F=5647, P=0.014) , W32,
2.3 WL B A6 I A8 B A A A AL F AR AT IR
YRITASJEINE, Y67 4H B HBV DNAJL T4 T PR
MsCKImFR R Em T A, ZRE5T %8N
(P<0.05 , ALTEHEEZR LS FEL (P>
0.05) , WL#&3,

24 M AT AR BRI BT ERE
G748 SCr. ACR: UP/CrlJRB2-MGIKF

CipE . 45
BHTRAR, JRIT48ARy, LidfEbr S RLL R ER
B4it#E X (t=8972, P=0.013; t=7.209,

P=0.034; t=6.754, P=0.038) ; XM EE
SCr. ACR: UP/Cr [t JRP2-MG/KN-1Z#H 5, ¥h
Jr48JH T LRI SR ER AR FE XL
(t=28.063, P=0.021; t=7.326, P=0.031; t=
6.832, P=0.040) ; P EFIRITISFNS Lk & Fe
PRI ZERE G (1=2.078, P=0.032; t=
3.358, P=0.001; t=2.518, P=0.018) , %4,

2.5 97 41 R B F eGFR LA ¥ JRITWIEA
7 1 B e GFR/AK IR TF =y, VR I724 8 F148 &
R, ZRESIFFEE N (¢ =2.235,

P=0.028; t=2.544, P=10.013) . A HEHEHL
eGFR/KFIZMPEAL, 1BIT48F 5RLE R ERF
Gt EN (1=221, P=0.031) . P4LEFZ 48
JiEeGFRAKFEZ R AR FE X (1=2.724, P=

= 1 AT S RARL A O FHEMAREHE

a5 Bl R _ R AR _ALT SCr (x5, ACR: UP/Cr (x+
(F/%k, #]) (x£s, %) (x*s, %) (xxs, UL) umol/L ) s, mg/mmol )
76740 (LdT) 33 20/13 37.5+10.6 794338 8534109 11544135 43+0.68
*TH82e (LAM) 33 21/12 36.5+9.9 82+43 85.6+12.5 113.0+155 46+0.72
St A £ =0.685 t=1562 t=2.483 t=2.958 t=0.932 t=1.104
Pfh 0.733 0.766 0.781 0.918 0.505 0.087
s 245 ES  HBVDNA (T + S 'hxgﬂg*"j’%’f%\i( L _ —
(x£s. g) s, log,IU/ml) raryes JRA A AL ABCGAME D BRI E AR
HE X HHE K SRR ANAE B £
%9748 (LDT) 5.51+1.59 7.90+1.09 17 9 4 2 1
4L (LAM) 5.11+1.28 7.84+1.06 16 8 5 3 1
siteil t=1.752 t=2.692 £ =0.153
Pl 0.342 0.931 0.538
e “-7 AT
2 FHBEMNIGRTT L
487 TAGM® (#]) AR (B]) FA# (H)) HEEMH (%) ]
%9740 (LdT4, n=33) 3 27 3 30 (90.90)
st R84 (LAM#R, n=33) 1 25 7 26 (78.78)
P! 5.647
P 0.014
e “-7 AT RHR
&3 WEBERTT 48 AREFREVUFRIRER [ (%) ]
ikl HBV DNA/K T4 F k5 ALTA % % SCKH 3 %
767748 (LAT4R, n=33) 32 (97.5) 32 (98.5) 4 (12.1)
*TELE (LAMZL, n=33) 30 (89.5) 31 (93.9) 1(3.0)
e 4912 2912 5.838
P& 0.025 0.085 0.014




46 %
0.001) , WK1,

6 7497 18 PR LA B 240 B IR R R TAL VRTT
S R] P 2 A8 5 24 /NI PR L E BRI R B, T69T48
FArha T HEE SRAH L ERESIER L (1=
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2.7 LAT3 AR % 2 X A HBV-GN#) 57 2 LATX %
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B/NERE 2 (P A ROR B R, LS,
2.8 REKR A A BHEIEIRIT RPN RN R A
IR, JITHA I 1RO 261k w; X
TR 20K 1O, 205k, FrEBE
AR FRIRIT, 1RIT H4A8HsCKI R N12%, =T
SR I3%, ZRERITFEL (F =5838, P=
0.014) .
3 g
KEHBVIE G &k, 1 E =2 LR %
Wz BN E 2 — . HBVIERYLE I KT/

& 4 SAFTE S RA S BEINEEIEAR O (5 )

20 5 SCr (pmol/L) JB2-MG (mg/L) ACR: UP/Cr (mg/mmol )
674 (n=33)
RA 1154+ 13.5 0.53 +0.08 430+ 0.89
248 112.6 +15.3 0.23 +0.03 3.40 £ 0.35
488 754+ 11.4 0.15+0.03 2.10 £ 0.73
A 8.972 7.209 6.754
PfE 0.013 0.034 0.038
A& (n=33)
A, 113.0+15.5 0.54 +0.01 4.60 +0.72
248 117.0 + 14.1 0.89 + 0.05 470+ 0.73
488) 125.1+15.1° 0.98 £ 0.05" 6.92 £ 0.49°
Ha 8.063 7.326 6.754
PfE 0.021 0.034 0.040
. S5RYT 4 48 BT LLER, t=2.078, *P=0.032; °t=3.358, "P=0.001; ‘r=2.518, ‘P=0.018
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#= 5 FREIFELE HBV-GN aqr 34

AR EA #Bla () RAEGHE (H]) I (H)) Fz () BABE (%)
A B 16 0 15 1 93.75
R A RN R K 9 0 8 1 88.88
R A MR IR B K 4 1 2 1 75.00
By Bk B SRR AL IR 3 2 1 0 100.00
B RN ERE K 1 0 1 0 100.00
&t 33 3 27 3 90.90




BRI EITEAE, WERE. AU FEKHHBV-
GNZ 5 ZRBIAT % B A 110%, HE/NERE KB
[1125%5, HBV-GNRHRHLHIR 24, ¥ A&, 1H
FULKHE B EAER, "R A FEHBYV
PUR-PUAR GWE IR . HBV EHE B/
BRE i LA B G 92 21 B 52 45 4 0 A E B A0 . X
HBV-GN {135 J7 N3 5 55 8 505 55 A1 5% 2267 -
Fabrizi %5 "5} 77 45 HH HB V-GN [ #E 4 J5 K 2 HBV
JGY, B 9% 0E I 0T B R L FHB VIS BR
Zhang 2 0 N U B 1697 AT RERR AR R & K
Vo PLKRE R R A58 I T e A% (D
KYURTFAY), TangZE 50 R WA A Bk K e ia
JTHBV-GNT] H R B#KHBV DNA# & Al JR & 17K
F; KhedmatZ'HBEAT fMeta 2 B Bk, Al $ik
FE M BB R A R IR SR, WA P 1EHBV-
GNitJE, (HH KK E M 25 A8 Ll e, 75K
BT AR N ) ek B B R E R R AU
T (8 Ky, MHHBV. 8 s hok
FEnk, M2RAERRK. BAREI. WE. 29
OITAIG RIREE 52 45 R, DA AERZ RO A
104 25 1% B, LdTHim AL TLAM, H
i 24 % A A FLAM", LATH AR A B354 %
A B FIR K R E AR . HB VIR L 1] 5 35 5 ) s 40
17, HEFE SR R B R B AT PUR IR YT
VAR B B ERAE, TERE EHFEZHER/ %
FIFNET RIS OL R, WS RCHBR A1/,
fF FHLATRAT YR EFIGIT . X FEZEHBV DNA >
1 x 10° IU/mIfJHBV-GN & ¥, PG EIRYT 7] iR
B Ihaetifi. B H NPURTIRIT 7 5% R IE 5
APASLYERIAHCHER B, EALITHE BB RH
HATPURERIRIT . (HEEHHBV-GNEZHF CHIL T
B Ihfe i, R LATHRRETT, DU
BEME R,

TEIGIR b, A AEX 5 2 50 S RFLATRE B
eGFR!"™™ | 5 —TRITHILATIG R 7Y, 3EAs T
LATK HAE T X eGFRAG M, &5 J R I ML 28 3
YRITA44E, eGFRIEHN 714.9 ml / (min=1.73 m®) .
— TG PR A FU B 72 3L g9 N 11665 CHB B &, 43 51
25 FLATHMLAMYG ST, 3 #Hr2E2keGFR < 90 ml /
(min"1.73 m®) WALEH, 4R ERLATIHITHR
LAMiGI7 HeGFRE Z THE"" . AW 7L /RLdTA]
RE HL A U eGFRIGIER, (HALHI W AR B . 181
B R B 45 B e G ARG (18 P 2R R R A R
JB AT RORTT, S B A R RONLR
H'59% (endstage renal disease, ESRD) . ESRD

. 47

B R R R B, HiR T e m e,
PR B B RE 2 R BT FE AT, W TR E
1o i XU B Th RE 475 1) 58 3 I3 SR vy (1) O 2 42
P, HEFEETVEKLATIE AWIGG U 89677 24991,
WHOMEEE FHLAT" . 20154EkF E (181 2.5 BT
RETIRTER) USRIBERE T AR B T R KU
(P18 1 2, T 98 BB AR AR & L R e iR YT . 2015
4EAPASLIE i FIRESE H LAT A V8 78 008 LTS
SAVE IR — IRAE 3 T R A0 Rl BE A BA #1wF e 4
AN 12756118 EHBVER G ¥, B LAM. ADV.
LATXETViRYT, BEVFI2340H, 4R RPILATR
HAZE (8 K25 & s 7B o BT & B
# 1eGFR, MLAMIGIT HeGFRE A IGITH LR E
SRl I T AT T bR e T AL R K
KEXTHRZHXTHBV-GNIFIT 2L, 19748)E, 697 4R
R R0 N90.90%, & T3 HRZH78.78%; 1HIT 4
HBV DNAfK T Fill PR 2Z897.5%, & 1% R4
89.5%.

I LEF & AR AR =9, & ml s B
BRYELE /Ny T s, i LB T R Th RE A2
HP, eGFRGMEHIRIAERY G 0, AT 5 e Hh
WS ThRE AR AL, VRYT 448 Cry UP/Cr. 24/
WHRE A JRP2-MGH R L = R H gt 22 &
Mo 16T H B FH eGFR/KF IR It 7, 25245 A48
FInRT 5I AL 2 7 W X 4HeGFRE T [4i&
B, BN H5RLIRERHRIMIFE L. BT
SN HRZH BB IR T I R AN RN R AR R 3B
&, VBITHABHCKA R FEN12%, & T XA
3%, ERAGERE L

zi LRTiA, B b e iG T HB V-GN B IR AT 24
B, ] o AT B AR DG FE AR, A2 VR YT HBV-
GNECNERAE M 259, 697 R h FiEEaNCK,
EARBFEREA RN, MWW AME, Tk 09 K
A, RUE A IHEE UG 4k 220 5T
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