5404555 4 1) BN RN === FGERAS B )
20204F4 H Journal of Nanjing Medical University (Natural Sciences ) + 575 -

& RATI -

Z AP AR BAETRE) ALT A T0 Z B A8 4 15N BR 15
g k-Al

B omT RARR
VAN IEEEE — R BRI E B ER, Bl 22 730000

[ E] BHRITAENERR AL (alanine aminetransferase , ALT IR F AR 21w 1 £ BT R 9% B (hepatitis B vi-
rus , HBV ) X} Z BRI R A B /INER B 28 (hepatitis B virus-associated glomerulone nephritis , HBV-GN) B2, 77 3% « [0 B 4347
MR AEE — PR BEf12 9 HBV-GN HY A 646 6], AL I8 R 45 : JR N- L Jik-B-D-i 451l 118 (N-acetyl-B-D-glucosidase , NAG) |
Rp2 HIERE (B2 microglobulin, 32M) , HFIIREFE bR ALT, B IO REFE PR LT L 0K 2 B/ NERIE 1% ( glomerular filtration rate,
GFR) . 978 i PCRIAII R HBV 20k, %t 646 (9] HBV-GN i HESS AL i A T 40, A0 HT ARl ALTRAS T HBV 28 i % HBV-
GN ' HEDIIRE A B I 43 B AR 5200 . 45 3R - HBV-GN LATRIE LRI A= R B 0 3 L 2415 60.7% , U A B 40 L4 P39 A 1 B /N ask
B 498, 249111 26.2% , JRy k5 BB /NERBE AL AN 2R B 2B PR A3 Ry A0 L o AE ALT 1E 5 2H HBV X' EDI e n JC ] W2 . MifE
ALT 55 41 HBV X B IE D) BB 45 4 72 M , e 551l LA ALT=2 4% 1E % {8 _E FR Cupper limit of normal , ULN) 241 HO L, Bl 506 2E 2K
RO L LILEF PR 2R .24 h R EE F5E B R NAG JRB2M B B84 55, 11 GFR W S N R, 22 R4 G 2478 L (P < 0.05) .
FE ALT IEF 4RI ALT<2ULN ZH 7, HBV X0 B B 43391 JC W S 520 5 178 ALT=2ULN £H v, i 45 5 2t 10494 5, 14 W O
WA INE R ). 2538 AE A ALTIRZS R, HBV X HBV-GN (2R A R A, 25 A 4Bk — BG4 B T 1If PR R G- i by

AT IR
[REBIE] R RAHHE S /NSRS R s CTUNTF 95 5 B DR ; 18 R 5 e 431
[FESZES] R692.31 [XHEtFRERL] A [XEHS] 1007-4368(2020)04-575-05

doi: 10.7655/NYDXBNS20200420

The effects of hepatitis B virus on hepatitis B virus associated glomerulone nephritis
under different ALT stages

GAO Peng",ZHAO Guiling’

"The Infection Research Institute, *Department of Nephropathy, the First Hospital of Lanzhou University, Lanzhou
730000, China

[Abstract] Objective: To investigate the effect of hepatitis B virus (HBV)on the HBV associated glomerulone nephritis (HBV-GN)
under different alanine aminetransferase (ALT) levels. Methods: A total of 646 HBV -GN patients in the First Hospital of Lanzhou
University were analyzed retrospectively. All the selected patients have complete medical records and have undergone renal
histopathology. Laboratory tests include : N-acetyl-B-D-glucosidase (NAG) , 32 microglobulin (32M) , liver function parameters ALT,
renal function parameters creatinine (Cr) , blood urea nitrogen (BUN) , glomerular filtration rate (GFR). The HBV loads were measured
by quantitative PCR. The distribution of pathological types of 646 HBV -GN was investigated, and the effects of HBV loads on renal
function of the HBV-GN and stage of chronic kidney disease under different ALT levels were analyzed. Results: HBV-GN is mainly
diffuse membrane hypertrophic nephropathy, accounting for about 60.7% , followed by capillary hyperplastic glomerulonephritis,
accounting for about 26.2%, the focal segment glomerulonephritis and mesenteric hyperplastic lesions are rare. In the ALT normal HBV
-GN patients group, the effect of HBV on the renal function is minor, while in the ALT abnormal group, the effect is significant, and this
difference is obvious in the ALT=2ULN (upper limit of normal). With viral load increasing, blood Cr, BUN, 24 h urine protein
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quantification , urine NAG, B2M increased , while GFR decreased (P < 0.05). In the normal ALT group and the ALT<2ULN group, the
viral load has no relationship with chronic kidney disease staging, but in the ALT=2ULN group the viral load had a significant

relationship with the chronic kidney disease staging. Conclusion: In different ALT condition, the effect of HBV on HBV -GN is

different. A comprehensive analysis of this phenomenon is conducive to the clinical diagnosis and treatment of this disease.

[Key words] hepatitis B virus associated glomerulone nephritis ; hepatitis B virus ; renal function ; chronic kidney disease staging
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B ETh BEHE bR IC I Sk 5 e SR e LG, 22 R e SE i
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TR Rk A L JR NAG JRB2M B B3 =, 2 A7

Giitfam L (F2), MTEALT=80 U/L4H , FEE R
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NAG R B2M B g 38 =, ifif GFR B R, 23 A 48
TR (FR3).
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TR 5 HBV X HBV-GN F4 18 P 15 1 96 43 101 A
FASE M o 7E ALT 1E 5 41 F1 ALT=40~80 U/L 41+,
HBV #5048 4 B 0 5 43 191 S B S 5% o), T AE
ALT=80 U/LZH H , Wit 05 2 45 i I 38 e L 12 Pk A
T TINE , ZRAGIEE L (FL),
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HBV-GN &35t HBV 1 422 5 18] 32175 & 14 B /)N
BRE R, FREEHBV EYL ) = & X, AHE HBV #;
WP IK 15% , T HBV -GN B9 & 2% 5 HBsAg FHE
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Table 1 Kidney function of patients with different viral load in ALT normal group (x£s)

HBV DNA I Cr(wmol/L)  BUN(mmol/L.) GFR(mL/min) 24 hJREFERE (g/24h) JRNAG(U/L) JRB2M(ug/l)
REMM(n=71) 145.62£32.68 732325  89.12+7.25 0.84 £ 0.25 223 £5.68 159.62 +38.51
AR (n=70) 152.82+36.52 7.51+3.52  88.73£7.68 0.89 + 0.31 2451 +7.10 151.95+37.82
AR (n=72) 142.15+£30.07 729+3.18  89.81 +8.92 0.81 £0.22 2351691 166.92 +40.92
FAE 0.697 0.681 0.731 0.597 0.669 0.595
P 0.467 0.472 0.461 0.543 0.476 0.551

F2 ALT=40~80 UL AR A RHERSEEH SHETHEED T

Table 2 Kidney function of patients with different viral load in the ALT=40~80 U/L group (x£s)
HBVDNA il Cr(pmol/L.) BUN(mmol/L) GFR(mL/min) 24 hR&EER (g24h) FRNAG(UL)  JRP2M(ug/L)
REHH (n=74) 153.78 £34.55 9.82+4.81 7582+6.92 1.68 = 0.43 28.65+6.97  176.54 + 48.64
EHIA (n=73) 157.82+40.52 10.05+5.02 76.92+6.38 1.72 +£0.52 30.51 £8.92°  185.62 +52.36°
EERH(n=73) 155.62+41.74 991 +483  77.92+7.05 1.58 +0.51 3342+ 11.84" 198.58 + 53.66
FAd 0.719 0.637 0.668 0.552 6.842 7.655
P{E 0.470 0.516 0.501 0.572 <0.001 <0.001
ARG R AL, P < 0.05; 541 P < 0.05,
#3 ALT=80 UL A ARHERZSEEN SIS
Table 3 Kidney function of patients with different viral load in the ALT=80 U/L group (x+s)
HBV DNA 1fit Cr(pmol/L)  BUN(mmol/L) GFR(ml/min) 24 hJREEHEw (g/24 h) JRNAG(U/L)  JRB2M (pg/L.)
REHRIH(n=71) 178.32+£51.62 1325+578 69.85=6.04 2.58 +0.87 35.95 £ 12.32  205.62 +55.35
PRI (n=72) 192.57 +56.68° 15.81+7.21° 6532 +5.92' 3.24 £0.97 39.25+13.57 251.65 + 60.77°
B4 (n=70) 218.54 +71.25"% 17.52 +8.85% 61.28 +5.54" 3.85+1.21" 4533 £ 15.84" 29532 + 63.35™
F{H 8.653 9.865 11.253 13.521 10.824 11.352
P{E <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

SRR IEL, P < 0.05; SRR L, P < 0.05,
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Table 4 Effect of different load of hepatitis B virus on chronic kidney disease stages in different ALT levels (n)

21531 %k CKD13] CKD2#)] CKD3 ] CKD4 ] CKD5 3] H1E P{E

ALT IF %41 5.884  0.208
o=k 71 18 24 15 7 7
SRR 70 15 18 15 12 10
A A 72 15 15 16 14 12

ALT=40~80 U/L 4711 0318
REHdA 74 15 19 17 11 12
SRR 73 13 15 16 16 13
1o A2 il 73 11 11 18 18 15

ALT=80 U/L 16.814  0.002
e Ha 71 15 21 18 10 7
T 72 12 13 19 17 11
1o 2 70 7 9 15 24 15
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MBSV MEALT SRR T, Fele
ALT=80 U/L ZHH, Fifi 35 5 25 2 i () 3 i, HBV-GN
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IR 5 A RO AT B A 512 b U B
Z— BHERETEARE IEN, K NAG F1BR B2M B
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LT PR 24 .24 h R AR 1 et B e
1M GFR W TR, S8 R RSO R AT e By
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A . Bl e R p e L DU R T 2
F14) 248 L DKL= 200 g SR AR Rl R 11 LAY 2R (interleu-
kin,TL)-2 . IL-4 . IL-6 . IL-10 %% . X £6id £ r=A4: Y
S0 6L PR A I T R R R E S Rl
TA R TE 9 B 88 1 25 B B, HBY i sy, 7= AR 1)
H S PR NPT AZ P4 (antinuclear antibody , ANA ) 45
FRMA WL Z | X 88 [ BT FIAMA TR LE B /N ER
FVE /NG L [RIRE AT 0 s s 1) & AR R e, [
oF P 5 s BE 2 PRGN S RERR A 3, A2k i,
=R e IR = g i = o 1| Rk DA Rt e S G U = g 1)
Ui, GFR TR, i 5 i B g, [A]
ISP A IR AIE T 18 M B Es 73 30 5 HBV Z [R] Y ¢
LU 45 R B RTE AR A ALTARZS R, HBV XHE 1
B W95 4 B0 R AR LA R RS2 e . 7E ALT JE % Al
ALT<80 U/L AL, HBV X4 B Wik 40 HH TG B 52
Wi, TIFE ALT=80 U/LALH, &N fEk Y 12
PR o B TN, 2 A G2 E Lo X
Il RIZ 97 00 A BE S IE T AR ALT RS, HBV X
HBV-GN B HAA[E 500

25 TR LR A HIW AR ALT AR HBV X
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