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[BZE]  WRFRFE (hepatitis C virus, HCV) SLERFAMEAZR, Wi SEOF R, P, HEg
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P % (hepatitis C virus associated glomerulonephritis, HCV-GN) , %} T3 &ML KR 1897 T %
KT, WU A e, BRI Eul, BIERGIEAERE A SRR A A R E A 2
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LT EAHXT R Y, HErWMEmEar 7%, LB ENEER A AR, XS §EA—, Fi,
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[ Abstract]  Hepatitis C virus affects the liver cell damaging, leading to hepatitis, cirrhosis, progressing to
hepatocellular carcinoma, which leads out of the liver tissue to damage. Hepatitis C virus caused to multiple organ
diseased, which leading kidney disease is called HCV associated glomerulonephritis. Research of the pathogenesis,
clinical manifestation, treatment and prognosis is poor. The pathogenesis of the disease considers two guides which
include mixed cryoglobulin mediated to non-mixed cryoglobulin dielectric. The most common clinical
manifestations include to proteinuria, hematuria with or without impaired renal function. The possibility of
hepatitis C virus combined with primary renal diseases is not excepted, the identification of renal disease prognosis
is renal biopsy examination and treatment. So the treatment plan is relatively complex, there is no optimal
treatment regimen, which causes kidney disease have a different outcome, the prognosis varies its argument.
Therefore, it is aimed which explores the relationship between hepatitis C virus and glomerulonephritis, summaried
its pathogenesis, clinical manifestations, treatment options that provides a theoretical basis for future research.
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BT LR
o NBHTRAMIEIE R 46 (HCV associated glomerulonephritis,
HCV-GN) ) LAt AL

HCV-GN MHLHIMAE 4, HETZH8EH AN HIARwL
HY IRAHEAREAN S (80%) MIERESIEAREANS
B TR (20%) PFiFh.

1. MC AR HLE]: IR 57T 40 C R T 1 ML
B, RIEITAI R o =R AL T B o e R ER R
A, WEAK 1gG. 1gM. 1gA; T AL B H AT 28 KR BR-FiE PRI
FLERE IgM M2 el 19G ARG A aLk; TTANR T LAY 2 v
IgG MIZ il IgM Fiikdink. 11 BATIE A PR i 4l g,
HFR D MCo FERFEARIGIRIFFTRI, 1128 MC F2U1 MPGN
BT, HCV FifAR HCV-RNA Kt 90%LL |, ZEIAS A
30%~50%, HnFEAT HCV IEGL v R ER A AR UG /L 1
/R4 (membrano-proliferative glomerulonephritis, MPGN) [
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LR, FEPEE B g T ARG, [ HCV
AL E2 H R NF HOV 4R NIRRT, 540 ik
CD81 Z AR HA S MR 1y, 10 B 41H - th ik 3244, Bl B
AN HCV AFAMNES RSN, HCV RYYE, B 4G ik
fHFRAR, HCV ML R 5 A7 T LLERYT B 40 B & AR 40 B 1,
7 AR K LA 2 R DR M T R s B S 2 B Y B B Bk
IgM, MITTSE MC 195 BB, (A8 S e Bk iR -8 R R 7T
o JE HCV BRI or H R RIR R T (gMi) Z [RI4F
TEMIAS XA S SPE, RAE B 40 A2 (02K XU B T 54t
HCV-IgG 4G TERE RELZ Y, NLAIEE RE454, %
[t AR M s, K R AR, BT 1gMi 55/
BRA I A RIS, BB R e & & DT
B /NBR P TRV BRR B /N ER R, 44k T i S MR AL
REILR IR, FIANA . SRAZ AN MR MR A0 B SRR . 4
o EEABG . A0 PRDR IR, i I R R T 40 A 45
W MRS IETESAS, FEMPGN 1AM,

2. AEIRAMEAEREE A MCEAN TR R HLE]: HCV HU L
P HCV HUASEIR AN S 52 G e B I A OB B30 U P A
T BEYURER AL AL BN ER B AN BT RERA P N LR RIEX, 5]
VB . Sabry 25RA7EX) 303 4T B RIR 3 B AT
BRI, 50 Bl HCV By, Forp 229%(1 L Zbm A ) 42
I HCV-RNA, H¥ BB A I, 50%iE AR A% 25 X T
R FEL T B0 T 0 R RORE . IE S T HCV 78 B /N ERAL 41
Mo A, ATTIE SEAE HCV e S 3UR 13 P AE7E HCV 1
BB . AR 21 M5t HOV HLokFH kR
B /INER B 4 BR AL 2R R I 6 451 (28.6%) 5 HCV-NS3 25 [,
FEAT B M LMD, R ABATUUR, e % iBE
HHIESE, BT HCV & AT HCV-GN IR h i a 1E H
[E 4T AH RT-PCR HAREATAIM, 45 R MEF A TR R
W B IR AR B T HCV-RNA. A WF50RHHiT HCV
NS3 FlHt HCV NS5 5yl EHUARIIESE T B 4123 HCV-Ag 1)
HAE, (HAE R A SIS I ) HCV-RNA JEAREIE B0 755 15
ANERIER Z AN L% &R . RT-PCR 15 54 Tl Bk 1 1631
HCV YL g0, I B A4 ] BEAAN A HCV I3 2%
FRPEFIE NERE ROFIRIAEAE, JEARAWRRZEEX, I HARE
BRAME L AR Ry S M USRI A () g et e
AW AC) WIAFEAE . 155 HCV Ui /1 F B 55 (K 3EHs 7T A8 2 IR
D7 FAZ BT VR AR W] R A2 5 ) 2 (6 o (] P2 AT A, s
SRR R (K 1C TR N 484 g SR 31,

Z. HCV 5B (CKD) A SEPERFY

HCV J&Juid i B s bR 4, HRamErEEml, K.
R B TR, EAUE A M S B,
i CKD HERE B/INER'EF R (R S N 25z B9, H i ast Hev
EJRNERES RIS A ARIEM Meta 28T, HoW RERAISCRE T R4
R R, LI HCV B M AT RS A4 N, e BNk
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YUIRRIEFT, ST AR R VPAY, BRI HCV I35 B B
o, AHXHER A 1.47 (95%EfSIX (8D , GFR [HIAHN GRS A

112 (5%EfEXED , HAK (P=0.006) , JFMEEEK R
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B T L 25 1 % Bk vy TR 2500, R 4iGE £ AT HeV
JEYL s CKD R MPT HLEFI (14.5%) HLfEAT HCV g
[l CKD1~2 WIFT S Hepl (8.5%) EmifS%. HCV KU
CKD &1 GFR LLIAIAM i & CKD ) GFR K152, MM
WAl T HCV J& YL 350 CKD (3t fry I =819, B A4 5
FENT A FEHCV BN B, 1 HOV 1 SR B
PR M EAF R T B, T PAS T B R RL R (A 20,
HERS: f 2 A E RS I . IR . R PR R A [N 2L, HOV ki
R FE CKD R LHE R 1 — ANt [ 221,
=. HCV-GN 5T
HCV 5132 (R IF AN 10 B 45 (955 B 2K R MPGNIA,

rh 55%I1 L 7B I R A IR R I R AR BN PR 1 1)
T, 25%M B E RN E AR KM R RAMA
9, 30%(1 B IR T RAE, e SEUE Mk RIVEE
Ji, SR ID PRYE SVE B T RE T (5%) P22, D HESHA HCV
FHMC AT R IRIEZEA, 8RB 3 I A PR AR
WEE AR B AR EVE DR, FER S R WorR 48 fil s I 13 4
S MPGN, 2 BiIREE B, XA, o 29 Fi=I0 0,
P REREAE (60.4%) , 'BIREEAAN 9 4 (18.9%) , =k
B REAAE 10 #i] (21.0%) , KZHEEE RIMUE, 13 Fl4 i
JLBETH i, 4 B0 H B2 A Sk 4P, HeV e thml 1
3 MPGN kAR F BB EZ —, 7EHA 60%/F MPGN &
H G HCV, 7EEE NN 10%~20%, K E 5T Bor,
67 #il MPGN I3 HCV Hifk. HCV-RNA FHEZ570h
2.99%. 4.48%%!,
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