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[HE] BY.9E R sR A& (systemic lupus erythematosus, SLE) & & + & B I X 5% & ( hepati-
tis Cvirus, HCV) R £ R HE 2 SIE B F B A A AP LA FRAWBIFGFra, ik K92 #) SLE & F 4
58 4] iEF 2R H fn iF 4@ HCV & %, % F 35 4% 2o 3 04k (anti nuclear antibody, ANA) &, #HRIEL R K
SLE 254 A HCV R A Atk 4, W HCVREARBFASBEARA AL LA FRLMNBAETSM. &
£.:92 4 SLE B H# ¥, 134 (14.1% ) 54 HCV B £ ,58 Bl EF AT H 2 #1(3.4% ) & & HCV & %,
BREAOERZ XFVRX EAREX PR NEBHA AR AHAMBERPLLZEREHREF ANA, Anti-Ro/SSA,
Anti-La/SSB, 3% Smith 34k (Anti-Sm ) ,IgC o IgM MM R 5 A L AR K, ZRFRALKITFEL(P>
0.05) o A RS 4r A P4 (3% dsDNA fatk R FIE B R (P <0.05) Ak X HREF LR
EEFEMEE KCAKC AR S TERLE(P<0.05), i :SLE & & & % HCV w4 9 2 4
B, HCV B T A H A SLE EH X BB RKRXIAP LR FIHF,
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Hepatitis C virus infection combined with systemic lupus erythematosus
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Abstract: Objective To examine the hepatitis C virus ( HCV ) infection in systemic lupus
erythematosus ( SLE ) patients, to investigate the influence of HCV infection, and to analyze the clin-
ical appearances and experimental immunological characters of SLE. Methods Serum of 92 SLE pa-
tients and 58 normal control people was taken, and the HCV infection and experimental immunologi-
cal characters were detected. SLE patients were divided into HCV infection group and non-HCV in-
fection group according to the detective results. The immunological characters and clinical appearances
were analyzed in the two groups. Results Thirteen of the 92 SLE patients were HCV positive

while only 2 of the 58 normal controls were positive. There were no significant differences in the clin-

ical features including oral ulcer, arthritis, serositis, nephropathy, neural disorder, fever, as well as
in the laboratory results including ANA, Anti-Ro/SSA, Anti-La/SSB, Anti-Sm, IgG and IgM in
the two groups. HCV positive patients showed a lower frequency of butterfly erythema and positivity
for anti-dsDNA , and a higher frequency of cutaneous vasculitis, liver damage , positivity for RF and
low C3, C4 levels. Conclusion Patients with SLE showed a high prevalence of HCV infection,

and HCV may cause some clinical and immunological changes in SLE.
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ARG 21 BT R ¥ ( systemic lupus erythematosus
SLE) 2—F A BREEERRK, FENEH IR
Ho AP INAIMERRE TS Y SLE X 5%
HARBE. WE K% % 3 (hepatitis C virus , HCV ) &
Rl L 2EAM B SR T A, NP0 DK (anti -
nuclear antibody, ANA) FIK % & B $HT DNA k',
AILE WS SLE B F b HCV B4, DL K&
HCV B4 Xt SLE £ 35 s PR B 55 B0 %5 98 1R B9 52 1l

T XNRfREFHE

1.1 %
 F 2004

92 #i] SLE &k 8 2003 £

33)%. MBI NMHE24(FW4.7)%, il &
BRIfFE 1982 @%ﬁm‘a £ il & B9 SLE 2 ¥
ERBERER
SHBITIR MW 2 0 SLE, H £ 45 B K o 7 35 | fib
PAEAERHBTER BHEARESR. E¥ X E
23 ], % 35 B AEHR 17 ~53 %, B N
REfERAEKPORBTERE. TEABYEER
SR E KM 2mL, WE A EHELE 1,1 600
r/min B0 20 min, BRI FE . -20 CIEEE .
HCV BRI ES B 1995 45 Adb 58 5 K
EERRTE RRERS VTR BT R &4
HEE IR

1.2 Fik

1.2.1 HCV # @ Fil 100 pL DEPC 7K % fif 35
HAYEXT B 38 & T %, 1B 53 R B v X0 B B
10 L 55 PH ¢ %) B8 im 8 900 wL ¥ DEPC kK # , 1B 5
ARG R BT, BRO.S mL KB O,
A 150 wL W, 2R 5 0 A I A5 IR A B 4%
XF BE 5 FE M X B8 KGR BE P XF B 4% 50 pL L IR AT
A S0uL & 45,185 55,4 °C,13 000 r/min 8.0
ISmn, U EWFERE A —EMA 100 pL - 20 °C il
ARAENE.CES, BUE 30 min, 13 000 r/min
B 15 min, 37 F3, A 300 pl. 75% Z BRI 3E,
13000 r/min B> 10 min, H FH., 4000 r/ min &
0> 10s, ZW T4 1 ~5 min, il 20 wL DEPC K , %2
238 A7 ,2 000 r/min B0 5 s, BRIE R ¥ RNA
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Hi MJ Option Monitor % J PCR #; ) X & HCV ¥ g
PR EAN (W LEAY TERGDGA
BR 2N 7)) #E 47 8 . B RNA 20 uL, i A HCV PCR
W 29. 6 pL, PCR enhancer 0. 4 plL,30 pL RT-
PCRE§, A IR 5, U T FHFEH 42 C 30
min,95 C 3 min J§,3 95 C 10 s £ 55 C 30 s,
T2C 60s 25 MEFS, FHLUIS T 55 & 60 C
30 s 240 NEH . B H 3T 60 CRERKN 7
M At B . BB A A C{H KT 37. 0 B 4 FH
W CAH/MTHET37.0 B N, CEHXT 37 H
NT A0 R FER, ER/DT 40 F B,

R #E HCV &y U 19 %i 2R 71 O SLE
& A . HCV B Y (18 BR OB ) R SLE K &
HCV R e (AR IR R 41)
1.2.3 H4e & & F A0
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8 W ANA, ELISA ¥ & 1 $i dsDNA i 4k,

U1RNP,Sm, Ro/SSA Hi La/SSB, YL & & X & K T
RF) ,C3,C4,1gG HI IgM,

] SPSS11. 0 43 #7 4 12 ,
K, P<0.05 N5 A

( theumatoid factor ,
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Aot 7 E X
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2.1 SLE & 5 £% s B 41 HCV & f b
92 fi SLE s F b, 13 4] (14. 1% ) £ 7 HC
R, 58 BIIEHE AHFH 2 #](3.4% ) # 7 HC
RHAHAHERAEASRITFEFE L (P<0.05),
2.2 SIE B F PR EALLSERFABLKELIAL
2ot GRERN, WAREDERE . XT R,
RKEBERX BWR - MHEBMER . ERGERIABHER
EZRESRITFERX(P>0.05) ;MY 4P a
HHERMTIEREYH, ZERBEA%iT¥%2E X
(P<0.01); R ER AN ES FAERREY,
EZRERAZITFENX(P<0.01), |

2.3 SIEEZH#FPRFUELSFERLUETR TR S
26 ZE B B o~ , W 2H [B] ANA, Anti-Ro/ SSA ,
Anti-La/SSB, Anti-Sm, IgG #i IgM PR R %2 % T4
HEBEX(P>0.05); SR H L8, By H
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e o 30% 3 HCV

%E

(14.1% ) 77 1£
(3.4% ) 11 7E

1% HCV B a] 5] 2 2Bl SLE & 6 )R &
TR, MR R,

dsDNA $i {42380

HHERERE, ERBREHRITEE X (P<0.05),
F*1 SLE BEPRRPA SIERRPH
e R B LA (B F 4T L)

WKER  BRd(n=13) FBRA(n-79) P
P41 Bt 5(38.5) 60(75.9) <0.01
s Tt 3 2(15.4) 23(29.1) 0.302
KR 11(84.6) 70(88.6) 0. 681
KRR 4(30.8) 14(17.7) 0.272
B e 6(46.2) 27(34.2) 0.404
B2 HORE AR 1(7.7) 7(8.9) 0.89
HinCHR 2(15.3) 15(19) 0.756
Rk R 3(23.1) 11(13.9) <0.05
K | 4(30.8) 32(40.5) 0.505
R E 12(92.3) 1(1.3) <0.01

F 2 SLE g aded] S54ERaea
SR ERE B (BB B 5 )
crmn | BRE T RCY B
Cosmmes SRR TUTURRA
B (ANA) 13(100) ~  77(97.5) —
Anti-dsDNA $i{k 4(30.8) 64(81) <0.01
Anti-Ro/SSA 1(7.7) 17(21.5) 0.244
Anti-La/SSB 1(7.7) 5(6.3) 0.854
~ Anti-U1RNP A(7.7)  15(19) - 0.319
 Anti-Sm Bk 1(7.7) 13(16.5) 0.415
KR HF (RF) 5(38.5) 10(12.7) <0.05
IgG 2(15.4) 13(16.5) 0.923
IeM 1(7.7) 7(8.9) 0.89
% C3 10(76.9) 24(30.4) <0.01
& c4 10(76.9) 31(39.2) <0.053
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