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[HE] B ®ITEMREFL(CHC)EZERMAMMEIEF -1(MIC-1)KENEURESERNRSEE. THRERE
ERPRAR(BZZETIRE o+ FIEEMIMHESTRNXR, Fit M CHC £5F 57 fIREIBRRAERE 26 6], XA
FIOIBFEEERIDENER MR MIC-1 K, RARFE AZEXMTEIN L EERGBERRNE CHC BENEXFER
REEBE(ALT)EM WBERKER(C-IV )JKERREHFLFBS(HCV) RNA KFE, £R 8578 CHC BH MK MIC-1 KE N
369.84(193.51,830.62 )pg/ml, B R & F X B 258.77(138.03,441.12)pg/ml, ZRE ZitF = X (P<0.05), CHC £EH ALT #H
SHEMFE MIC-1 KESTF ALT EHA,C-VASAMIE MIC-1 KESTF C-IVEEH,HCV RNA FKEAME MIC-1 KEFTF
HCV RNA {R/K 4R, £ FH ST FE X1 P<0.05),CHC BEMHE MIC-1 KES5 ALT SEH . C-IVKFERK HCV RNA /KEH 2 TF
#83%(r=0.322.0.423 1 0.333,19 P<0.05), TH KRBT E, M EAMEN FHBEATAIFME MIC-1 KELLEERYTSHITEE
X (39 P>0.05); NEHAITEME MIC-1 KFRTEITET, ZRBHITFERX(P<0.05), TR EFAETRIFEME MIC-1 KFELLR
EREHIUTEEX(P>0.05), #£i® CHC B2EME MIC-1 KEHS, EKEZMME—ERELTRMREEZERN HCV FEHE.
FFFMEREER PR AREITAR, BATREAREX PR AR B0ATIN .
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[ Abstract ] Objective To investigate the plasma macrophage inhibitory cytokine—1(MIC—1) levels in patients with chronic
hepatitis C(CHC) and its clinical significance: . Methods The levels of plasma MIC-1 was detected by ELISA in 57 CHC patients
and 26 healthy controls. ALT activity, Collagen-IV (C-1V) level and HCV RNA in plasma of CHC patients were also detected.
Results The plasma MIC-1 levelsinnCHC patients[369.84(193.51,830.62)] were higher than those in healthy controls[258.77
(138.03, 441.12)](P<0.05). The MIC~1"level in patients with high HCV-RNA was significantly higher than that in patients with low
HCV-RNA(P<0.05), the MIC~1-level in patients with high ALT activity was higher than that in those with low ALT activity(P<0.05);
the MIC-1 level in patients with high C—IV level was higher than those with low C-IV level(P<0.05). The MIC-1 level in CHC pa-
tients was positively correlated with ALT activity, C-IV level and HCV RNA level(r=0.322, 0.423, 0.333, all P<<0.05). There was no
significant difference-of the MIC-1 level between the response patients and non-response patients before and after interferon
treatment (both' P">0.05). The MIC-1 level in the response patients decreased significantly after treatment (P<0.05), while the
MIC-1_levelin.the non-response patients showed no significant changes after treatment (P >0.05). Conclusion The plasma
MIC~1 levels-are elevated in the patients with chronic hepatitis C, and it may reflect the changes in HCV RNA load, liver damage
degree and response to interferon treatment to some extent, but there is no significant predictive value for efficacy of interferon
pbefore treatment.
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IR 45 & —Fh F N BRI 2 9 2% (hepatitis C virus,
HCV) RGN B Qe s, K E HCV &L 204
1476.5 77, Ja 2R E A, HCV RIS R EE M B R M
I ' A e TS B 9% (chronic hepatitis C,CHC), J& T
R AL TF A0 e Y 32 B0 I R 22—, PR P B T
AL ML ORI FE LU Anfaf 00 352 & T4 R (IFN IR
Y7 o 2 RATE AR T OGRS T, 2 41 o)
“F -1 (macrophage inhibitory cytokine—1,MIC-1) X R4
KL F-15, ZHAE KK 7B AR 2
— o WFFEERIT, MIC-1 TEERE AR (B RIE S
MO S BBV S FH R Rk Bl SR BFE R
MIC-1 7EN8ME U5 H-REAL Ko/ N s dH 4 rh
TR, APPSR IE CHC B3 3K MIC-1 /KF,
TOTHYS CHC BE R aE 8 IS FFE R ) PR
TR BT HFE a(Peg IFN-a)+F| T (RBV)]
PUR BRI RN R

1 X&MFE

1.1 %4 BEEC 2017 4F 9 H & 2018 4F 8 H fEA B
YNBERIZ ) CHC He 57 1), 5 32 4], 4 25 ) ; 4R %
10~76(39.26+9.22) % . A3 & 76 N B R Bij
TRFEFE (2015 45 T8 AR ) ) i2 Wb o), 3L 96 8 (HTVY)
PURBIME, 688232 PRIAYT TS, B Peg IFN-a k55
RBV J897 o HEBR & IF18 Mk 2 BB 98 45 H Al Jos 3 % i
98 TRE PEIT 2P PE RT3 L F B G B I 4% S O
b JF £ o RIS e fi ARG 5 26 A At HR 4
B 15 4], 4 11 B 4R08 13~74(38:55£10.06) % . i A
{ RS 35 X5 TC I B 05 L IRV « 1 B S P 5 9
SO LR, I D BB IE &, SR I HERR B .2 9 T
I FF 9 95 75 R0 A I o AR gy HIV BLAR BT o A<
o2 e e BL 2 A B e i it il , T AR X 4
BIAIE R &

1.2 Jiik

12,1 RITNEEITSCAE A B E S S N
PR VAT 774 P . Peg IFN-a—2a 2 FVEST, 180ug/ik, 1
JAMR  RBV TR, 800~1 000mg/d, FEATF 2 g 48 i, 14
FEHTITRYY 4.12.24 48 JAIWEI HCV RNA, WA BE N
AT DL DL R B R B T AR (1) B R A
(RVR) AT 4 J& HCV RNA AR5 (2) B3 1 2%
IRITES 12 Ji] HCV RNA BHRYTHI T B >2Log; (3) &R
B IRITES 12 JH HCV RNA B89 HT T Me>2Log, H.
55 12 RIS 24 J5 HCV RNA BIJ ; (4) 28R 24 38T
%5 12 JAl HCV RNA BIRYTHT T B >2Log  (BATS AT, 55

24 J& HCV RNA 0[5 (5)TER 2 RIS 12 i HCV
RNA #IRIT IR % <2Log; (6)FFLEN & 167 45 R e
55 12 RIS 24 J&§ HCV RNA ANalil, M5y 7 50K CHC
SR R A 2 (AL PR g 2 R N 28 R g 2
FEIR N7 25 FIARF LN 225 ) FITC 25 4 o

122 AR PrARETMZER H BRI RE
BRI 3~4ml, B T EDTA-K, FrsEE HhIfr 2 T mif
R4 10 YK, 3 000rpm 5.0 Smin, & W43 5 1L 3+ ~40°C
TRAE, TSRS I MIC—-1 . HCV RNA N 2R 28 J 5%
FERBECALT)  DUBIZE L (C- IV ) S48 AR ok SRAR AR Z 1T Y
RIATHORBFRIAST , AR RSB/ R FEA TP R Sh
(48 Ji) 5 FRUCR AR #R DK ML, A5 MIC-1 7KF-

1.2.3 3% MIC—1 ZKFE | SRR A2 O B K A
EWE B A F B (IR i 28 R R R A FR A
H] DI BB T8 E SR A Anthos 2010 R EEFR N ( |7
IR A BRAF) Kl AEAS B bR B % B (0D)
{8, 383 2 AR E I SR RFIRE A MIC-1 7KF- A3
A OD 85 TAR M2 FR , FIAEASH BEWRGE M0 RS
T TG B 3 3fe LA B 48

1.2.4 MK ALT 3P E SRR, 7E Siemens
ADVIA2400 4= F AT (EEPET T A F)D 158
ARG, SR PR R 0] S M i, IE W S % LA 10~
49U/L,

125 I3 C-IVAKFEME SRR &R AT,
FE MAGLUMI 2000 4= H 3lifb2¢ & 56 S g 53 A A R
B A A RN R ) 58 A SR B ) S
HES, IEH S5 H R 5.0~30.0ng/ml,

1.2.6  HCV RNA EHR T RSSO0 E R A
RN, IR & A EIIDE A Y TREA W], 16 ABI
7500 ¢ i PCR A (SEE ABI A H]) b 5g suAs i, L
HCV RNA=5.0x10 5 Il /ml R 53 .

1.3 GEilepabd SR SPSS 23.0 it #k . ARFA
IESDA T GERILL M(Pays, Prs) 3278 , LRI L
2R Mann—-Whitney U #i55. CHC 5 113K MIC-1
K5 ALT 161 .C-IVIKFE . HCV RNA 7K-F [ HH 26
P53 41K FH Spearman BRAH G, P<0.05 H 2 5 A 41t

2 #R

2.1 CHC BEIBITHIMNE MIC-1 /K-S0 IR AL A
JYHT CHC B3 13 MIC-1 /K°F N 369.84(193.51,
830.62 ) pg/ml , B & &5 T %F B8 41 () 258.77(138.03,
441.12)pg/ml, 25 A Geit2# 2 L (Z=-2.801,P<0.05).
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2.2 CHC A ALT KF .C-IV i #E & HCV RNA
AL MIC-1 7K Ee e ARPE LK ALT 3 Mok
CHC #3543 ALT JHE 41 (>49U/L)29 A1 ALT 1E5
41 (10~49U/1)28 il , ALT FHiE 4 il % MIC-1 7K1 F
ALT IEEH, 2545012 L (P<0.05)  ARYE 15K C-
VK4 CHC #.2%20 F C-IV IHE 4 (>30ng/ml) Fl C—
IV iE % 2H(5.0~30.0ng/ml ), C=IV FFE 4L 113 MIC—1 7K~F
m T C-IVIE# A, 253 A8 G245 X (P<0.05) . AR 1L
X HCV RNA K CHC 43 HCV RNA fIK
ZH(<2x10° $£ Il /ml ) F1 HCV RNA Ei7K 41 (=2x10° $%5
Ul/ml),HCV RNA E/KF4If3% MIC-1 /K5 F HCV
RNA AP, 2R A G R L(P<0.05), L3k 1.

£ 1 CHC HEEARR ALT K. C-IV G & HCV RNA
FKELR I MIC-1 7K e # (pg/ml)

255 n MIC-1 ZH P
ALT FHE 4 29 711.09(224.19,830.62
ﬁ'\j " 0 oo
ALT IEH# 4 28 235.34(150.27,664.94)
C-IVFH4 25 615.23(215.51,1088.99
ﬂ'\j E ( ' 019 006
C-IVIEH 4 32 302.52(150.27,460.02)
HCV RNA F7K P4 26 631.04(217.83,1079.61
KA ( Y 307 oo

HCV RNA /K P41 31 261.99(121.30,686.61)

23 CHC B#F I MIC-1 /K F 5 ALT 1&M: C2IVK
V- & HCV RNA ZKF A G PE 40 A CHC S35 I 2K
MIC-1 /K35 ALT 3544 .C-IV K & HCV RNA /K
PR TEA Y (r=0.322.,0.423 F1 0.333,34 P<0.05).

2.4 CHC B E 3K MIC-1 /KF-5 PR OTEITRUN X A&
57 15l CHC & A 7 Bl EIRIT G ok, BEvs
(1) 50 il iEE v, A4 37 B, FER AL 13 i AL AR
FIRITHTE 3K MIC-L /R a2 S ¥ e G it22 X
(¥ P>005); NELIEITIE LK MIC-1 /KPR TIRYT
B, 22 A 5825 XL (P<0.05) , ToR A 4G 7RG
MIC-1 7K ez Jogeit# i (P >0.05), L3 2.

R 2°VCGHC B FH AR FRLA I MIC-1 /KF 4 (pg/ml)

MIC—1
2R " . R Z6 P
sl 37 515.65 255.51

(20334,97731)  (12022,67675) 228> 0:023
TRIEH 13 395.34 321.92

(181.33,843.56)  (15845,487.32) ~1:021 0155
71 Z1.202 20.152
P 0.131 0.826
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Pt B DA A G it, 2Bk HCV G RN
2.8%", HH 20%~30% 1G4 0] A R IE RN R, I
70%~80% (1) TGk 5 23 B AF B IR YL , 2 30%1) CHC Frk
R WO REAL AT A Mg o P9 7R 4 40 5 11 R 2R
P2 HOV B 5 5 R e 2e v, A ss e T
I ECL 4 A E R R, R S A PR AR AL A 1 A 1)
B, — M\ Ry R 2 g A% B e AL E A R A
SHE"S

MIC-1 £ 5 Bootcov ZEBIFE 1997 4F M iE 4L 04 E
WA R R, FES5HREAEK M5 EF.
5T BT, MIC -1 38 32 9 15 9 E S vy A1 40 a6 T~ i 42
S5 T 2 E B M Fpom st R, Ao
PR A e B3 VORI RO A . Hisiao S5 Y
JERE G55, MICSL /K- 5 Tk 5 e SR 5 T
MIC-1 7EM8 P R R AR fL A Fe ik, K BiigE 2,
BT 965 R4k 20 £8 3 100375 MIC—1 /K2 4
FFAE AR ZH P 20 MIC-1 A 235 I I 1 T 18 1k 2 B AT
R4l H MIC-1 K- 5L 2 IEA G Si 89
fiff5¢ MIC-1 5 HCV & il i) 3¢ R & B, MIC-1 Al 3E ik
HUARTE ARS8 R AE K AR 3 HCV &I
JE5 HCV Frsk i 5 R R % UIFH G . R SR it
CHC S I MIC-1 /KPS0 AL BN . 2% fGRE
JEE R S TE ARG, 55 5 il 4345 5 AR G, A MIC-1 A Bl
SR E Y eI (IK=Ei .

ARWFFE R, CHC 35 1% MIC-1 /K &8 & T
W ARE, T E M MIC-1 KF-5 8% HCV RNA #
M3 ALT 36 M C-IVKE R IEA G, M ALT
TG PETE— R 1T LA W 8 25 240 B e 4 1 R B
Wl MR, 3K C-IV K5 AR £ 2 AL AR B () 2% 1)
AHOC B R WU AR A B FE R A R B e, 2 R
) HCV-RNA & SRzl AN SUZHIWT HCV Sy i) 24K
P, BN R 5% B35 TFN FP RO I B ELSH0, F5E
LR, MIC-1 WRES 5 T HCVEYR ] 40 i 35
i B FEF A 72, TR IS MIC-1 /KT
HCV BV E 2 WibR B . K10, MIC-1 7£ HCV J&X
Y () BARVE FIALEI - A B, T 3 2 A BT 58Kk IE
S, HET PR R RRERTT CHC 1y H 2T B,
597806 R 2= A R R Ol ikt i SR
RIS IR i 32 PR R (AR IS M) R T4 227
HUARSRREIR GO, AW AR, BB IR )G 1K
MIC-1 7KF-BH 82 R [ 1 JC N 22 AR Y7 R 1% MIC-1
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KO 22 R IEF X, $#R 3K MIC-1 7KF-5%
AIEA PR 7 Y7 BAR R o SR, N2 AL 5 TE 2 A
BHETEVRITRTIN AL MIC-1 /KF i 22 § G
N, I MIC-1 K5 PR 5 SR IATT R B9 T 15
AEEE .

B2, 3K MIC-1 7K-EFI CHC HE 1R P 75 28
GRS A B BRI R HoK ) 5 sl T 1
RN HCV R aigkat . AFIEI R I PR J7 PR
BTN AR (IR I i AN REXT PR J7 97 3L
A
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