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Fodn i B v 4w 045 3h 39 4) B F (Macrophage migration inhibitory factor, MIF)#4 £ ik A8 36t Foi%k: 64 2016 52 A 3] 2016 5 7 A
BRGS0 T &4 144 BIAE A CHT AL, Rl it B R A4 48 R E 144 IR A 3R 20, R B N i A o st JHAF AR A e 3
MIF | %% # 2 B (Glutamic pyruvic transaminase , ALT), %3 4 £ B (Glutamic pyruvic aminotransferase, AST). % 2 £r % (total biliru-
bin, TBIL) #9& ik, 3t TAT4L & F 4040 HBV cccDNA K 3 82 & PCR HAM M £ A 54T, HLANK S I A6 ih
HBV cccDNA £k & 5 d & ALT . TBIL AST MIF 448 %4, £R: 2449 o MIF ALT TBIL AST 42 3¥ W 23 T xR
28(P<0.05), ZAT 269 AT 2847 HBV cccDNA [aM S 54.17%(78/144), B 4484 547 7 TAT 4169 T 2848 HBV cccDNA £k &5
A% ALT.TBIiL AST MIF 4% 3) 2 I 2 E A48 X M (P<0.05), £5i: THF % 4Kk A i MIF K-F80 25+ & , 44842 HBV cc-
cDNA 4 £k T & , 5 A AL D69 EAR A, B sl o iF MIF K- 3 F %45 ST & HBV 498 5L,
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ABSTRACT Objective: To investigate the correlation of the expression of liver tissue hepatitis B (HBV) virus cccDNA with serum
macrophage migration inhibitory factor (MIF) in patients with hepatitis B. Methods: From February 2016 to July 2016, 144 cases of
patients with hepatitis B in our hospital were selected as the hepatitis B group, and the other 144 cases of healthy controls undergoing
physical examination were selected as the control group at the same time. The expression of HBV cccDNA in the liver tissue of patients
with hepatitis B was detected by real-time quantitative PCR. The correlation of HBV cccDNA expression and serum ALT, TBiL, AST
and MIF levels in hepatitis B group was analyzed by linear correlation analysis. Results: The serum levels of MIF, ALT, TBiL and AST
in the hepatitis B group were significantly higher than those in the control group (P<0.05). The positive rate of HBV cccDNA in liver
tissue of hepatitis B group was 54.17% (78/144). The linear correlation analysis showed that the expression of HBV cccDNA were
positively correlated with the serum ALT, TBiL, AST and MIF levels (P<0.05). Conclusion: The level of serum MIF was positively
correlated with the expression of HBV cccDNA in the liver tissue of patients with hepatitis B, Therefore, the detection of serum MIF
level can contribute to assess the HBV infection in hepatitis B patients.

Key words: Hepatitis B; Macrophage migration inhibitory factor; LIVER tissue; HBV cccDNA

Chinese Library Classification(CLC): R512.62 Document code: A

Article ID: 1673-6273(2018)23-4456-04

BARHFSE F 2 IR S LA 2 B SR A L o R R
IERTE | Hrh 2 P45 (hepatitis B virus, HBV)A £ R
2 TS RS 2P AT 0 B B0, B AN (LA P A ML T ST 3 A T

YN

]

i}

* LA H < EK FURBRE LG9 H (81671545)
FEF TR« TR (1986-), 40 BEWFTE A KT FGE I 160 : A A B e SR, ML i 2 15991348696 , E-mail  yinjingjing1314520@163.com
& EIRAE W1 (1959-) 55 B+, k2, FRFIE 717 - HUBk YL 68, E-mail : yinjingjing1314520@163.com
(Wi H - 2018-07-10  $53Z H 191:2018-07-31)



DREYESSHE  biomed. cnjournals.com Progress in Modern Biomedicine Vol18 NO.23 DEC.2018

- 4457 -

HIEAD, REJE S KX, K2y 1/4 (1 B35 T8 i E
AU PRI R A R R, i ™ B . BRI R 2
VIR A AL Fe bR w0 RS, TS 5 A P AR
o, 5 AR FERR B A5 O, % — B L HBV, 7 iT4H
Hi 4% P9 AT K5I B cccDNA (covalently closed circular DNA, F:4
& FRMR DNA)YS, FCAFoT 3R B TE 3B HBV J&, LT
YRR N AFEAE cccDNA | B BURFRIRYT IR X AED, HIFA
£ HBV cccDNA o I PRI F A BB HURA FRIME , 306 B3 i I e
®, B RN FS Sl ) K5 (MIF) & — i EE R 2 R A 1,
B—MEAR 1S AESEREATT, R B g iEeE,
TEHLR JERE TN G 28 0 S 25 TR B2 A PE D, AR 93 2 245
T LI R EFHLR AT 4955 cccDNA FlifiE MIF =ik
A, B S R AIRE IR .

1 PR 5 J7

1.1 #FEATE

KA . RS A, WRSEETAh 2016 4 2 H
2016 4F 7 H , EBAEIRBEIZIR 0 ST 5 144 BIVER AL,
IR AR A A B 144 BIVE N RELL . N ARRIE . T
NI E S HOE 8 S WS s AR 20-80 2 L IFAAF
B ISR , 28 005 S 2 KA iR 12 IR 5 R 56
VORLSERE s RBEARFRZS B SHLE T R BIRST o HEBRARIE : WIS
JEF RN TR 1 M s PP 25 3 R A0 355 B0 RH L T Uk
RURREME T 9 JE s AUk S FLIN 0 2 . g4l h 5 74 ), &
70 ] AE R BN 24 % Rk 76 % ST AR 48.22+ 829 %
SE M AR 819+ 0.78 4F; SEH IR E SRR 23.11+ 2.48
kg/m?, XL, B 76 5], £ 68 ] s AR /s 21 % iR 79
&, AR 48.42+ 428 % EHRTEIE K 23.98+ 2.11

kg/m?, PIALREE LIRGOR LR 22 7 T4 122 L (P>0.05), B
AT He
1.2 RARRE

KAEFTA AEH 1A Ik M 3-5 mL, B FARLSE TR0
FHEZAE T, 1500 rpm 2.0 5 min, BUEIER, A -70°CARIR VAR
{RAE AT AR B, A BTG 8Ua s, H B 5]
PO SIS A TS ST B -T0 CURFHPRAT
1.3 #&iM$ERR

SR FIZE E D TE 2 4 H 343 BRI , 45 ek e T A .
W& MIF 25 A #%5 Z [iff (Glutamic pyruvic transaminase, ALT) 43 H
;% B (Glutamic pyruvic aminotransferase, AST) , EH £1 2 (,to-
tal bilirubin, TBIL)# 7K F- . JFZ4141 HBV cccDNA il ) #) 1A 4
M FE K20 DNA 2 B0 S T4 HL, SR 20 E f PCR
AR R AR G T LS R R RHA A F L BAE
Tk UL B E4T. SR ELISA BEA& MIF, 357 & [ £ [
Rapid Bio-Lab /3 &, SEHHRAEI M A Ul 5 4T
L4 it ZE SR

P4 SPSS20.00 for windows R A4E X AW 5T 6 I 14 i
BARIAT M T TR LA 8 bR 22 5 2 5 CF g
S, DA BOZR R AL BCR A R, TR R
%, I L ECR T x2 08T, DL P<0.05 2557 LA Giite#

2 R

2.1 W4AME MIF ALT.TBIiL . AST £ 2/3F Lt
IR I ALT \TBiL AST % = B i i F % BR 4, %
2= FH G4 L (P<0.05), I3k 1,

% | WAME MIFALT,TBIL AST 23t b398t frEE)
Table 1 Comparison of contents of serum MIF, ALT, TBiL and AST between two groups (mean+ standard deviation)

Groups n MIF(g/L) ALT(U/L) AST(U/L) TBiL(pmol/L)

Hepatitis B group 144 9.08+ 2.19 188.39+ 4529 142.20+ 45.21 102.49+ 22.84

Control group 144 1.98+ 0.92 26.20% 10.29 30.78+ 9.91 34.29+ 11.81
P <0.001 <0.05 <0.05 <0.05

2.2 ZBF4E HBV cccDNA HIPATER
T B ITLHZE HBV cccDNA FHPEZE N 54.17%(78/144),
2.3 HXMEDH

TECHFA T, iTF4141 HBV cceDNA AR X 2 ik B 45 1fiL Vi
ALT TBiL \AST MIF 5 1 28 L ZAH O/ Hr R 52 S b IE AR ¢
PE(P<0.05). W3 2.

xR 2 ZHEEFEL HBV cccDNA AR RiAES ALT TBIL AST MIF Fy4HK 5 #7(n=144)
Table 2 Correlation between liver tissue HBV cccDNA relative expression and ALT, TBiL, AST, MIF in patients with hepatitis B (n=144)

Index ALT TBiL AST MIF
r 0.762 0.563 0.661 0.489
P 0.000 0.001 0.000 0.005

3 ¥ig
E T 2 I RSP HILAR 9 AR B, — BN Ry 2 P WL G s o
1955 | o TR T, EL B 038 (57 5 2 L K £ 41 92

v HBV JEGL BT 5| S 4 LA G e 1y 280 S v 5 A L PR 1 25
BLA G, HBV R AN, S fa i 54K 5% A, LA HBY
rcDNA (#A5B3RAR DNA) 178 e A TRz N, SRI5 T8 1k
HBYV cccDNA, 1EFA i M15 £ DNA B4l cccDNA, HBV
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cccDNA 0] g8 Z AP RYIZ WHR (L2 Ak H . ks s HBV
JERYL G I T FEFE AR . L) HBV cceDNA YR AR , B A (21
TR, BTG L) reDNA MM % A UL N L SR 5 FE R 738 7 it
fiff 1 £ RNA RABHOME T JF4IA% P cccDNA A XE
SRR AR , T A TR DNA, 35 PR AR
HHEL , S5 JR AR R S8 B 1 B L BT 5 LY reDNA MR % A
%N, reDNA FRRGEE1E N cocDNA 48R iE fl. HET
20 il N A7 7€ HBV cccDNA HBV (152 il s 25 #5842, KM
HBV cccDNA 7€ HBV & il i 1 b & 4548 SCHEVERT

MIF &Rl &7 115 A SRR 11T, RERS Al F Wi 40
JitE A | A1 1 A0 L FE A Jr o SR 73 s — S 4 i P 700,
A 5T 2 WM M 2 B AT AL B 2 178 MIF KR35 7,
POREAL R IYE MIF AKOF- LS M 2 F B =, FiEHBV
TR, FE S P P 400 5 BB 475 B4 i E AT AR , MIF ek
Jintel, AHEGY BN LA LTS MIF & 0 i T B2, M
B4, MIF 28 20 AR5 P is 22 05 K A B 7 S 50U
I 20 R , LA 3845 15 s 200 1 46 40 ff B 71905 HL MIIF ] I
TRRE BT 4 I AR [ B Y D e (MMPs) B R, i@ i i MMPs [ 3%
IRTA T AL A A JE AR I 48 1 e e B AR A
JH A AT 4300 K 4 MIF, A5 JH At 240 it R 7 403 4 A 084,
HBV cccDNA 1) & i Lk /b, JE Vg IF DNA S 8276 AT kA 742
B B AARERR A T AT AN 4 A T AR A s
Y05 T TE A PN A A2 T Ao AR S PR, %o ST B TE A 24
JiE N YIRS AR A R S PR RN W R D R R DNA
PHASHE B B0 57, SR TR AT 240 A% , T BB IR E co-
cDNA 43F, #BIZJE cccDNA - F7EHLEE T I K/NH 3.2kb 72
o VAR, W I PRI 4: %] cccDNA. K 1 PR 22 S B9 IA AR
W e A SE R 5 ' R Ht PCR(QRT-PCR$A N H #i iz, ceeD-
NA KN E LG8 T) 2 7 R0, IS T AR A W55 460
B . HBV cceDNA {XAETET 40 A 40 i P, ARG 22 Ee
B, TERZYURSEIRTEE T SR EAk, BatRIER
HBV cccDNA Kl brAs 2 AR L2, 244 30~50 copies/cell,

HWFSE W 4141 HBV cccDNA 5l MIF A — & 1A
M, IMIE MIF RN v REVE M 18 1k 2 BT 46 783 A3
i HBV 5 ki R IM5 55 5 OCHE I 1. HBeAg BT BB &
HBeAg [H 4 &5 1 F 421 HBV cccDNA 7K F 5 i 7 MIF
KA ARAF A CE . % HBeAg FEYE 30, HF DY L L35 19
HBYV cccDNA Fl MIF JKF-7] i 3 TR, {fi15 HBV cccDNA ]
MR HBV DNA (9 £ 2 IE 0, JF4Z1H HBV cccDNA 7k
V-5 HF41 4T HBsAg 1 2 i JE IEAHSG, JIFZH 2 HBsAg 5 2 7]
VB S B 2 HBV cccDNA JK 46 HR . HBV cccDNA
142K HBV BIJIEARIA Y FLIEAR:E . {2 HBV cccDNA {2 T
JFEHZUE RS, R E A — A5, B HBV cccDNA il 4R
S REEEAL, HBV cccDNA & HBV 1§30 5 il LA K454k
TRYL ) KRN 2, & HBV AR K 41 RNAs &2 1 59 BB
HBsAg /K- AN RESE 4 I M iF2H 21 ) HBV cceDNA R /K -,
1% MIF B B2 FRE, (R HBsAg () R 25,
JF BP9 HBV cccDNA (HBV DNA AJ $E£Ef77E22, 20
g1 HBV & il =271, IF41 41 HBV cccDNA F K fE

Kb R HBV 52 AR B2 S 7R T2 A N ) R B, A

5% .78 2 BT 20 19 BT 20 41 HBV cceDNA JH 1 % 54.17%

(78/144), KTIT, FEAEFTA 1 R H AR REHESZ TG A X B3 1

A, FE IR R DAL 5 ZEB A R, Il PR L LAIFZH 40 HBsAg

T2/ B anti-HBs 212175 et S8 HBV EGL DhREdE

RO ARG E) AR  (H B A T2 KR 7 9 HBV &

# HBsAg JHR M LU BIFAR, PRIHAE IR R 205 B PR Ak

FIBRAS
AR T B F A2 HBV cccDNA JKF42 IE

WM, B ALT KRS M S 0 R SERR B A7 78 IEAR

KAWL R R CHHAR 22! HBV cceDNA AR

it 517G ALT  TBiL AST MIF % i 4 52 300 i IEAROGHE , &

HI MIF 1E AT el brad B bl 682 5 1 A 2Lt ik

T o MIF & —ff 2%l E RN AT AL T ok EL A0 o0 AR T i

PERE T, T E AR 3 PO AHSCRIFSEIIESE MIF 5

HBV R Bt Y FFIE 58 1 50 K 240 i 8 1) FE o D0 A O

B2, iFZHZY HBV RNA HAT Sz e 5 T ZUA cccDNA {6 1

ML, FF4120 HBV RNA FRELLIH 2K AT B e i85 T 41 41

HBV cccDNA FA RSB E T JOIRAS o (HA i E B 1Y

577 DNA J BT LIS RO F 235 HBsAg, JIF4141 HBsAg

WA AT REIRAE B, PRIl R AT 2 A PRSI AR
B2, CHFERERNIMTE MIF K S A5, fEFEs

HBYV cceDNA {9 BHIERIA , ELW 3 4775 W88 AR DG, A 1t

T MIF 7K B T7Ah AT HBV BRGSO
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