HAES IR AN AR FE - 245 2019 AF 2 A% 33 %5 1 Chinese J Exp Clin Virol, February 2019, Vol. 33, No. 1

RIS LW 5 AT

RO TETINERE a-2a IGITIETE LRI R &
FAMNE I 1L-32 R IK K N E X

XA MEBL B A%k FE REA R
M T & E AT RA 310023

BAZVE 4 . X R, Email ; Iyliu2068 @ sina.com, %, :0571-86481528

[HE) BHEY EULETFAEM:Z BT 48 (chronic hepatitis B, CHB) H 3% 41 Ifi 1L-32 Ay 3%
PRIV T IL-32 KPS 48 TG 2/l (ALT) A F5% 2485 ( AST) 2 1 (ALB) & HBV DNA #ii(1
M, Fik EETIEIBIT CHB B 30 1 LK Ad 3 X I8 30 6], TRIzol 325 H2 AN ] 1L B4 41
Hifd ( peripheral blood mononuclear cells, PBMCs) & RNA , Jij F SZ B 2¢ % %2 & PCR Kl IL-32 mRNA (7
TR, H 58 HE ALT AST ALB A1 HBV DNA #1784t il2= 01, &R  TIEIBIF CHB &S
JELIML TL-32 () mRNA &1k /K - i 2% T @ BE T B2 (P =0.000) , H 5 1% ALT AST 2 IEAHE(P=
0.035,P=0.032) ,55 ALB A1 HBV DNA & oA XM (P=0.856,P=0.580) . &it L TIRIARIT
CHB 35 IL-32 mRNA FiA7KT W3 AR, IL-32 K7 5 FIE A FEAR BEAR G

[F&iE] HMENE-32; 191 OB S B I a-2a; AL RAE

DOI; 10. 3760/ cma.j.issn.1003-9279. 2019. 01. 018

IL-32 expression in peripheral blood mononuclear cells of chronic hepatitis B virus-infected patients
with PEG IFN-a-2a treated and its significance

Liu Yongping, Gu Huithua, Xu Jing, Zheng Yan, Huang Wei, Zhao Chun, Liu Yan

Department of Hepatology, Xixi Hospital of Hangzhou, Hangzhou 310023, China

Corresponding author: Liu Yan, Email . lyliu2068@ sina.com , Tel:0086-571-86481528

[ Abstract)
cells (PBMCs) and its correlation with serum biochemical indices of liver function test and HBV DNA load
in chronic hepatitis B (CHB) patients with PEG IFN-a-2a treated.Methods  Thirty CHB patients with PEG
IFN-a-2a treated (CHB group) and thirty normal health donors (health group) were enrolled in the study.
Total RNA in PBMCs was extracted by using TRIzol. Than IL-32 mRNA level was assayed by using Real-
time PCR. The correlation between 1L-32 and ALT, AST, TBIL, HBV DNA load was analyzed using

pearson’s correlation analysis, respectively. Results IL-32 expression level in CHB group was significantly

Objective To investigate the expression level of IL-32 in peripheral blood mononuclear

lower than that of health group. Moreover, the difference between them was statistically significant (P =
0.000). IL-32 level was positively correlated with serum ALT and AST, respectively (P =0.035, P=
0. 032) ,but was not correlated with ALB and HBV DNA load ( P=0. 856, P=0.580). Conclusions /[-32
expression level was decreased in CHB patients with PEG IFN-a-2a Treated and was associated with the
severity of inflammation.
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JHFREAL A TF 98 55 . AR T HG & BIL I 3 4 oK 58 42
W, bR HBV BYZE S 15 R AE R 0 A e g2k
A BRI, A 5P B 09 15 B 5 71 FIAIL
PRI S D RE B VIAHOC . 1A fe e B adh 1oy 1 e i 44

577 HBV YL HFAn M fg i 405, 4 i R 1 1
HBV B 5 [ W 45 b R 2R

1L-32 J&—FP 8 A S AE 4R R 1, 2R UR
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(hepatitis C virus, HCV) | NFL 3k IR I8 %% B ( human
papillomavirus , HPV') ) 5| &2 9 98 i M5 Hh & 5 &
BRSO IL-32 Q] R AR G s O i B AR 1
JHED AN, AR 32550 2 2O e i T 20t
FREATIERIGIT CHB B HME A 4 i 1L-
32 /) mRNA RIK K370 Hr 1L-32 55 (83 L3
ALT (AST ALB Fil HBV DNA # & 940 M

1 W&EFHZE

1.1 ®AEXE HuIN T PE R E B R 2015 4 9
H #2017 4F 12 AR H) CHB #3530 ], RE
LT IR a-2a180 pg ( il 2 Kl 254 BRA
A)) BTSSR 1R ITRE 48 Ji L O3 A 30 44
ARSI ZEL 50 R DG T A e B A D R Skt
HE I 22 S RS T4 8 L (P>0.05) , i f 9 il iz
Wi & (18 M 2 BT 22 B A 46 mE (2010 4R R ) b
HECT  HEBR A 2 6 S e L & 9T A B S M
9 RS HERFG & . ASWEGE 2T T P V3R B B P 2
TERRZE DL, T A A F8 3 R i B A T A 1 4%
BRI RE,

1.2 SKEFHE

1.2.1 Fh A B #% 4 Bl ( peripheral blood
mononuclear cells, PBMCs) : W5 A 3% i 5 A fel B s
JE#4 6 ml EDTA $i#EIM,2800xg B0 10 min, [F] i}
HE£s 2 4% 4 ml RPMI-1640 5575 3£H1 1 % 4 ml Ficioll
I EL 200 0 B 5 0 LR L EI A+ ] 1
P L 440 )22 W B 7% 2 o 1 45 4 ml RPMI-1640
Rigedeh IR0 BN EE 8 ml, ZZ 184 A 4 ml Ficioll
TR ES 0 4 B L 3 000X g, 550> 20 min 2% T 2%
B B R0 4 2 /ND IR R 55 2 R L Al s 22 55
1 8 4 ml RPMI-1640 3555 4R EEhNA 1640 #b 2
% 12 ml, 1800xg B5.L> 10 min; 3+ FiF; THNA
1640 B33 d 24N E E 12 ml, 2 000xg B> 10
min; 75 LJEFEFREG A 1 ml TRIzol 1R2], 5 2
2 ml FRAFEARIR IR AT .

1.2.2  RNA $## 5 2 % 5% . TRIzol fIK i 7R 77 11
PBMC 400, A 0.2 ml A5, #55% 15 s IR )G
FIRHE 2~3 min, 85 4 C 12 000xg &0 15
min; _EJZ KA I H 25 400 Wl 19 RNA, fiTA 500
wl SR, #HE 10 min, 12 000xg 5.0 10 min; 3 I
5, 75 %W9kS 1 ml YEi%,7 500xg B0 5 min, T

1% RNA , F§ RNase-free water 75 f# RNA

WikE 5% RT-PCR % TaKaRa i PrimeSecript ™
RT reagent Kit( RRO47A ) 4% 15 Bl B #AE . [ &2 )
:37 CHER 60 min, 2R)5 95 CWH 5 min, [2f%
LT R cDNA RAFT 4 CH&, KIIRAET 2
F-20 C,
1.2.3 SYBR qPCR Kill mRNA AHXF 5K R
FH TaKaRa Y SYBR® Premix Ex Tag (Tl RNaseH
Plus) (RR420 A), 7K ' flift. SYBR® Premix Ex Taq
(2 x Conc.) , ROX Reference Dye Il (50 x Conc.) .
Primers 1 RNase-free Water 25305, R J5 #% Ui B 45
R R VAR R B PCR RN W, 78 96 FLAR {5 H
ROX Reference Dye Il 4% IE [ Applied Biosystems
7500 Real-Time PCR System ( Life Technologies ) i
£, R FEITH .95 °C 30 s HiAEME, 95 C 5 s A5k,
60 C 34 s IR KANFEMPEFT 40 FEAEER

AR NCBI 1238 9 11-32 S 35 52 5 4y A iy 59
PJ # 2, Real-time PCR 3| # ( PrimerBank ID
61658637cl) B it L5 HM i F 6 Fl 7 % $2 X 4k 78
bp, Li#E5I# 11L-32-F. 5'-TGGCGGCTTATTATGAG
GAGC-3', FUf 519 IL-32-R: 5'-CTCGGCACCGT
AATCCATCTC-3',
L3 SitEZEHE R SPSS 18.0 HEAT ST 4L
553 Bt R H] Pearson S M ATAHICHE 0T, FH o 46
RHEFT WAL ELEL, DL P<0. 05 22 5 BAT G2
=94
2 HR
2.1 NEBE—RBERMIGERESR ALY
A 30 Bilzgif CHB & ARG REFE TR LR 1, 5

19 1,4z 11§, A48 25~48 % EH44F 14 33.2+6.3
%, BIAROTEETINR a2a G EE

R1 30 BIALENE CTIFR B B FEAFAE

Tab.1 The basic characteristics of 30 chronic hepatitis

B patients

FHE ¥ (n=30)
TR (B/2) 19/11
(%) 33.246.3
NG M (ALT, Units/L) 169. 8+147.7
ARG ( AST, Units/L) 103.0+93.6
&M (ALB, &/L) 46.7+4. 8
HBV DNA ##% (HBV DNA, Ig IU/ml) 6.61+7.01

2.2 %38 CHB £&5MF M IL-32 mRNA &ix
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Fig.1 The expression level of IL-32 mRNA in peripheral blood
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Fig.2 The correlation of IL-32 mRNA level and liver function in chronic hepatitis B patients
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