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Expressions of I1L.-27 in the coxsackievirus B3-induced mice viral myocarditis
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Ohjective:’l‘() investigate the expression of interleukin-27 (I1L.-27) in the coxsackievirus B3-induced

. Method : BALB / ¢ mice were intraperitoneally infected with CVB 3 for establishing
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VMCmodels. Control mice were treated with phosphate -buffered saline (PBS) . On0 .1 ,2 .3 .4 .6 week after
injection, expressions of serum 11.-27 were analyzed by enzyme linked immosorbent assay (ELISA). Productions
of cardiac 1L.-27 p28 and EBI3 mRNA were measured l)y real limrpo]ymerﬂse chain reaction (RT-PCR). Result.
Levels of cardiac 11.-27 p28 mRNA obviously increased in VMC mice on week 1 after infection. peaked on week 2.
and highly persisted to at least week 6 (all P<20. 05). Compared with control group. serum IL-27 protein was
higher in VMC group from week | to week 6 (all P<Z0. 05). There was no significant difference production of car-
diac 1L-27 EBI3 mRNA was found between VMC and control group throughout the course of the experiment, Con-
clusion : The increased levels of 11.-27 may play an important role in the pathogenesis of CVB3-induced mice VMC.,

Key words viral myocarditis; interleukin-27
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A5 /N 11-27 ELISA 7 &1 B WYUK A |
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1.2.1 VCM /R E Mz 554 CVB3
Nancy ¥k 28 A M 98 41 Mo 5 40 A 15 16 38 55 . 40 i 05 22
BREEE 75% L E(++ +~+++ + O mF ik gk, 0
50 % #H 2 K5 g5 B YL e I T CID50 2 107 mol/L,
etk BALB/c /bR, VMC 4 48 R, 8 H/ R E
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(phosphate-buffered saline, PBS) 0. 1 ml; %t 08 5
30 K. 8 H /R BEES AW EEM PBS 0 1 ml,
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HARZE A E . ER A TRIA RNA,
1.2.2 CIUAA M2 AE O 415 /) ] AT /)
B LA 28,10 %0 B % 5 5 A 19 40 £ . Hematox-
ylin-Eosin 4% (. OG5 T W EE 20 215 B ik 28
1.2.3 ML T1-27p28 % EBI3 T 4/ mRNA i’%iﬁ
W B2 7 2 /s B WAL 2R . ] Trizol iﬁ?‘ﬂ]%ﬁl & RNA,
fE 0 2 ml PCR R EPRMA 3 pg 5 RNA,oligo 54
1 ul,DEPC 7K #p 2 12 1l 70°CZE ¥ 5 min, vk E 3R,
B, 5 X RT FEwpi 4 1,10 mmol/L dNTPmix
2 ul JRNA BEHOGIF 1 ol 08 55 ot B 1 ol 50 &0,
12°CIRE 1 h,70°C 10 min 8 1 R, & BUA cDNA &
F—20°C i AE. /N IL-27 p28.EBI3 A1 Bl 3 % 14
(Rractin) & 5 51| 28 GenBank 3R 4% . | il 4 T A4
ARAERAE GG R D, PCR RELLL Bactin A
ZMW, FRHZEEYRE SYBR Greenl . £ 55 10 H Y B[R
11-27 p28,EBI3 L1 K practin #47 PCR §7 88, 20 ul
PCR W& Z:cDNA 1 pl, E F#5I & Q6 pl,
2 5 X RealMasterMix/ 20 X SYBR solution 10 pl. 25 &+
K 7 8 pl. sl F PCR & 1. 4£ ABI7500 %)t 5E & PCR
KA b BEATY I R EE S . 94°C 3 min,94C
30 s,60°C 30 5,72°C 60 5,35 PEHF g 72°C BUE
10 min, 4 18 FF J5 & 5 9 A6 4 a4 1 i 28, 65 ~
95°C B2 18 T ik » 7 A 4 fit £ 5 ) 2P #E 47 Bractin £ 0
FEymm., LRER 2K OERLSHE, R4E Com
parative Delta-delta Ct 3 AACt=VMC 2 (Ct H By &
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AACt H VMC 41 11-27 p28.EBI3 1t T X6f 1 24 3%
T A A5 A

Fx1 S5lMFF*E
Table 1 Primer sequences of mouse IL-27 and f-actin
A eIkl T/C
1.-27 p28  5'TCTGGTACAAGCTTCCTGGE' 60
5'GGACGTTAGCTTCTCACTTTS'
1L-27 EBI3 5'GAGGGTCCGGCTTGATGATS' 60
5'CACGGTGCCCTACATGCTAAS'
Bractin 5'CCAGCCTTCCTTCTTGGGTATS 60

5'TTGGCATAGAGGTCTTTACGGS

1.2.4 m¥ IL-27 /A SFEEN #Hilnai
B 5, I ELISA 60 VMC 28 B o 8 25 /N B i i
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B WUAE 7 [ 72 BE Y £F 4 38 4 5 6 JR B 4 4 b it —
Hh g 2R N VMO B o, % B8 2H & 1
o) S W OHALIE LR E M. LA 1.
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WA E Y VMC &bl A E 40 A 7,
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WA EBI3 Fl p28 H Y . F 5 i B0 S8 2 58 40 A = A
VTG b 0 B A% A0 L B SRR 0 M A L O 4
M4k, IL-27 5% & WSX-1/gpl30 (IL-27R) # ik F
22 Fh B e A ANl e Al M SR . T1-27 5 £ R4
Mo i 1L-27R 45 & 5, ol #0E R F M JAK/
STAT {55 % & 3 . &5 T2 /9 % 9\ 7 1§
=, BRI R & R, 0 HIV HCV %955 & /&
Perfr IL-27 P A WE A HUR FERERENTY . I
2T G5 VMC kA LKR . RILIRE.

AWFF &, VMC /B0 BLZE 20 TL-27 p28
mRNA G 1L-27 A FTA Y2 HME, BB
¢ B S B L AR TL-27 AT EEAE VMC AY &9 bl
FEMEM. FERFEAER T, PR3 M M DC %
itk 1L-27 mRNA #3558 i, 843 002 11, 40 i 5
g sh & E A EEH . TL-27 4il#% CD4™ T 41
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Figure 1 Changes of myocardial pathologic(HEX 400)
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Table 2 IL-27 mRNA and protein expressions xts
#H 5 g 11.-27 p28 mRNA 11-27 EBI3 mRNA 1L-27 &1/ (pg=ml )
XJ A EH
0 R 5 1.33:£0.31 1.2140.12 20. 21 46. 26
1 5 1,25+0.22 1.31+0.18 14.69+4.26
2 1 5 1.26+0.12 0.97+0.21 16.23+£5.72
RIS 5 1.24+0.32 1.2240.18 17. 34 +4. 67
4 & 5 1.324£0.18 1.2440.16 19.724£2.55
6 J 5 0.94+£0.22 1.16£0.25 22.1845.41
VMC 2
0 8 1.4340. 35 1.23+0.12 16.24=+5.25
1 7 13.2444.42"% 1.1540.21 96. 35+ 28. 20"
2 1 6 119, 55435, 24V 1.3540.32 109, 57454, 76"
3R 5 14,3543, 24"% 1.76+0.48 124,24 4+ 36. 56"
18 5 15, 48:H5, 4502 1.14+0.23 139, 81+67, 95"
6 1 1 6.18+1. 45" 0.98+0.22 130.34+£42. 46’

5% MR R S b . P<20. 05 5 A2 2 B HhEE .2 P<C0. 05,

Th17 2043 fh 58 5 04 0 2240 M (R 72 . FR AT
AR R BT 4 D 40 ffg &0 Thl, Th17 40 M A H
FRE A F TEN-y IL-17 & F o B e 2 /9 % i 41,
5 Thl B Thl7 4 Ml 5 VMC 4 % % it
U VMC W s iy 11-27 2 45 o 38 45
Thl K Th17 41 bsEsEmi 25 VMC /YK jm Hll
il AT T #E— 25 B ABESE . (A0 AT TL-27 W3 EBI3
B mRNA 7 VMC % i & R WL 8 3% £ 7. 21
VMC o 1L-27 A] 88 £ 25 3 p28 i 2 #0E T i {5
SHEBEAEEEM., BT VMC, St 8t [ B %ok
I» L4 (experimental autoimmune myocarditis,
EAM) 2.0 AL 0 B2 A . By B B &2 B ik
CHEMEREAIE 2™ E. AR HRGE. EAM /MR
B TL-27 7S L WUAR 47 72 B2 el % . B Bl 3 28 M 4
B F TNF-o. IL-6 1 IL-17 433 K F R AL, 1R
B IL-10 40 K-F 3 ), AR A REH
O AW ST L IL-27 B8 o 1 B/t R B
A i AR O WL S AE B H B AR RN
ARSIUEE T 1L-27 fE/D B VMO 0 JLER 41
R AN FHE—-FHER VMC 8 8 & % IE
il 8 TL-27 &5 VMC % it HAR P 0 H 2 H
A VMC o Thl, Th17 40 60 38 5 o0 1kl 1 B4
R A RE S HLE A DA LT R AT STAE S,
S % Lk
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