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[(WE] BH WENIEMEGIE(H,S) MR & 55 B, (CVB,) ITBUR O ILE (VMC) /N B L
PR 73 B BRI, 53 PR PE HLS 7E VMC &R HLB i BfE . ik MEE Balb/c /N R O IE s 12
CVB, &l VMC #7175 Rtk Balb/c /NERBENLAA 5 4 (B41 15 ) L IEH X RRZE VMC 20 ) et ik -y- 24
i ( CSE ) AN AT 396 10 i) 70 - P 2 H 2202 (PAG) AR | i il i T 1020 ( PAG 45 25 K A R T 4T, PAG IR
F AR T A PAG #4354 :20. 0.40.0.80. 0 mg « kg™',1 ¥/d, 35 6 IR, PAG 8 UK 45 245 0 i s e o
CVB, (EI; R TS PAG) . TFREMERM CVB, JE45 7 RAMSE/INEL . HIDEEWZEO LA S AR ER AR L T4
I O WL S H, S 5 8 5 FH Tl 928 W B9k D00 2 00 LA 419 CSE 37 1 B i ¥ D UL 2 1 T
(cTn 1) & ; RS S-SR A B K2 N 7 A LD LZE 20 CVB, mRNA K3k, &R VMC 410 IS CSE
e H,S SEI BT ER WA (P < 0.01) , LUHS Y . CVB,mRNA FIkK VKLY ¢Tn T
R DS TIEFX A (P < 0.01) ;PAG K A &7l i 3 A>T IRALONIHZUY CSE &M H, S & & B B A%
T VMC (P < 0.01) .0 WL 5 FLAR > . CVB,mRNA 35K B ML (9 oTn T & 891 8 5 T VMC 41
(P <0.01), &i& DALMY H,S BeIMH CVB, 7E.0 LN K,
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Effect of endogenous hydrogen sulfide on viral replication of myocardium in coxsackievirus B, induced viral
myocarditis of mice WANG Min, YANG Guan-ming. Department of Pediatrics ,the First Affiliated Hospital of Guan-
gxt Medical University, Nanning 530021, China

[ Abstract] Objective To observe the endogenous hydrogen sulfide( H,S) on viral replication of myocardium
in coxsackievirus B; (CVB;) induced viral myocarditis ( VMC) of mice,and to explore the endogenous H,S on patho-
genesis of VMC. Methods Male Balb / ¢ mice were inoculated intraperitoneally with CVB; to reconstrute an animal
model of myocarditis. Seventy-five male Balb / ¢ mice were randomly divided into five groups (n =15) ; normal con-
trol group, VMC group, D, L-prepargylycine [ PAG, an irreversible inhibitor of cystathionine-y-lyase (CSE) ] low-
dose, middle-dose and high-dose intervention groups, PAG was administered by subcutaneous injection (sc). The
mice were inoculated intraperitoneally with CVB, while sc PAG(the dosage of PAG in three intervention groups were
20.0,40.0,80. Omg - kg ™", respectivelly) each day one time for six times. All mice were sacrificed at seven days after
inoculated intraperitoneally with CVB,. The pathological changes of myocardial tissues were observed with light micro-
scope. The content of H,S was determined by spectrophotometry in myocardial tissue. The activity of CSE and content
of cardiac troponin | (¢Tn | )were determined by enzyme-linked immunosorbnent assay method in myocardial tissue
and serum, respectively. The expression of CVB;mRNA was detected by reverse transcription-ploymerase chaine reac-
tion in myocardial tissue. Results VMC group compared with normal control group:The activity of CSE and content
of H,S in myocardial tissues were significantly lower than those in normal control group(P < 0.01) ,the pathological

scores and expressive level of CVB;mRNA in myocardial tissues, the content of ¢Tn | in serum were significantly high-
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er than those in normal control group(P < 0.01).PAG three intervention groups compared with VMC group: The ac-
tivity of CSE and content of H,S in myocardial tissues were significantly lower than those in VMC group(P < 0.01),
the pathological scores and expressive level of CVB;mRNA in myocardial tissues,the content of ¢Tn [ in serum were

significantly higher than those in VMC group(P < 0.01). Conclusion The CVB; replication was inhibited by en-

dogenous H,S in myocardium.
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95 B MO LR (viral myocarditis, VMC) 1] Hi £
oo E SRR LA BT 280, 2 R JUL A0 228 4 DR S8 7 1)
JOT A 1 240 T2 10 DAy 3 B A A A e L 1 S RE PR
OERAG T TR LA S HEA O L 2L,
e H P AL, AR O WU SN2 VMC ik
MEZHLE 2 — P PR PE B AL & (hydrogen sul-
fide,H,S) BA R e o LAE I . TR H,S
5 VMC DN R R IR M ANTERE I, A
S A AT 527 B B, (coxsakievirus B, , CVB,) P
LA AR A FH e B8 Pk -y -2 i B ( cystathionine-y-
lyase , CSE ) A 1] 53 il 57 b P9 22k H 2402 ( D, L-prop-
argylglycine , PAG) T 1it, W2 N I M H,S 5.0 LN
CVB, Z il &R BRITH Y H,S 75 VMC & Wil
MR AE,
1 HESHE
1.1 FEEEGH A ER CVB,Nancy ﬁ%ﬁk:TCIDSO
1072 - LT TP ERF O R E S B U S
T = B, PAG O Sigma 23 ) P=dh (S
P7888-250) ; CSE FLLUILES 8 T ( cardiac tropo-
nin [ ,¢Tn [ ) ELISA &K & 0 35 [ R&D Sys-
tems Inc. %] 77 s (81 B W 55 4 H 4 Olympus 2
F) 77 it Trizol 12077 &% (RNA $2HUKAH &) 2[5 In-
vitrogen 2y F] 72 fift; Taqg DNA R4 . Revert AidTM
First Strand ¢cDNA Synthesis A& (W R &)
R 51 P %5E Fermentas 23 F] 7= i ; ANTPs Sy g AE T A
) TARAT BN 5] 7= s PTC-220 8 PCR {Ch 35 M)
Research 2 5] 72 il ; Gel Doc-2000 5 % e 1A% 43 #r
X K iMark AR A 55 [ Bio Rad 723 &) 7= & ; BUV-
20200 A3 EOEEE T R [E Perkin Elmer 2387
L2 SIS CVB, 5191551 K% B-WLEh & H (B-
actin) 5195 91 # SCER™ ; By 51 Wy e g A TR
Y TRARAFSM, CVB, & B-actin HRAF BRG]
W) B i 53 -5 Tl B S V7 (reverse transcription-pol-
ymerase chain reaction, RT-PCR) ¥ 34 p=4) /i B¢ K &
(FIHEI)) WK1,

Cystathionine-y-lyase;

Hydrogen sulfide;  Viral

%1 CVB, X B-actin £ 8 5] 4 X RT-PCR

T Rk E
SMATR  BIEEI(53) ﬁﬁgﬁ,}%

3514 . CGGTACCTTTGTGCGCCTGT
CVB; 314
TS 14 : CAGGCCGCCAACGCAGCC

514 : GTCACCCACACTGTGCCCATCT
B-actin 542
TUE51%) . ACAGAGTACGCGCTCAGGAG

1.3 Bl R imisa il 4 ~6 JiE Balb/c MEVE
N (n=75) KT (19.5 +0.45) g, S2¥ sh¥ A 77
VFAJIES R SCXK FE 20030003, ™ 74 BE R} A2 5
s bR, REML AL S A, B 15 B
CVB, B NE AN MEM Eagle” s U8 i 1 51 (in-
traperitoneal injection,ip) M PAG FZ T /4 (subcuta-
neous injection , sc ) K FHEFZSF 0. 1 ml APl A 5 .
IEFR FRAL TS (se) A HEER/K 0.1 ml, 1 R/d, 3t 6
W E S (se) A= BRER K I [A] B 3 5t (ip ) MEM
Eagle’ s # 0. 1 ml, VMC 41 VMC /) EUE R ] 2
20k M R TCID,, M 1072+ L' CVB,
B0, 1 ml, [RIRHES (so) A2 BEERIK 0. 1 ml, US4
RVESF (se) ZEFEERK 0.1 ml, 1 ¥k/d, 36 K., PAG
% o AT IR CVB, 8RR [R] VMC 4,
PAG TEAIK b 750 41 14 351 62 4393 ok 20..0,40.0
80.0 mg - kg ™', 14T (s¢) PAG,1 ¥K/d, 3 6 1K ; PAG
(AT IR 45 25 0 1 s 32 A VB, A ] s 7 B (se)
PAG, TERERMYEET K, G L 244 40. 0 mg -
kg ST (ip) , BRI /N 5 IR BRR A, 95 100 ¥
FYIF M f AL OB JBCHR 0o I FH I TR A 3 7K sl B
AL EN, —HOENH40.0 ¢ - L' ZEH
VAR He v A A 4 m SESRY) B
FLHE Jeta; — 350 HITHRIBUE RNA; —#8 0 5528
BERRER 22 vPyR I 1K 100.0 ¢ - L™ (9503l T A4k
FEPRINE

1.4 CHUHZUREEA R HIB 68 N AR
AL S B R AR | 9252 SCik™ ik TR LA
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SURIAR S, BVRE TR BEALER 5 g iy, 11
SRR LT Hh AR IR K 1B 5 A0 B S0 L
LR Z L, s SRR S FI W bR o . T AR T
0;<25% it 1 4r; <50% it 2 45 <75% it 3 45
>75% 11 4 43,
1.5 DHLHZU H,S & CSE 1M M M ¢Tn 1
TRWE  BUO NS e e I H,S
B U LA 2350 0% K i 375 F 6 G 738 P A 325 000
CSE WM LM T T 2 f (450 i1 55 & 15 )
THEAE) .
1.6 RT-PCR ¥ 3/ ¥OE B E R Trizol i
FIFEICEL RNA 4397 FH 58 143 6 6 BE A 1. 0% Bt
EHEE A FL PRGN RNA (14 400 3 A S 4 1 | B A
O WL L RNA 3 g Wil % SRR, cDNA 25 1
G e BEG  SRR SRR IR R E 1T, PCR R
I 45297 C AR YE 5 min, 94 °C78E 30 5,61 °CiE
k30 s,72 CHEAP 45 s, 3L 28 DMEIF, 5 72 CHE
15 min, PCR ¥ 38/ W) #E47 2% (i 5340 Bk

ISR SIS
W7 aY
; BiNegs e S AR

AN ISR e AN

EEDRANSN, £ Lag el

L ':‘:5\4: :2’”‘;5‘:@,3:,{* —

RS SN 1 (G0, St
[ 4,j4¢:,!,

%ﬁ%%;\ '

T ZE RT-PCR 434 7 4 v VKT 11 34 6 %85 B4
S3HILL CVB, 5141/ RT-PCR ¥ 34 P2 L Ik 5 B-
actin 591 RT-PCR 3" 34 =4 da ks (17 Y 2% i
{H A HE M CVBymRNA kK E R S4L,
1.7 Seiteeinik S B A £ brifE 2 (x =
s) R, Z 20 AR LL AR Y 5 22 4 ek ey, 240880 1)
PR LUK ) g K3, A G 43 A R B4 01 U9 Fn A
KT, P <0.05 NERHRITHEX,

2 #R

2.1 DLHZURE P AR AR ZE L IE N IR /N
RO WLAT T 2S5 15, LT 4 e S0 B, B i mg i vk
ety MR SR LEF 2 HES 2 55, 18] 5 TG 98 i 40 fifd
(E1@), #F CVB, B9/ B0 L40 AR P | IR 5E
FIRR AR O WUEF SR 28, R A M iR | 2 S Ry
1 VMC 22 (B 1®) o PAG ik i il 3 AT
WA OCMALYREREME(F10.@.©), /i

A i T VMC 4H (P <0.01), I3 3, 7F PAG
& P Em R 3 AT IO L SUR FE R A i AR 4k
B KR(r=0.6

K1 ANRRHLALRERE (HE 34, x400)

2.2 DAL H,S &A1 CSE iG AR B Ol

VMC 2 I AR T IE 5 X B4 (P <0.01) ; PAG &5
T4 BART VMC 44 (P <0.01) ,PAG Fh#|
T AR T PAG IG5 & T 14 (P <0.01) ,PAG
FR T A W AR T PAG R T4 (P <
0.01),UW.32, 7£ PAG K &5l 3 > T i,
D HLEZU H,S F i M CSE iGN AL S PAG 1Y
FlEEEMCR (r 4398 -0.878, -0.730,P <

0.01),
k2 AACHAL H,S £ ERK CSE EHEHENEI(x£s)
, " H,S CSE
4 5 e (umol + g7 (U-g™h)
IEH TR 15 87.354 £9. 045 73.505 +7. 198
VMC 41 15 65.898 £9.960%  51.024 +10.882%
VMC +PAG fIFIEAL 15 51.570 £6.397%  38.992 +6.834%
VMC +PAG #5415 35.848 £6.990%% 26,404 £10. 8042*
VMC +PAG il 15 22,249 +3.9282%* 17,933 +6,497°%*
F - 169. 49 95. 003
P - <0.01 <0.01

W S IER XA LA, ¥ P <0.01; 5 VMC 4 IL#, 2P <0.01; 5
VMC + PAG R 2 [ 42, * P <0. 01 ;5 VMC + PAG W3 40 b,
*p<0.01

2.3 DAL CVB,mRNA 35 /K PRI ¢Tn |
T VMC 418 FAE s X IRZL (P <0.01) ,1E
O ML TC CVBymRNA 3835 ; PAG IR &t T 12 B
BT VMC 4 (P <0.01) ; PAG W5l T T4 i i
T PAG IR T HI4H (P <0.01) ,PAG &7l & T
TZH B & T PAG h R T I (P <0.01), L%
3, fE PAG R b &Rl & 3 AT g, oW
CVB,mRNA ik KA S T [ F AL
PAG By 2B BOCHR (r 70510 :0. 845 0. 952, P
<0.01), RT-PCR £illl.C> ILZH 4! CVB;mRNA 3Rk
T2,

2.4 MMM VMC /MO HLAIZ CSE iWEHE S
DA Z H,S 2B IEAMH(r =0.966, P <
0.01) ;AL S H,S & &2 5.0 L4141 CVB;mRNA
FIRIKFEH B AAHIE (r= -0.960,P <0.01) ;.0
WIZHZ CVB;mRNA 3k 7K - 5.0 UL 2155 FEAL 4y
JIE T T & a8 B IEASE (r 43990 4 :0. 903
0.942,P <0.01) ., Z5R4ER, DL H,S &k
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B0 0 WL 2 CSE 3 M 3 D47 5 .0 UL 41 41
CVB,mRNA F AT 5.0 LALSL H,S 7
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A 565 D WAL SO BEAR 43 B M3 T T &5 1 35 0
5.4 CVB,mRNA F 3k KEHE A %

£3 HEUSNALHER S CVB;mRNA KL AKF K& cTn [ & EHELHFIL(x£5)

i %% S RSy mRNA 23k B9F 3565 B LU AE ( CVB, /B-actin) ¢l (pg-g")
ISP o piies | 15 0 0 25.276 +5. 920
VMC £ 15 1. 640 +0. 387* 0.248 0. 074* 32.822 +4. 424
VMC + PAG {I&5 241 15 2.000 +0. 2834 0.377 £0. 1072 44.266 +4. 8922
VMC + PAG miil &4 15 2.347 £0.3162* 0.534 +0. 069 2" 64.370 £5. 609 4%
VMC + PAG @l a4l 15 2.733 +0. 4194%* 0. 690 +0. 0704#* 82.873 +7.0964%*
F - 26. 070 83. 301 260. 292
P - <0.01 <0.01 <0.01
TE: HIER X HRALIEL, * P <0.01; 5 VMC 44, 4 P <0. 01555 VMC + PAG IR L4, *P <0. 01; 5 VMC + PAG 5l it 4 1L, * P <

0.01

AB CDE F

B -actin(542 bp)
CVB,(314 bp)

A : Marker (1 JFE ¥ 3 TR AKX A4 : 100 bp,200 bp,300 bp,400 bp,
500 bp,600 bp) ;B IEH XHHELL; C. VMC 41; D VMC + PAG &5 &
215 E: VMC + PAG H5 &84 ;F: VMC + PAG &l &4

K2 RT-PCR #: il CVB,mRNA % 3£ ¥ ik K

R

3.1 CVB, 5.0 LA 240 MR L i) Aol 5% 25 - B 75
Z MK ( coxsackie-adenovirus receptor, CAR) J 325 fil
[ F ( decay-accelerating factor, DAF) 45 & #E AL
JUUZH 240 Jf P 2547 52 ], 4 0 0 L2 2L 4
J' o IZHSY CVB,mRNA 2 3K 7K P 1 125 a4 7]
WL CVB, ZHl R 280 i
TEH T T s d8ho O U 240 M43 0 1) 5 Sk
AR, SLREE IR, PAG T CVB, JIFE VMC
/INEUJE, O WL4L 20 CVBymRNA % 35 7K 57 3 Jin,
CVB;mRNA Rk K-35 fin WLCo LZH S5 A8 B2 B2 il
HH eTn T SEEGM, KB PAG .0 LZH A 40l
Pt 5 IHAR i CVB, FE0 LS4 A P 214 G
3.2 NIEME H,S 2R R ARG S 1,
HA ZMAYEE, OIS RGN, H,S OB CSE
el LB R A . PAG J2& CSE AN 33 4 ]

ROl SIS 45 R R PAG T CVB, TS VMC
NG, DL L CSE T P A%, CSE 1 14 R I )
DU E H,S i FEAIG, H,S & & AL L 241
CVB;mRNA E A K340, £ W] PAG {2 CVB,
FEC L2240 L P 52 ) -5 LA il LA 4 CSE
PE O L IEYE H,S A s DA K

CVB, 760> WU 2141 A P 52 4 030 1k 40 i
AME 5 JE T P4 ( extracellularsignal-regulated kinase
ERK) i 258 i . H,S REM I ERK 36 H" A
SEEREE AR DL IR M H,S BEMN ] CVB, 7E.0
LN A il

£ 3Lk
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[(BE] B B850 W EEPE e pyogenic liver abscess, PLA) FJHJEME PLA 11l REFIE 225, M
I RISIR IR PLA $RAMRAE, ik BIBPES TR BE 2001-07 ~2010-06 YA HY 61 ] PLA I R BERE, AR 4
F R AT BRI 36 ], ARUEPEL 25 1, 5 Lb e AT AL I IR ek, R BRI PLA 245 04 IR, 1
JEE PLA 28RBS, 2R ASH#E L (P <0.05) ; 28/ K 48T 5 (CRP F i F2AA e fith
TERRIR PR = FRRIR ML MBI s AKP FH s RIS BRI AE IR TR PR 2 & FRRiR A, 2 R A Gt B X
(P<0.05), FRIRMEZ 3537 B M2 T IR IE 2, Bels 1 28 5 35 17 TG B BE 3% BH MR v AR s 2, AR
R BA R R P S TR, A B L R A SR E L (P <0.05) . it SHIEME
PLA FH L, B PLA 00 R LUl e, R 2 R 98/ 8 30 A iHE0M CRP THs W s, 2 9 3008 | I b
FEERE R, FEEURE ML E MG,
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Clinical comparison between biliary and cryptogenic origin pyogenic liver abscesses LONG Di,BI Yong-hao,
HUANG Heng-yi, et al. Department of General Surgery, the Second Pepole’ s Hospital of Qinzhou City, Guangxi
535000, China
[ Abstract] Objective To analyze the clinical features of biliary origin pyogenic liver abscesses( PLA) and
cryptogenic origin PLA | and provide the evidence for diagnosis and treatment in cryptogenic origin PLA. Methods
Clinical data of 61 cases with pyogenic liver abscesses from July 2001 to June 2010 were reviewed retrospectively. Ac-
cording to aetiology, all cases were divided into the biliary group (n =25) and cryptogenic group (n =36). Results
Cryptogenic group had a higher frequency of underlying diabetes, and biliary group had a higher frequency of under-
lying bile duct stones, there was significant difference between two groups( P <0. 05) ; Fever/chill, white blood cell
increased , CRP increased and single abscess were more often presented in the cryptogenic group than in the biliary
group, abdominal pain,jaundice, AKP increased and multiple abscesses were more often presented in the biliary group
than in the cryptogenic group,there were significant difference (P <0.05) ;There was a higher fequency of positive
blood cultures in the cryptogenic group than in the biliary group,K. pneumoniae were more frequently isolated in the
cryptogenic group, E. coli were more frequently isolated in the biliary group, there were significant difference (P <
0.05). Conclusion Compared to those patients with PLA of biliary origin, patients with PLA of cryptogenic origin

had a higher frequency of underlying diabetes, fever/chill,white blood cell increased, CRP increased and single ab-



