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Analysis of CD86 and CD69 expression on blood lymphocytes in inflammation-induced premature mice
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[Abstract] Objective To investigate the role of Toll-like receptor 4 (TLR4) in lipopolysaccharide (LPS)-induced preterm
delivery by analyzing the CD86 and CD69 expression in lymphocyte subgroups of mice. Methods LPS was administered
intraperitoneally to establish a mouse model of preterm delivery, with or without TLLR4 blockade. The incidences of preterm delivery and
fetal death were calculated in each group (LPS group, TLR4 blockade group, and control group). The percentages of blood CD45"
CD86" , CD3" CD69", CD19" CD69" and CD49b" CD69" subsets were measured by flow cytometry. Results The incidences of
preterm delivery and fetal death in LPS group were significantly higher than those in the control group (50.0% [8/16] ws 0[0/16];
11.0%1[9/827] vs 3.1%[5/163], P<C0.01 or 0. 05). The incidences of preterm delivery(6.3%[1/16]) and fetal death (3. 9%[6/
154]) in the TLR4 blockade group were significantly lower than those in the LPS group (P<C0. 01 or 0. 05). TLR4 blockade almost
completely abrogated LPS-induced increase of CD45" CD86%, CD3" CD69" and CD49b" CD69" cell proportions (P < 0. 01).
Conclusion Interaction between LPS and its receptor TLR4 triggers the mobilization of CD86" dendritic cells, which subsequently
activates blood T cells and NK cells and plays an important role in preterm delivery.
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Group CD45% CD86 ™ CD3" CD69" CD19" CD69 " CD49b " CD69
Control 9.640.5 7.640.4 6.040.3 10.0£0.5
LPS 24.7+2.0%~ 25.44+2.0% " 6.3+0.4 22.0+1.4%
Anti-TLR4 10. 040. 644 8.0+0.544 6.140.4 10. 140. 644

LPS: Lipopolysaccharide; TLR4: Toll-like receptor 4. * * P<C0. 01 ws control group; &4 P<C0. 01 vs LPS group
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Surgical treatment of rheumatic heart disease complicated with active fungal endocarditis: a case report

B RER L RER S R REE
5 TR R K R B M0 S RE, 1 200433

[XREER] OIERBER; EEMELHEER; SMEFAR
[FESZEE] R654.2 [xEktrERm] B

1 EER B, 5,42 %, F 20004 6 H 5 HE“IG
HMFZ N RA 20 RAERERR 2 AAARE., &k &
IR 37.5°C,IfilJE 110/76 mmHg(1 mmHg=0. 133 kPa), &
FER I 25 L 2 M T A 5 WU I 0 3 5 B O L 0 AR T
R BT TR BERERE A & 5 S R LB AE BTk . ABE 5 0 R 4R
7 R O U SR G J e O PO 58 L R T R R
CREDTEAR 0.9 em®) B BE PR 4 (IR B Ui 3 8. 8 mb)
TARRE M AT WA TE R (2 1.1 em X 0.5 cm) , AR
JE K AN & (B TR 12 mD) , 3 3 BRI 3% J3 56 J R 4 (W
WP 1 mD, B3 K (A B AR 183 ml, 47 5 AR 90
mD A LERH D BEIER . OB SRBRR., B B @R
Ay o N NN 3R = 520 IR & 7 N ol o B s
W, ABERANA &G IRIER 37.5~39°C , L1 RN IR
PPERETH, SRR A BAME, . AT 6. 22X 10° /L,
Tt RL 4 AR O. 758, 45 T SR e 200 mg B (1 R/ d) B B TE
BT LRSI, 1 S B A iR IR R R . BB ik T R
e, JAEBHTETE Y, S DU il BEME 250 me FHE (1 IR /12
W) ARSI YT 2 J % P AT E AR L BICHE 4 R AR SN IR AT
FAR, R W ACE G FEE MM, 2 6 cm X5 cm; Z R
il SR E AT L 1.3 em X 1. 0 em B AW I E R
N ZZ 0T IERATTI 1.0 emX 0.9 cm HAY  HEE
BN IC B 5 R AT AR E e (27 mm ATS 3 1 B
W)\ =R I (Devega %) | 22 by ML A8 3 BR M 420 B 45 3L
R, REEEWTEFRINETZ A ER R, REH TN
HBAIT (RS M 400 mg 19K /12 h #3185 e Ik sz
FEME 200 mg 1 /12 h K FFE23AY7 6 J&) L 0111 )™ %5 W i)
JEEhRRAR L . SR E K E BT A B, BV AR, R A
T B O IERE KR .

2 i iR O B R R O WA kA R

[KFBH] 2010-01-03 [(#EZHH] 2010-07-01

[MEEEN] FEBE. -+ R E. E-mail: tangylch265@163. com

[XEHS] 0258-879X(2010)09-0958-01

AT R P 22 51 TR AP P 20 O 5 1 9 I 9 3 L KT PN IR Y
el B0 T A A UBR A IR 05 4 1 Ak L 7 e SR A b 2 4k 8 1 3L
BRI /N SR 4 L Ay 40 BT A 366 MR €036 T A PFEY L A ) Y
il i 728 S IR A o PR G M 4 300 ) o P [ A1 22, BOfE
BE 2GR SRR T B S BT ERY, BT T
5 A XA o JUE R JBE 5 A8 2 7 T TR R 4, 75 15 L
WA RITTRE . % B H 2R AR b BUR & e i 2 T
R LN BN N SO S S I ) B T A URTE R R e
R F R T OCAT ML SR AR A, B R RGOy
X T EBEMEO N BRI SR E YIS TARIGIT
JEIRYT B TR . ARHT I BOR B LR USSR 25
TER DD RELR AP, TR Ao 0 2 A 5 M0 AT 15 45 4 B JUE 2% 2 BE
A A 0T Bl CELB O N B 58 SR OB R — R
JfE . oo ) RV T 9 A 2 4% 5 S5 N BHIR T 3 TR RUR AN AE
TN IR NIRRT ARG T . e IE, WRHA
J7 TR Lo PN S 58 305 Sy 303 JE 3, S 4 T AR ) D S (A
JEIUR | 22 10 5 2 R 0 3 2 ) Je o FE SR AR R L AR i R 0 4
Az i B ME— IR A 8 T S R A T AR R AR I ]
AR HUEESRAT TR TG HUECBR IR T 5 1 0t T AR ORI, 3 %
TR BE . O T R O A B A AR R RS L BB T R
i TR MOAE S R M AR — B, AR B T R 8 4
KT R 258 AR5 1 R B DIRIG T R EEa T 6 A
HORRAF . BEVIEAETO R I B0 N S %

[Z % X #]

(1] % B ARRSCARE SR, B 34 SO 5 RO E & O %
e B 981 70T o I BR B2 2006, 13:547-548.
[2] Gulbins H,Kilian E,Roth S, Uhlig A,Kreuzer E,Reichart B. Is there an
advantage in using homografts in patients with acute infective endocar-
ditis of the aortic valve[ J ]? J Heart Valve Dis,2002,11:492-497.
[(AX%IE\E] JAHE. 9 A

* 3l i AE # (Corresponding author). Tel: 021-81873431, E-mail: zhiyunx@ hotmail. com



