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Primary study on the mechanism of intralesional therapy for hemangioma

with glucocorticoid
LIU Qian , et al
(Department of General Surgery, Children’ s Hospital , Chongqing Medical University)

[ Abstract] Objective : To study the mechanism of intralesional therapy for hemangioma with glucocorticoid. Methods : Apoptosis versus
proliferation of vascular endothelial cells (VEC) in 22 specimens from 3 groups of infantile hemangioma (group 1 6 involuting cases
after intralesional therapy;group 2: 6 proliferative cases after intralesional rherapy;group 310 proliferarive cases, never been treat-
ed),and 5 normal skin tissues were analyzed, using the TUNEL assay to detect apoptotic cells and the proliferating cell nuclear antigen
(PCNA) 10 detect dividing cells. In morphologic observation, light microscope was used for all of the specimens and transmissional
electron microscope was used for one involuting case after treatment. Resu{ts : No sign of inflammation or necrosis was found in mor-
phologic obsevertion in all of the cases. Apoptosis was high in 6 hemangiomas in involuting phase after treatment, and was much lower
in other groups of hemangiomas and normal skin tissue. While the proliferation of VEC showed a totally reverse tendency.compared
with apoptosis. Conclusion : Glucocorticoid may promote the involution of hemangioma by inducing the apoptosis and down regulating
the proliferation of VEC.

[Key words]) Glucocorticoid ; Hemangioma; Vascular endothelial cell; Proliferation ; Apoptosis

MBER/NIURFE LHME, AR HChRE, 1 #HREHEE
Ve B2 BB 1A T R BE A 000 ) L B9 A <, (R
HBELETRBMERREMHAONAEES 11 #Lds

%o HIBSTHLE BRI A+ EH, A S st
22 Bl E AR A K 5 BIIE % KRR A #E17 08
TR T K A I LA R 2R T8 5 2 42, 91 2 3R it
B B BB RYT MR L,

EHNE:x #H1971—- ), B, 8+, L ENF,
IRMAS O ETRBEABAGAFR,

WF AR UIERATE 4 B bR A 22 ] R IE W BRRARA S
BlCBILEERIITE 4 A ~2 %), s HANF KB 4H 10 #1,
AR ARIRZ AR T H AL T RS AR 1697 2504 6 B,
ARTHE R R R E AT 2 —4 IR BIRE SR ET 12657
TS 6 B, R AIRE R B R ESHAIT 2~ 4 W (R A {4k
BLI R IERXTIRA 5 61, FWF AR ATIBUE H 240 LB k.
1.2 &K A

AT RN E(ERE AT BRITA PCNA


http://www.cqvip.com

D000 http://iwww.cqvip.com|

BEERKX¥IR 2003 £ 28 %% 2 ¥ (Journal of Chongqing Medical University 2003. Vol. 28 No.2) — 199 —

BRI EMEF EDEARF LA ); SPRAF & LK
FILEPHARRRAFD.
1.3 ZE®BFk
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1.3.2 #EHBETRMBEWNE HHUELHERUIGBRKAE %
1 B R A LR VI AL/, 2. 5% % &
RE LI ATE RS MY A MY A, He00 BUE S e F
BREEWE EH.
1.3.3 WECHRENRR RAKRHESEE TR
B R R KR dUTP B O RKEFHRICE (TdT — mediat-
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EH1~3),
2.2 #HHETFIHMBEAE

WZ VEC 2MAMRAT ST 6T ELS
RTEET AW, Ao EaSE, 4K
wegs , W BRI K SE, K W8 B VEC 3R 3E
AEZ (WL 4),
2.3 BERBENEE VECHAR AT H

BT B S O AH R IEH B RKH Z 18] VEC

AT AHEEY, RIGITHSBIT BAE OE# R
#HE VECRT-FEEEEN,; F40 VEC HIEH
BEEENGE1,B5~8),

B1 N DESALS(HE < 100)

2 AT R AN E AR (HE < 400)

B3 AT ANnEEER(HE <400)

4 SETRFENEE PR T A VECX 6000


http://www.cqvip.com

D000 http://iwww.cqvip.com|

— 200 — EXERAFSH 2003 £ 28 ¥ 2 #3(Journal of Chongqging Medical University 2003. Vol. 28 No. 2}

*1 A VECHET#EYME PCNARMREEY(z+:%)

4 H TUNEL PCNA
FiGIrdA 19.10+2.77 59.70 +4.81
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WBITERAH  23.00+3.90 44.83+4.17
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