rh M AR MR YT AR
Chin J Cancer Biother, Dec. 2010, Vol.

http: //www. biother. org
17, No. 6 © 657 -

DOI: 10.3872/j. issn. 1007-385X. 2010. 06. 014

HERZEEE R MAE B MK B 3 20 R SR AR AL

) 5K, KRE W, R4
4223002 )

JINRAME, R R VR E, EOBE( RN EFRMBELTH ARER ks, 2ih &

[ Z=E] H E’] WF5T B B 2 H( astragalus polysaccharide , APS VT 2 BEAT I ILE( acute myeloid leukemia, AML VR H AR
JRER ZER A plasmacytoid dendritic cell,pDC BRI . 75 : AR 22 i 45 — AR EE B 2009 4F 10 7 % 2010 4 2
23 m AML B35 HME i A4 400, R R 43k pDC. APS $i# pDC 5 d Ji& , JX ARG pDC F 1 SEEEIEE pDC K
A LH L pDC YRS s A [E R MR EE APS(0.,50.100.200 wg/ml )ALHE 24 h J& , ELISA #:3 pDC L& 5 [FN-o

TNF-o F1TL-6 (KT, S5 S : e RAaHid B4 5 o, APS A fli pDC (2 £ A5 K, R E B HHE, APS {2k
pDC LRI, f# CD11c.CD80.CD86 FHYEZR I W #25 , Hr 52 APS VR FEEMRAFIE( P <0.05 ). APS ¥ A ik BE 4R f114 Hhu I 1A
pDC 43 TFN-o ‘TNF-o 1 IL-6( P <0.05 ). Z5 18 : APS B3 AML F3% pDC (3RS, IR HEH A LA AL

[ iR ] SN S EBEANM P I ; 2% AN REA 2 IR 40 ; S pe ity T

[ FES%S ] R733.7; R730.3 [ XEktRERG] A [ XEHS ] 1007-385X( 2010 )06-0657-04

Astragalus polysaccharide promotes maturation of plasmacytoid dendritic cells of
patients with acute myeloid leukemia
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Jiangsu, China )

[ Abstract ]
cells ( pDCs ) from acute myeloid leukemia ( AML ) patients. Methods: Twenty-three AML patients from Second People’ s

Objective: To explore the effect of astragalus polysaccharide ( APS ) on maturation of plasmacytoid dendritic

Hospital of Huai’ an City ( Oct. 2009 to Feb. 2010 ) were used in this study. Peripheral mononuclear cells were obtained
and were sorted by flow cytometry. pDCs were then stimulated with APS for 5 days; their phenotypes were analyzed by flow
cytometry , morphology was observed under light microscope, and ultrastructure was observed under scanning electron micro-
scope. pDCs were treated with different concentrations of APS (0, 50, 100, 200 pg/ml ) for 24 h, and IFN-o., TNF-o and
IL-6 levels in pDC supernatants were examined by ELISA. Results: Light microscope and scanning electron microscope re-
sults showed that APS-treated pDCs displayed mature morphology with more and longer dendritic spines. APS promoted dif-
ferentiation and maturation of pDC by increasing the positive rates of CD11¢, CD80 and CD86 in a dose-dependent manner
(P <0.05). APS also dose-dependently up-regulated IFN-o, TNF-o, and IL-6 secretion in pDCs ( P <0.05 ). Conclu-
sion: APS can enhance the function of pDCs of AML patients, and promote their differentiation and maturation.
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Fig.1 Morphology of pDC after APS
treatment under light microscope ( x1 000 )

A: Before APS treatment; B: 5 d pDC without APS
treatment; C: APS treatment for 5 d
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Fig. 2 Scanning electron microscope showing morphology

of pDC before ( A ) and after ( B ) APS treatment( x7 650 )

£1 AEREIRE APS £ I2J5 pDC 4H_EFH IFN-a.
IL-6 71 TNF-o FIRIE( n =23, x +5,p,/pg - ml ™" )
Tab.1 IFN-a, IL-6 and TNF-« levels in pDC
supernatants before and after treatments with different

concentrations of APS ( n=23,x +5,p,/pg * ml™" )

APS

gl Ve 1L-6 TNF-a
0 432.3+78.2  87.8+17.5  166.4+28.3
50 506.4+93.6° 143.4+32.7° 188.3%30.7"
100 617.5+105.8" 164.7 +40.1° 214.7 £35.9"
200 706.5 +127.8"°219.3 +51.3° " 246.3 +45.6"

"P<0.05, ""P<0.01 vs 0 pg/ml APS group

2.3 REREKE APS #3225 pDC 4 £ A

TSR 25 5 B A APS dH $5%5 Rk
B APS 4 pDC 42 CD11c.CD80.CD86 %3k
PER B B IIN, BORFERBE APS AR IR A % 2 5
(P<0.05),JF 2B £ 2 ),

*2 ARERERE APS 45 pDC HRE
Tab. 2 Phenotypes of pDC after treatments with

different concentrations of APS( x 5, % )

APS

oo/ gl ) CDIle CD8O CD86
0 33.9+11.4  34.7+13.8 42.6+15.3
50 44.3£15.8°  49.1+17.8" 50.1+19.4"
100 55.4+17.5°  56.2+20.5° 59.7+21.7"
200 67.3+22.4"" 64.8+22.5°" 69.7+24.2""

"P<0.05,""P<0.01 vs 0 wg/ml APS group
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