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AEBFHOR, NELBEAEELAE, GR, BEFAMBECDllc & CDM4 G RFEHEFHTER
WE (P<0.05); LPS T/ &4 AM B £ CDllc 49k ikt— P e (P<0.05); ZBETHRE LA AM
B E CDIlc 80it A fis (P<0.05), REFAMBETEABAFREFTHEAHENRS (P<0.05);
IPSA2E 5 AM B E R BEKPEAEH (P<0.05); L1 THr 4l LPS #& & AM Ja X5 B 5K -F a4t
TR (P<0.05), . SEBEHHRLEF AMBEEHE B CFA & THE CDLLc 692k, &R
L TFREEBHIBANEFFRERETRAEFTHHER,
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Effect of Angelica sinensis Injection on CD1lc and CD14 Expression in Alveolar Macrﬁphage Membrane of
Chronic Bronchitis Patients Peng Ze, Zhang Zhenxiang, Xu Yongjian, et al Department of Pulmonary
Diseases, Tongji Hospital of Tongji Medical University, Wuhan ( 430030 )

Objective: To explore the effect of Angelica sinensis mjection { ASI) in CD11c and CI)14 expression in
alveclar macrophage { AM)} membrane of chronic bronchitis patients. Methods: AM from 10 chronic bronchitis
patients (remmig?,inn stage) and 10 healthy subjects was obtained by bronchoalveolar lavage. After had cultured
for 24 hours with ASI or/and lipopolysaccharide {LPS), CD1ilc and CD14 expression and intracellular celcium
CDl11lec and CD14 expression levels of
patients’ AM membrane {n = 10) were (39.17 * 5. 56)}% and (35.73 + 8.05)% respectively, which were
significantly higher than those of the control (n=10, {16.29 % 3,.78)% and (15.26 £5.96)%), P<0.05.
LPS could increase the elevation of CD11c expression of patients [ (47.25+7.00)%, P<0. 05), while ASI
cc:-uid reduce the mcrement (LPS Plus ASI group (27. 61+8.64}%, P<0. 05). The basic calcium level of
AM cytuplasma of patients was (189. 47 £23. 69) nmol/L (n=7), which was higher than that of healthy
control (99. 65*32. 21) nmol/L (n=6), P<0.05. The intracellular calcium ion elevatmn in AM of patients
could be induced by LPS, and ASI could.inhibit the elevation. The calcium level in LPS group was (288, 47 %
43. 68) nmol/L, in ASI Plus LPS group, {236. 68 £ 28. 60) nmol/L, P<0.05. Conclusions: ASI could
reduce the CD11c expression in. AM of chronic bronchitis patients by inhibiting LP3 induced intracellular calcium

ion concentration in AM were analyzed by flow cytometry. Results:.

ion elevation in AM, suggesting that ASI may inhibit non-specific inflammation of respiratory tract.

Key words Angelica sinensis injection, macrophage, CD11l¢, CD14, calcium
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1.1 RfLESE 10FRXEENBEEZRESE
RIESERAE, Bk RIGThEER E#L, &S 1979 &
EEBUEIXSERIERS L SWSHIEE, B 76,
3B, F51~70F, FH (62.13+£2.77) ¥,
HIEIOF] LB ERAFEERTE, Bedl, &
4, Fit45~66%, T (60.09+8.92) ¥, ¥
SUE i R R W SR B T R A R E

1.2 EZAR RS PEHBEHESAA CD1Lc
M FITC BN BRI A CD4 B EEBHENYEE
Pharmingen 7> 8} 7= : Fura-2/AM 1§ B T E E 2 &l
FRELSP R 25% 24 5 B # 40 E Rk 2
EERERFE; LPS. EGTAF4NBOE[ E
Sigma 7> ¥ = f; Triton X-100 1 HEPES 4> %1 %
SERVA A & Merck A A P2 & Olpmpus BF P30 ¥
SEHHENHEEHF™; Becton Dickinson FACS
Calibur % 2 [E Becton Dickinson 2> 8] 7£; RF-5000 &
P4 FEFE T & H & Shimadezn 24 7] 72,

2 Hik

2.1 ZXREMNEEERREEYLE RHX
R IR HE A KB R T R B AR AT

2.2 AMmIEE{E R Iwamoto B FkilksfT,
AL 1640 BEF A B AMKHE T 1 % 10%/ml,
FIEREB%LE,

2.3 AMFEL CDllc #1 CD14 By B B3R
A AM & 1ml B0 24 FLEFRH, KKK
ZHXRAL. LPSF. Hi=3hn LPS £, Frim LPS %
lpg/fl, BHPH B E X G 500ue, B

| Fura-2/AM (¥ K & 5umol/L),
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b, HIA¥EES AM 84k 6.5h A I LPS, 37C,
5% ik B R FNIE BT 3R 24h FSERE, 12001/
min &.(> 5min, & L&, W 1640 B 3% X 8 4y
HEE 2 1X10°%/ml. 70 B BUZ 40 8B 100pl, o
A PE #7iC CD11c # FITC #i8# CD14 2 54t ik
Fr 20pd, ACHFH 30min, FI PBS SmksE 2 RELL 1%
ZREPREE, ZEHRAMRMY RN, SHEENE 1
X 10% ~4H .

24 AMBEEBRBEEAXKFHNE Z2H
Grynkiewicz FV I F ik, ¥ L AFAB 7 HlE TSR
EM 6 BIERTEBECAILE AM, BRF S
2mmol/I. MR . 10mmol/L HEPES fi 0.1 % 4 Ift /&
HEO/ 1640 EHFEF, HREEHN AM R 0.5%
10°/ml X 4ml, 3% 3 &, 37C T S5min /5 I A
JNCHEBRESE
45min, A& 0.1% £ MEF 3 FE QA # D-Hanks ¥ %
AM 3R, AESEEK (pH7.4) 37CEREH s5min 5
BRI OEE T (B &R MK 340nm F 380nm, £
B i< 500nm) I ERRFES, FREIdRHTF
LIRERIEH 3 8 AM AT A Kk 4 LPS; ¥
LH5 0 LPS; A ML I3 LPS, E &L,
LPS, M IHB &% K 2 5 % lmmol/L. 10pg/ml.
125pg/ml, HXY4H5%ET LPS 5 AM B4k 10min.

2.5 Hit¥43E  CDllc # CD14 ¥ i B #
ﬁilﬂﬁﬁf}{ﬁﬁﬁﬁm'—ﬁﬁﬁﬁbﬂﬁﬁ% Macintosh
Power PC, 1 H# 48 Cell Quest; AM B 3% 9 5 5%
KM EBH AR HN: (Ca?") i=Kd (F-Fmin) /
(Fmax-F)o HP Kdh Ca2 " E4 % (224nmol/L),
FAFEAPWRIEE A{H, Fmin #l Fmax 2 3% AM
B Ca® " MR/ DB ABRAME, TBHERLE
K ¢ i,

g 8

1 9% LPS {2 #F i B W40 B #k CD11c
CDI4 WIfEF WFE 1, TSR LPS, % H
AMEE CD11c #1 CD14 FAWEARHHEERTFE
WX HRE(P<0.05); &K AM il A LPS T8
HCD11cHy#E—26 FB (P <0.05), HICD14§ =

® 1 L3 LPS AR E A MEL CDIIcf CDIA IBW (%, 7+5)

515 EFAHEE(n=10) B E(n=10)
CD11c CD14 CD11c CD14
SHA R 16.20+3.78 15.26 * 5,96 39.17 +5.56* 35.73 £ 8.05%
LPS 24,34 +6.33* 19.30+9,54 47.25+ 7,00~ 38.911 8.744
Y540 LPS 19,77 £4.02 13.99 £7.40 27.61 L8, 64" 24 26.60 £ 12.54%4

B SZOMEHEE, * P<0.05; 5 LPSHLE, 2 P<0.05; S EX M EFETH L, “P<0.05
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AT B EH, T2 BME LPS 3185 EF AM
RR b CDllc HIEMH[MIEA (P<0.05). .

2 M BXT LPS {82 B v 40 i BE 5% e w8 -
BHER RFE 2. B3KFEF AM K PR K T8
EREEEBHER (P<0.05); LPS af{E# 4
HAMBRERBSKEA® (P<0.05), M2 EN
alHEiE LPS X AM W HEER (P>0.05); 7EZH A

PR A TR, LPS (Al (R K BFESES KT
(P<0.05),
¥ 2 L% LPS R i B 0 A R R
ARAEH (nmol/L,T *s)

9 5 IEKFRE(n=6) BEE(n=T)
ERMHEE 99.65 + 32.21° 189.47 £ 23,604
LPS 141.15+20.96* = 235.53+30.30" ~4
: Rl 262.25+38.84* %  228.21+27.36" 2
E S LPS 265.54 + 22.72* 288.47 + 43.68*
FieEmEIHinLPS 227.85+43.64" 236.68 £ 28.60"

. HEREELE,* P<0.05:; 5 E LT LPSH K, 2P
0.05; 5EWHMERMEE LE, *P<0.05
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F.E AM P ERRETHRHERTE, 258K
SEREMEE KB |
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CD18 f8t, CD14 7EiZ #0175 F 34K

EEZHARmERARE T IBYS, ELE
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LPS 5 AM E  CD11¢/CD18 B CD14 # &7 8
Bt G EH 9 5P B 5 3% 5B C(phospholipase
C, PLC)Y™™", FET 4 1k 73 % 48 e HR i 47 9 IR UL B O 3K
75T O BB C(protein kinase C, PKC) M1 A B E F
B T BE H il (diacylglycerol, DAG) T Ul 8 — &% &%
{ Incitol triphnsphate IP3). BfE MM S e A%,
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B LA DAG thRIfE A A BB iE PKC, &, LPS &
A E AM #) TE B H 8 ¥ B (protein tyrosine
kinase, PTK), EP HF PTK M R P53/56lyn 5
CD14 HIAE XY, Tit PKC f/: PTK M HIE B
RUBHEBEEVE R AMBEESWES RS
Fe A RS B W T 5 | 2 R 2 0 T A5 8 I s JR S
B 1% M A L 4 0 T B9 FF BRI O IR 5 B Y S R B B
., HPHMrRAE A5 EE A AL T, LPS Al A
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5 e B R4 R 4%, 4 M R b A 4555 B -t R FELIY, LPS /Y
RIBEF SR HELIEA . AL RIMMIIEFITIRFE
T Y5, LPS o] {2 3F AM 3% i B 45 K F &
FH8G, #E—5ESE LPS #0E AM Bt 8 1 3R M3 i
B, SRR EEEMNENSENS S,

B EBRNSENFEAFTRENERSERER
i, 5SS ERNREEHETERFEHIAR - AM G
H¥, MAKH AM 5% R e7E4E S Bim LPS, LPS
R AM REBEEEH MM ZEZRMH, X
U9k — PR PR, SRR %A% LPS S AM B
BOEEMHAER, SLERTEIEFEN LPS 1ER
A8 %4 AM B L CD11c B9 R 1A 9 8 A%, T CD11c
BRES AM BB REER XY, XL 1T H
LPS X8 & B & AM MyBE1E R |

B2, BB XBRAENSENRN AM BEELY
CD11¢/CD18 #1 CD14 W R A B X £, FHIT AM
& 5063 BE A S A T 24 @ i LPS 3%
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CDllc B335, R Y% A T8 X BB <E T EF
S #RAE R GERFMHEIER .
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