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1. 254 Je A5 : A S B AT Rh, (Jit5 111109) i _L 1
iR 2 25 B AT BR S F A Bl 4%, 2 > 98% ., 43 F X
CasHeOs, HH XT3 - i 620.87, IMDM % 35 L1 [ 2 [
Gibco 23wl , /INA- UL T T B U 2 A ED G e
(MTT) I [ 5% 5 Amresco 23 7 , PE Bric i/ Bt A CD11b
CD14 1 CD42b HLfA H 22 1E BD /A A

2. 4T S B 3% - K562 4 i [ b Bl Be AN
MO, 3 Mh 25 10% /25 I3 19 IMDM 58 e 35 55 4L, & T
37 °C 5% COMFIE G FRA 597, B 2 d R0 1K,
O A= R AN A T S R 525

3. MITT 2 A 1000 24 e 4 78410 i) € K562 4t ) 1%10° /ml
WA T 96 FLAR N, 9L 100 pl, BEHLSN M 8 2H , 43 B A
ZH B 0,10.25.50., 75,100, 150, 200 mg/L ) Rh, 7
100 pl, AF4H % 34 AL, [RIEE AAS 35 200 A4 555 95 9 A 25 1 0}
M8, BT 37 °C.5% COMIMNE & T B 5%, THi g 48 F
72 hiITAMTT(5 mg/m1)20 pl, 555 4 h, W 2 3 , Lo
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AT H - FFK HIREE L4 (81373876) ; WiTl 4 H ARl 4 3L
4 (LY14H290003, LY14H290004) ; #f 1T & ™ = 245 Bl 4% 31 %
(2013ZA037) ; Wil A #E TR H (Y201326871)
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A 200 pl DMSO, #2 J& L k4% 10 min, ZEB#FR1X 490 nm 1 &
T £ FLOEEE (A (E, ARFE A S TR A M G il 2, 5
InE A 61K,

AR (%)=(1 - 4220 )x100%

4. 2 [ R B2 V5 A N 92 56 - T K562 4 il % B A 1%
10Yml, BEAIL >k 6 21, 435l i A 289 ik 0.10.25.,50., 75,
100 mg/L 1Y Rh. A , 7E 2 ml 7 30%/N4 1ML 1% -4 & ik
Je (100 U 75 /4% 85 % .3 g/L BEAR 1Y IMDM K =ik & 5%,
AT 24 %LARN , 541 0.5 ml, & T 37 °C .5%CO, i FliiE i
WA IR T do TR B OB R A TR S (=40 44t
e SR LAY ) o BB 3ANE AL, LR TEE 61K

5. 3t =AM AL ARSI 201 At JE 1A < B Rh, 25.,50,100 mg/L &b
TR 2x10°40 i , ¥4 PBS R4 1K, 250025 7%, INA 0.5 mI &
P1F1RNase A i) DNA J4 ik , & i SEIF & 30 min, i 21
MoASCREIN . SEBREE AT 3K WA Multicycle B AF43 4 4 i J&]
L1 S 1 7 o Y A R N 3 NS S i N et B =

6. T 2 AT AAG I 11 1L 20 M A3 AR AR DGR Y L B ik
J& >4 25,50 mg/L 1) Rh. 2L BR 7 d 19 K562 4H Jfd , 4545 & 1x10°
A, 430 5 40 4 Ak AH 56 T A 40 5 Bt A CD11b-PE,
CD14-PE il CD42b-PE, 4 “CibEAFF 30 min, #EFhHTiR ik &
[F] AU AR . PBS VT 11,100 pl PBS FA40AE, b ii=tanie
AR AR PR PR PRGN R, SR T A 31K,

7. et AL PR SR JT] SPSS 17.0 514k 347 G 2 43 o
T Bl DA xes R, 441 HBCR T 2543 #T, P<0.05 2k 22
SAGIEE L

% R

1. Rh X} K562 4t AL 58 (A F - AN [A) e BE Rhu AL 3 48 Fi
72 h )5 K562 A A Ml R L3R 1. MTT A28 R s,
Rh. fit B 4170 k] 20 L 389 58, 50 ~ 200 mg/L i), 310561 3243 531y
(19.4+3.8)%~(58.8+4.7)% #11(18.0£1.9)%~(73.4+1.6)%(P<
0.05) . HAZH Al 1/ FH 52 0o [B) AN SR AR . 48 h.72h i
1Cso {43511 47 149.47 mg/L F1123.86 mg/L .

2. Rha #1 i) K562 [ 1M 95 5 v Az iU A F < 2 R A R: 3%
TRZ AN A 25 ~ 100 mg/L [ Rh,, kb ¥ K562 [ L5520 7 d, 4
PRI I AR T X PR 2H (P<0.01) , 311 % (27.3+5.1)% ~
(80.2+8.2)%., Fifi #5 7] & (14 N, R 70 1V F BH 8 38 522
FIEAIE (% 2) .

3. Rh, BHHF K562 [ 1MLy 2 M itk A G588 G VE A - =
YA 7R R BEAE A %50t B K562 1 1L 20 Attt A 3651
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FET, Bt 25 Rh e S0, S S 40 HG 4928 ST RRATK: , 17 Gol G 2]
20 i b 3] U 0 T R, B S HOH S T B DA I 2 %o BR 2
(66.4£0.3)%|% %= 100 mg/L 4 (37.2+2.8)%(P<0.01) , #& /%
R, 3 3 B T 210 M08 A1 ] 30 400 ) 1 i s 4 L 7 1
1),

4. Rh,i75 5 K562 4t it 531k 1941 FH - & 25 .50 mg/L Rh,
4350375 5 L6 K562 40 7 d, i = Al B AR A3 Bkt 2 41kt
JF CD11b  B4% 2 /APt )5 CD14 F i #% & /3L i Jit CD42b
PR BHMEANI R . 455 B R, 50 mg/L B 4 5 CD11b il
CD42b 7 ik BHM: 19 40 i 3R, 430 o4 (4.4+1.0)% F1 (24.3+
5.3)%, B i 2 T B Y (2.60.7) %1 (3.7+0.6)% (P i #4 <
0.05) , ##/% Rh BES 5 5 MG AN 1M 22 243k (£ 3)

Wit

F1 I P4 2B 02 S A MR B O 2 Ak Az B
TEH I T AR T IR R o AR S, DRI, 3 )
HUAEIGTE 5T 55 A3 A0 L ) A sl A L )
A3Ak 2 L A RGR YT . H G PR L% F A 24 FF 1R
FELAT A R = RAZER IS ATT 259 , AN RSO K
NS R B, A& 2 4. A S T H BN 5
RIVE /NS TE R SR 38 T T 12 AT, R o 24575 300RR
Sy P VR FARA &

ARTFFE L) K562 [ 155 40 LA E R S A, 25 5 1 s I
PSR RhBE LM K562 14 11556 41 M s 7 , 2 [ A5
FEAE 25 ~ 100 mg/L I, SETEIM 4 27.3% ~ 80.2% , I VE

£2  RFEFHEAZ AT Rh ] K562 40 i 4 76 A 1l ry 78
FH(X+s,n=6)
Rh, (mg/L) RTEE AETEINHIZE (%)
0 117.5+£22.2 0
10 111.2+20.2 5.2+1.5
25 85.6£17.9° 27.3+£5.1
50 62.4+14.4 47.0£7.0
75 36.4+13.0° 69.4+8.7
100 23.249.9° 80.2+8.2
e HARINZGN AL (0 mg/L) 4, *P < 0.01

£3 AZRH RhIHS K562 1 1L 240 i 5 Tk AH 56 7 7

(x+s,n=3)
B 240 23 (% )
Rh; (mg/L)
CDI11b CD14 CD42b

0 2.6+0.7 5.7+1.3 3.740.6
25 3.240.6 6.2+1.1 12.743.3*
50 4.4£1.0° 8.2+2.2 24.3+5.3"

e SR INZGNT R4 (0 mg/L) L%, °P < 0.05

AR E 2 5 I 50 ~ 200 mg/L (1% Rh, 5 K562 21 if H: 5%
H A48 F 72 h, Fl MTT 30 5 , 41 i 3% 4 40 il 5% 53 3 hy
19.4% ~ 58.8%7F/118.0% ~ 73.4% , 34 FH 5L isf 1] 591 F2 4
KFR . Hm NS BT RhAEIS A S 1) K562 11 1 975 4 A
B

R1 ARG ANZ 2 Rh M K562 418458 A 7EH] (X£s,n=6)
48 h 72 h
Rh; (mg/L) — - N 3
WOGEEAE FEFEANHIA (%) WG TR (%)
0 0.36+0.06 0 0.56+0.11 0
10 0.34+0.05 7.4+1.6 0.52+0.10 7.8+1.2
25 0.31+0.05 15.0+£2.9 0.47+0.09 16.2+1.1
50 0.30+0.06" 19.4+£3.8 0.46+0.08" 18.0£1.9
75 0.26+0.05° 29.1+4.8 0.38+0.08" 31.8+£3.8
100 0.23+0.06" 36.5+6.3 0.33+0.09 42.846.5
150 0.16+0.03° 56.6£3.7 0.18+0.03" 68.7£2.5
200 0.15+0.03" 58.8+4.7 0.15+0.03° 73.4+1.6
T S A2 %] A (0 mg/L) bb4s,*P < 0.05,°P < 0.01
A B D
@ Debris 700 @ Debris 800 @ Debris 400 @ Debris
= o Aggregates 600 o Aggregates o Aggregates o Aggregates
j: 300 = S -!: 400 _’,—_» o o S
= B w0l g 2w
= 200 = E = =
S 200 56 W
10 100
S E < . Il
0 0 o [ ) T 1
0 50 100 150 0 50 100 150 0 50 100 150 0 50 100 150
PE-A PE-A PE-A PE-A
A: Rh,0 mg/L;B: Rh,25 mg/L;C: Rh,50 mg/L;D: Rh,100 mg/L
Bl AZEAT Rh.BHEY K562 [ ML A0 HEASEFLE W16 3 A
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21 L TR B0 2 s T A ) 2 PR =2 — |, AR S A
T I FIEE A, B G1-S 1 Go-M, 43 31 Ry 5 Rl kA S HH A4 3
i SR HE A MO 2 40, 42 Rhy 50,100 mg/L 5 &
21t 48 h, Fi A0 HLEE A S B 4 A R 30, 25 5 R S 34
AT T AT 24 %8 BRZH., T Go/ G 1 K562 41 i U 5. 255 85 1%
T84, HFEZ Rh, e BB, K562 20 0 14 5 5 50 phy xof PR 4 1
(66.4%0.3)%53 51 T B M (49.3+2.2) %1 (37.24£2.8)% , $27%
Rh, REAS A7 355 i BT K562 21 i 1 A3 58 JE 391, TT A Rh, 41
il K562 4t At 1 4 1) BB IR Y

FH T 200 5T 1A L A0 200 B8 4 1 ) e 2 A i Akt
FE A B S SR [RIRRAIE , R B 200 10 S 30T BHL A FH o vl
ABIZ 175 5 K562 4l Af 43T 1) 510900 B 2, 200 it ] 340 1) 8 4%
AIHES 5 TAA et . iR L P A Rk Ar
PRS2 A L5 20 434k R LA A B bR i 2 — . CD11b £
IR ANIE L FEAR AR IR, CD14 2 —F 7 7E T Bz 4N kgl
LTI 0 200 25 A 0 T ) A B DR, 26 P a0 T e 200
FIRFAR , CDA2b 2 FLAZ R A0 A AL AHDCHL IS , 224 4 il 1] 1
AR B UL E = SRR SR ETHE S . AR
50 mg/L Rh,i7 5 14 1.5 K562 48}l 7 d J5 , CD11b Fil CD42b
FEIB4 M (4.4+1.0)%H1 (24.3+5.3)% , B T 25 T % R4 1
(2.6+0.7)%#11(3.7£0.6)%, CD14 ik H AN .2, {H A X IR 2
A—E M. P78 Rh B AT 755 K562 4 i m kL R ATE % &R
SR B [ AT BE X K562 4 it 1 BA% R b A —E Y
S Eln

MRS BT SR E R D RhJ&E IR M
ANZBITHRE, KR AS BT N AS BT
Compund K . Rgs.Rgs. Rk .Rh,; = A 2 53 Ry, \Rgs . Fa
Rh. .Rh, Rk %, fE7ETHF IS 415 AS R, B EKR
fie BUARZYBLERF IR AR P A2 B T HAT B e e,
ALFE B 228 B PR O B e i 55 2 )
AE, AMFRAS R R IR A S BT RhBESS AT AL
T M K562 AT A4 5 | BEL I AM AatE A g s, HA
SR R R A R A T, S R IS it o 4
BET SRS AR , S o Ak i 1 AL i 75 3 — 25 TR AF
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