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XFRR- M A2 ke B G54k & ¥ Wangzaozin A 3+ A\ B 404 A 11 f% HL-60 408 4
HHEFIATESHIER

T ' gapgm wuA MEE L B B, AHE (730070 22, PRI A Rl b A Wi
AR 5730050 22, HH A EE BEERE )

[WZE] BN o me- D 522568 ik Wangzaozin A X A FLLIPRE T L5 408 HL-60 A= 4 3kl | JE A S 98 T35
SAEF L BARSC IR . ik R ) B B SR R 15 s HE YL IR T Wangzaozin A Xt HL-60 41 2E 4 (1 510 5 R
FHTR AU A TN BE RS/ IRAk 258 (AO/EB) WUy Aar TN Ak By b 240 it J&) B0 43 A5 1 5% i LA S 755 HL-60 41 B 98 T ¥ e
25 FH BP0 B B FR Dk VA DA S X 4 i DNA it 7. &5k 1 ~4 wmol/L 1) Wangzaozin A X HL-60 41l s H. A7
BRI AEARINEIVER , B (3 wmol/L 1 4 wmol/L) ALK AL BEHS 7] (48 ~ 72 h) A BRI BIEALN ;1 ~ 2.5 pmol/L
25 b FRANNE 24 h 58 48 h S T AUAR IR A A BRI G HARH AR ;4 wmol/L 254403 12 ~ 60 h 454 F 405 #3431
FERIOVR IR S AR ;2 ~4 wmol/L Z541ER 24 h 5 48 h n[ i ST, A TR 2 B F /K- (P <0.01) , /1A
ZAFF 25X AN DNA 9405 53 BRAR LL 22 R A ST # R X (P <0.05,P <0.01) . &8 1%fL-& %% HL-60 41 i
DNA F453453 1 F AR PT 8 2 5 | 76 40 A 4 3 i L J) S0 BEL A B R T A LR BN

[E$81A ]  Wangzaozin A5 A\ FEIPRL 1576 241 s HL-60 5 & BARH AT ; 4 7~ DNA i)

[HEZESEE] R965;R733.7;R979.19 [SCHkARRTL] A

Effect of an ent-kaurane diterpene Wangzaozin A on proliferation and apoptosis in

human promyelocytic leukemia HL-60 cells

Ding Lan', Diwu Jiali', Tian Jidong®, Liu Zhijun', Yang Ling', Liu Guoan', Ling Lijun' (' Department of Biotechnology,
College of Life Science, Northwest Normal University, Lanzhou, Gansu Province, 730070; *Department of Orthopaedics, Traditional
Chinese Medicine Hospital of Gansu Province, Lanzhou, Gansu Province, 730050, China)

[ Abstract | Objective To investigate the effect of Wangzaozin A on the proliferation and apoptosis of
human promyelocytic leukemia HL-60 cells. Methods HL-60 cells were treated with Wangzaozin A at differ-
ent concentrations for different times. Trypan blue exclusion was performed to detect viability of HL-60 cells
under an inverted microscope. Cell cycle arrest and apoptosis of HL-60 cells were detected by flow cytometry
and AO/EB staining. DNA damage in HL-60 cells was detected by comet assay. Results Wangzaozin A
strongly inhibited the growth of HL-60 cells at the concentration of 1 —4 mol/L, and induced strong lethal effect
to the cells at high concentrations (3 mol/L and 4 mol/L) for 48 —72 h. Strong G, phase and S phase arrest
could be induced by Wangzaozain A at 1 —2.5 mol/L for 24 h or 48 h and at 4 mol/L for 12 =60 h, respectively,
and significant apoptosis of HL-60 cells was induced by Wangzaozain A at 2 -4 mol/L (P <0.01). At the same
time, the DNA damage in the treatment group was significantly different from that of the control group (P <
0.05, P<0.01). Conclusion Wangzaozin A induces proliferation suppression, cell cycle arrest and apopto-
sis in HL-60 cells directly through DNA damage.

[ Key words | Wangzaozin A ; human promyelocytic leukemia cell HL-60; cell cycle arrest; apoptosis;

DNA damage
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FACRIB Y M R IAT 150 480, [ 434 90
ARFP, A 30 RFME R E PR, R
AU B B I © AR D B AT A 7 T i R fd
FU 2 A L LA 3 Y 1 A I e 355 7 R e
BRI R o X - I S A2 e 2 il 2K
AR 25 3 a8 A W i T AR AR ), e H
PR R RO O, 124 B AR B B 2y 400 &
R OFHL AR A M B T A T, R
PR B R B IE Ak foe o (3 Herh A o v
I3 B B X - DT FE A2 0 28 4 1 7 R ((Orido-
nin) HHUIREOI 5 I N) 2 RGEFEA TEE NS
A RERARES ) A A, il & 3
KRR 5E0EE ) AMLL-ETO 254, {1 4
B R AMLL-ETO , S8V M55 ¢(8521) 1 15 40 A
RO IR M2 R I B AT Bk A AR By
Bro AHEA AR5 #4) 2Y ) X6 - DL Fe A2 B 28 i 2
A Wy BT L8 A AR A A GRS AR IE A A 22

Xf We- DL 5 AZ 06 28 ik Ak & ¥ Wangzaozin A T
1982 S NF LR IE Y E AT (Isodon amethystoides)
R B AR EN BT N H A R S
3%[ Isodon racemosa (Hemsl) Hara | 7 IR 3 2545 2%
&, I AR B G 2 T Boxhizfb & W a5t kA7
TRgE" w7 g R, 2 kA
Ja TG P 1 7 1B TR BH 24k 6 ) FAT AR ik ) 410 ) 20 B 1
B RN AL AE T 0 AR P, 200 B 295 M L A i R I
FERA10 4577 i RS Y AR A
M 259 ik b &9 , A B i .

ABETE B TEFRAT Z TAE M HEA b, 3 PEAG R
&1k &%) Wangzaozin A X RSP ;3% HL-60 40 g 4= K
FAHAR A 53 A0 (52, DL i 5 HL-60. 4 Jfd 94 1= 1)
VER TR0 W 410 1] 68 4 A= 4 075 98 4 e o
THVERIBLE, 7 Wangzaozin A 3 — 25 IF A 0 T4
HERLARE

1 S

1.1 =%y

Xof - DL e AZ e B — A A4 Wangzaozin A, B AR SEI 28 A
HM 7= BT #2453 [ Isodon racemosa (Hemsl) Hara ] P43 8§15
B, IR T Wi Tk CEIN LA TG A% G LR R X-H
ERATE ) XA M AT T 1 i AT 253 T DMSO,
4 CKFET RIS
1.2 @i

NF&kr (S 40 HL-60 5] B >4 M F 2= A Rl 22 B

1.3 XF RS

Firdk RPMI1640 (3£ [E] Gibeobrl) , /NA= IMILTE (22 N 2R HE)
WL AR (DMSO, 2 [ Merck ) ; {R 1k & BE (EB) | 1Y BE 1%
(AO) ¥y 2L [E Sigma 24 R) 7 i ; HoAd A2 25 5 o 740 Fr 4t

CO,3EF546 (£ Forma Scientific) , #F TAE & (I FEE R
BRI TVET) A EE (FEE Leitz-diavert ) , 95 i 48R
( HA Olympus) , JR A AHAEAL ( Coulter Epics XL) , 7K F-HL Pk A,
TR UL (AL TR —AXAR T DYY-6B) , i AR I 50 Bl
GRS ) , 53Rt (e Costar 4RSS FRHL)

1.4 Fik

1.4.1 4upss 37 AR I A0 i HL-60 35 3% T &
10% /I35 ) RPMI1640 S5SNI A 75 %238 100 U/mL, 5§
2 100 pg/mL, B T 5% CO, ,37 CHUANE AR RAT 3557
1.4.2 Sy iEHEYL A Wangzaozin A X HL-60 40 ig A= K A4
BN W 8 x 10°/mL i HL-60 41 B, T 24 FLI 9%
MR I FURE % 24 b J5mh, Zal 2 2k 8y 0.1.2.3,
4 wmol/L, MANZGTFARTHIT, R 12 h, ] 0. 4% G iE 6,
TG A BOT 2w A AR i 2

1.4.3 PN AR N Wangzaozin A 72 HL-60 41 i J&] 1)
B LA8 x10°/mL ¥k BEANA AR T 3 mL 850 F, 5 5%
24 h 5, W E R 1.5.2.2.5 wmol/L fY Wangzaozin A ZbFH
ZHiffE 24 h 148 h, B0 MR A M, FIYS PBS ¥R 2 IR, Z 5 H
70% LBEAE 4 CTEE R, B.OoWE OB, H PBS ¥k 2 i,
SRIGIMA 10 wg/mL (AL I BE (PBS #¥,0. 2% Triton X-100,
0.1 mmol/L EDTA Fl 100 wg/mL RNase) F = i, K5 4k 42
30 min, JH PBS ¥k Gt il 2O BEASCHE AT R I 3T 3 A 46
.

144 WYBERE/TRAL L 5E (AO/EB) XL AG I Wangzaozin A 7]
A HL-60 A T-FIRSE WL 8 x 10°/mL i1 2 i &
TWHEFP T TR 3% 24 h, RGNS TR Mk BE 9 254 (1.2.3
4 wmol/L) 4MBIMEST 24 h 1 48 h 5, Wt 42 40 A 3T ) A 40 i B
W, 100 wL IF A AO/EB Jub 4 L, IRA) 5 13 T 403k
BT R M T WEIE R 300 4.

PYBERS (AO) figifs it SE A AUAEAR , ik A DNA , {41
BEMGEIOE, MR 52 (EB) (X RE % i 32 40 09 A1 B, #x A
DNA, RAFLLADE 0, TEVEOCR T AT WL 4 Fhai L2 16
AN AAZ G (0 T4 S (0 2 T H 45 5 R R T A A e (L
e SR R INE A 1317 SN /5 0B 7oy w1 R 3 (R i = e PA W e
I 5L TE G 5 0G0 I O T 4 A % €5 5 A A 20 €8 0 58 TR 4 bR
BIEIRT o AR TR AT K ST R i LT A R

e EA+IA . mo_ N
WA = N g X 00% s LR = T X

100% ; SEIEZ = JHT% + BEGER EA R T- 400 LA
MR HA P T V - TR AR N SRR A

1.4.5  BAZNBUEERE L vk (SCGE) Kl Wangzaozin A X7 HL-60
Z0MfAg DNA $05  ARHE X 22 0 vk, TSR gk A
LN 0. 3% IE B ¥ i3 Ae B 100 L, B RS HE IR 3 5) IE I T
Ja , P40 WL (19 0. 7% (%A% AL BISBE (#2101 1 L4955 20 o
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WIRA) 7 37 C RPN — 2 B, s 3 o B (%
) KT 1EAE T ] 200 B 24 A% R (0. 25 mol/L NaOH,
2.5 mol/L NaCl,100 mmol/L EDTA-Na, Iifi F B Il A 1% Triton
X-100,1% DMSO),4 CTRfFEZE/ 1 hy B TIRKF KR
rh RS R Y HEL UK 2% 9P (1 mmol/L EDTA-Na, ,300 mmol/L
NaOH) S 181 5 T°3¢ 7, i 20 min, {5 DNA fif i€ f5 #4647 Ha Uk
(HLE 20 V,IA] 25 min) , HLIPKSEERSG , HIVERRM (pH 7.2) 2
10 min, LA 20 pg/mL iR AL & 52 G 60 WA IRAH, iR 1EYy
TEMFAL AT, ARSI 3 3K PR T (515 nm) BEHLIL
2250 N4, Si it DNA Hi45 1500 .
1.5 %itFoH

SR SPSS 11. 0 Geit - AT 88 007, 45 R DL & =5 3R
N, Z R PR ECR TS R 2 7 255397

&R

Wangzaozin A & HL-60 28 et & K &9 %5 ")
IR BE Wangzaozin A 5 HL-60 40 3% 35, UK [A] 15
FRI ) P20, 4 Wy 0 HE S G 106 A0 M, 2 i ik K
Mk, &l 1 ATRUA I AR EE 259 (1.2 wmol/L) X A0 AR K
BA—@IHIER ;3 wmol/L Y25 AEAE I 40 M 36 h Py, %
AR A A B 58 4 A A I A5, B A0 M B A I A 1G5, 2
JE 148 ~72 h QI GRFET ;4 wmol/L 25 Wy A 3 AN L J , 41
Pk B 20, X A B BOEE A
2.2 Wangzaozin A 3t HL-60 28 it  JB] 1 69 % ")

SR E A 1.5.2 wmol/L 2.5 wmol/L {¥) Wangzaozin A
AbFE HL-60 Zififd 24 h F0 48 h j5 , % H WA 400 . A5 R0

2

2.1

B2 FiR, 5 Ab 3 24 h J5, S5XT A A, 1.5 pmol/L 1
2 pmol/LZyHALEE 24 h A48 h J5 G XA LA, 5L T 4l
G, WA 5 2.5 wmol/L Z5 b3 24 h J5, G, W4 ML A 4 Lt R
54.9% | [FIst G, E T3 19. 5% , 11 48 h J5 G, W40 ML & 43 Lk
H946.4% ,G, 814 10.5% iz ik BE N 2RI T WEM G, WIBH A A
G JIRE o FRULTT LA, M2k 1.5.2 pumol/L i, LA
SR G WIFRM R 32, 29D 2.5 pmol/L INFER [ HE 41 il G,
IR 04 [R5 R 1 AR G, BT BELS .

P12 pwmol/L 14 pmol/L kbFL4H A 12,24 .36 .48 .60 h J7,
A3 A SCEE AN AT R 40T, 45 SR LI 3 TR #E 2 pmol/L
BYAL R v, 5% REZAR LE, AN R Asf Ta) A FRZA A0 Y G, B3 G,
HAPIE 5 Fe 34 B T, M 7E 4 umol/L i1y &b BRZH v, 55 % B8 20 AR
LE, AN TR E) A B2 A0 M B S I BT o LU 34 3 T, Sl
TR S BABHA R E T GBI i Lkl 12. 7% TREE
0.4% ,7F 36 h A B .09 G, WIBH Y . LA B0 9 0 2 40 i
W,

—— X IR —0— 1 wmol/L Zb ¥4

—%— 2 pmol/L A3 —6—3 wmol/L Ab3HZH

700 I g 4 wmol/L kb ERZH

600
500
400
300
200
100

AL (x10*)

12 24 36 48

Fsf ] (¢/h)
E1 A[ERE Wangzaozin A X HL-60 40P 4 < i 22 M

60 72

660 780 660 540
5501 650 550 1 450 f
4401 520 440 1 360 n
& & = &
2 3301 = 390 2 3301 2 2704
220 260 220 1 1801
1101 @ 130 A 110 1 © 90+ @
0 8 160 192 224 256 0 32 64 96 128 160 192 224 256 0 32 64 96 128 160 192 224 256 0 32 64 96 128 160 192 224 256
DNA & DNA # DNA DNA #
1260 780 600
1050 650 5001
840 520 400
2 630 2 390 = 3001
420 260 2001
210 - 130 100+
N ® | et @ ©® il 2 ©
0 32 64 96 128 160 192 224 256 0 32 64 96 128 160 192 224 256 0 32 64 96 128 160 192 224 256
DNA DNA DNA &
A AFRE20 ;B 1.5 wmol/L 422 24 h 48;C:2 pwmol/L 43224 h £8;D:2.5 pmol/L &3 24 h 248;E:1.5 wmol/L 4:32 48 h £8;F:2 pumol/L 4 22 48 h

41;G:2.5 pmol/L 432 48 h 41
&2

X 4R AR 4R E 7K B Wangzaozin A 4032 HL-60 41 24 h 148 h F4RAEFEM > HHEH
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660 1020 T 660 1260
5501 850 1 550 1 1050
4407 6807 440 1 8401
2 330 2 510 2 330 2 630
= = = =
= = B
2201 340 1 220 1 4201
110 @ 170 1101 LA © 2101 )
0 32 64 96 128 160 192 224 256 0 32 64 96 128 160 192 224 256 0 32 64 96 128 160 192 224 256 0 32 64 96 128 160 192 224 256
DNA & DNA i DNA #&
780 T 720 420 ' 660
I
|
650 6001 350 I 550 ‘)“
i |
5201 4801 2801 I 4401 I
& v = = f = [
2 390 I = 3607 = 2101 | /) = 3301 I
E ' § § i) E |
260 J 2401 140 1 1/ 2201 [
1301 ;;ay " 120 70 1101
o
L, gl ® e . ® . © - ®
0 32 64 96 128 160 192 224 256 0 32 64 96 128 160 192 224 256 0 32 64 96 128 160 192 224 256 0 32 64 96 128 160 192 224 256
DNA DNA & DNA it DNA
420 480 360
| b
3501 400 0\ 300 I
/
|
280 3201 ‘C ~‘ 240 | \
E<y <y /| ) I
= 210 2 240 I =
g g ! g
140 160
70 507
[y e @ \‘ A I @ ®
= T 0 “ T —
0 32 64 96 128 160 192 224 256 0 32 64 96 128 160 192 224 256 0 32 64 96 128 160 192 224 256

DNA

DNA it

DNA fit

AP PB4;B: 2 pmol/L 422 12 h 48;C: 2 pumol/L 42224 h #48;D: 2 pmol/L 42236 h 41;E: 2 pmol/L 422 48 h 48;F: 2 pmol/L 422 60 h 41;
G: 4 pmol/LA#2 12 h 28;H: 4 pmol/L 43 24 h 28;1: 4 pmol/L 432 36 h 48;): 4 pmol/L 422 48 h 48;K: 4 pumol/L 222 60 h 28

2.3

&3

TN AR 2 pmol/L F1 4 pmol/L Wangzaozin A 4351 4b 32 HL-60 2 A [5] B 8] 40 F B #A 53 U T4k

AP 2B :2 pumol/L 4 2 28 ;C 4 pumol/L 4L 3240
4 A[EIRE Wangzaozin A 432 HL-60 40 /5 40 AUE T-FIIRFERITE ST ( x200)

v vE A8/ 4k T4z (AO/EB) S 45 m Wangzao-
zin A )& 49 HL-60 4m it )8 T F= 31 5.
P& 4 ] UL, 1IE 5 20 i 236 B0 H 3 A i g T A 0 ) 1y I3

A% . R T A AR A R B, 2 S B AR R
R R U BRI R (- FA N M7 W 1) ORI s BoRa E HEAN
@ R T Al AE 24 h AR BRAL P BR 1 pumol/L &b, H AR B2
(2 ~4 wmol/L) 54 REA IR 72 & 1555 HL-60 40 1=, 3f 5
XTRZH AR HAT 2257 (P < 0.05) 548 h 4h B ZH B A7 k2 1)
Y REISE R TR A, S IRAUAH L, M2 E =2 umol/T
I 22 5 SR (P < 0. 01) % of [E) 19 J3E Ak B2 g 240 fE 0] 2 30 22

LT R s [R) R BE AR M . Wangzaozin A 7E 1 ~4 pumol/L
W IR 25 | HL-60 4 JISRFE , oAb 3120 ) IR T 26 Fil A 3K
TGN R AR A i 25 57
2.4 Wangzaozin A 3 HL-60 %z A DNA &9 4545 45 A
| FH BT B R fEL K EE AN T Wangzaozin A X HL-60 41
s DNA 4500 . 20 It 7E 284k 2R 440 B 068 J6E v 3k 5, %o R 2
o A DNA SR B0, FA MaAZ IR (&1 SA) | T 24 4 4 3
J5 A0 R B (1R SB) , I ZH] DNA H 5. AW
e P 1) Wangzaozin A X HL-60 21 i DNA #i/5R WK 6 Frx .
7E 24 h ARFRZE 1 pmol/ L 25405 DNA #5475 5 5 %6F BE A L -
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%1 FRERE Wangzaozin A {38 HL-60 41 24 48 h (I T-% IRFERMBAKIEE (% 2 +s)

. JHT% I MEFER
B (wmol/L)
24 h 48 h 24 h 48 h 24 h 48 h

0 0 0 0.70 £0.17 1.58 +0.38 0.70 £0.15 1.58 +0.38
1 0 0 1.33 £0.54 4.59 +£1.40° 1.33 £0.19 4.59 £1.40°
2 8.30 £0.07" 18.28 +1.05" 1.30 £0.54 2.07 £0.70 9.60 £0.17" 20.35 +0.50"
3 16.01 +0. 14> 70.33 +1.17" 0.98 £0.02 0 16.99 +1.45" 70.33 +£0.43P
4 21.70 +0.18" 93.85 +1.00" 0.28 £0. 11 1.62 +0.42 21.98 +1.17" 95.47 +0.44"

a:P<0.05,b:P<0.01,%5 0 wmol/L( xf4n) rbx

T 2 PE 2 5 1 2.3 wmol/L Fl 4 pmol/L 254 kb B J5 X+ DNA
AAFREIRGER, MXTBAMILA R EEEZR (P <
0.05) ;7E 48 h A A, 1.2.3. 4 wmol/L 25¥ itk 3 Yy HL-60
AL T DNA B4 45 , LA 45 LR 5 X0 B2 A L 22 =
F(P<0.01), [FIFT, 54 HEZH 20 i) DNA 451473 ;7R T B[]
B AR , 453475 23R it 245 40 Ak BHLSF ) B 25 40 e 170 488 5 i 344
e Jish 2L  CASP EI4E & 40 (i 2 DNA &3 &) 45
SRILE 7,881 wmol/L Ab¥RZH A1, Ho Ay B Ab FEZH 1) DNA 15145
FE 5% R AR L B W M 25 5 (P <0.05) , HAE =3 pmol/L
2SI (P <0.01) , &% 4b PHEZH 20 i 52 30 1 0 1) o 2 A i
RS R A

()

A AF R4 ;B4 pmol/L &2 48
B 5 28 40AeEE RS L ik iR & Il Wangzaozin A %S HL-60 201
DNA #if5  ( x200)

1.0
0.9
0.8
0.7
0.6
0.5
0.4
0.3
02 L
0 & |
0 Cowim . .
0 1 2

e (umol /L)

a: P<0.05,b: P<0.01,5 0 pmol/L( #f f&41) rbiz

B 6 A[ERE Wangzaozin A X HL-60 ZHf DNA #1515

O024h W48h

b b

DNA iR (%)

T T T T T T T T 1

3 4

O o4 magh
80| .

70 b
60 F
sofb
40 + b b

L I
i S
olc=sim . l—. s . :
0 1 2 3 4
e JZ (wmol/L)

a:P<0.05,b:P<0.01,%5 0 pumol/L( 3 f&41) st
B 7 ZR[EiKE Wangzaozin A %5 HL-60 2R 9% E DNA B4 tE

& DNA %55 (%)

2

3 itig

2 NT S e 200 P B P A5 A A
SEAMRIBE FI A 5 L ABIFSE B 5280 25 5 @R, Wang-
zaozin A 7E 1.5 ~2.5 wmol/L ¥ i Fl 48 h i i) 75 [l
N, X HL-60 20 it A= 4 1352 ) 8 B R a4 . iE—
AR EIA T B Z A A B R T HL-60
SR A, S ECESER R G IR, T A R
() G, 3 LI & A6 5 M 7E 4 pumol/L AL BRUR R, Bl 5
Wangzaozin A ZbFF ] $E 4 (12 ~ 60 h) , HL-60 4 fif]
TR S WA, Bk 36 h AbFRZ 4F, HAx 4541
ARH I R 1E 2 80% ~99. 6% ;X FE B, Wangzaozin A &
S04 L SO 2 A ) HL-60 4 AE K i 2 25 A
T34, Wangzaozin A XF A\ 5400 40 il #x HL-60 4= K
PRAHIVE FH 35 R F U % 20 Jfd #k SGC-7901 (=8 pmol/L
A HATEIES )

3175 S e A0 B R T A AR R R T R Y
—ANFEEAERRY 0/ Bk 2 58 (AO/EB) XU
EERI i 7, Wangzaozin A TERE S WS (=3 wmol/L)
FIEEFER 2R T RES R B KR %) HL-60 40 it 1=, H
TR BEZGYVE FH I [R) e R 3 K miséom . i+
T AN AT 8 T 4 A0 2 FE T DNA SRR T
2n (AL, BB AR TR 20 B, T AO/EB XU ] Ky
Pl e 7 o .S T e € 27 ) B T S
AO/EB S TE AR R 2503 FE (1 ~4 pumol/L) FEH
BF] (24 h F148 h) N AWML T R (<5% ) 1
7, TR E ) A L e BEL s E G I sk S 1, ax SR A A T
JEVSUIBEL A AR5 43 40 e ) B R R T AR AR . A,
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SR, Wangzaozin A 7E 1 ~4 pmol/L ¢ Ji 15 [F6l %
5 HL-60 4HHIRAE, 2b B2 5 %5 R4 AH LA B
EMER

5T, Iebid 4 2 5% T — S IR IB T R e 2=
51 DNA 5453, Ak A7) s 45 4 D S A Tl o 7)) 252
20 i DNA 52 3 458 45 I, 0 2% 93005 200 A ) 300 4G
AR TERTE M VE TR, 40 i SR 01 K 2R B, N
DNA #5516 52 $2 5] (6], 24 DNA ™ 53 47 1M A RE %
RN M kAT FEAR S Rk
JEH) Wangzaozin A Kb AL , FH £ B v bR DU AT L
HOOT AN DNA A 25 O R AN 5 B, HLAR s 38 B
24U B 3 R A B 18] (R I T n - FRA TR
HAEIE AR R KL Wangzaozin A X} 5k, DNA 45147
FIWFSE BAE 52 . Wangzaozin A [ % DNA 5 B 3
A VE R, BORE Y BrIR A B JEE H Uk R W], Wangzaozin
A BEHZ A 7E DNA (%5 1 X 22 [R], X6 5 5 A 451 4 1
5 BOCHL 2 GEIEZAL S P DNA TR X 17
PR B A A A R TR R B2 i 4 , i1 DNA 11
WU ELE A AR FFFATL, 51 S DNA (R4 AR L X S5
Y2 RN AR S5 AN [R] R BE (1) Wangzaozin A # AT
e il 1t 15147 HL-60 4f it DNA T s 1 A [R) 1) 41 i
JEV SRS 36 A, TR 8 0 AN [+ s 300 4 e ) S0 LY v e 8 2
YA s[RI FH AL, 40 36 P e LAAE 52 1 DNA 453473 85
L5 RSB TR i T A

ABFFEIE S , Wangzaozin A 7] 3 4 45 £ HL-60 4
Jfg DNA M Sk /s H B B B S AN 75 S 0 TR 1 A, B
A RUFWdths , BAa #— B0 e,

SE Lk
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