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MR B A I P4 Fh B4 AR AR 40 B 3T BB 48 %+ Fli3 N-ras A B % FLT3 B9 2% 09 %0, &E RT-PCR x4
M3 BE B B A FIB3 AR £k 253 % (90.78 +6.92)% . (38.18 +4.50)% .
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£7.35)% (65.28 +7.64)% , A A R4 R EMA AR AE T BALK, ZFHA%ITFEL(P<0.05),
Western bloting #- i ; #F BB 40 . 5 A, 7R P40tk E40 A2 A8 40 FLT3 & & & E 154 %) 4 0. 8127 +0. 0284 0. 4265
+0.0353.0. 5396 +0.0274.0. 5473 £0. 0282, sy PR L5 3 A P4 PR IEA AAAA LI £ F A 45 F L
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Study on the Effect of Yigi Yangyin Recipe and Its Different Assembling on Expressions of FIt3 and N-ras
in Acute Myeloid Leukemic Cells XU Rui-rong, LIU Kui, WANG Xiao-ling, et al Department of Hematology ,the Af-
filiated Hospital of Shandong University of Traditional Chinese Medicine, Jinan (250011)

ABSTRACT Objective To study the action mechanism of Yigi Yangyin Recipe ( YYR) in treating leukemia
by observing the effects of YYR and its different assembling, energy supporting part (P1) and evil dispelling part
(P2) on expressions of FIt3 and N-ras gene in acute myeloid leukemic (AML) cells. Methods The mononucle-
ar cells collected from bone marrow of 60 AML patients were assigned to four groups: the blank was untreated for
control and the three tested groups were treated with YYR, P1 and P2, respectively. The effects on FIt3 and N-
ras gene expressions and FLT3 protein expression were observed by RT-PCR and Western bloting. Results RT-
PCR test showed the expression of FIt3 in the control, YYR, P1 and P2, group was 90. 78% +6. 92% , 38. 18%
+4.50% , 65.57% +5.55% and 61. 35% +6.39% , respectively; and that of N-ras in them 93. 28% +5.54% ,
34.38% +6.69% , 59.42% +7.35% and 65.28% +7.64% , respectively, both showed significant difference as
compared the data in the tested groups with those in the control group ( P <0. 05). Western bloting test showed
the FLT3 protein gray value in the four groups was 0. 8127 +0. 0284, 0. 4265 +0. 0353, 0. 5396 +0. 0274 and
0. 5473 +0. 0282, respectively, also showed significant difference between the control and the tested groups ( P
<0.01). Conclusion YYR can inhibit the colonic proliferation of AML cells, decrease the expressions of FLT3
and N-ras in cells, therefore shows a therapeutic effect on AML.
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[ (rat sarcoma) J& — > % i 77 75 () HLAZ BE P 5K 0% , AT
/A N-ras, K-ras Al H-ras, 7 1& il & 45 0% PE 505
N-ras¥i He [ 2 ras 9 Bk R 58 728 1 g g 1) — Ff, AMIL vh
A 20% ~30% A L N-ras fii FE A i R 72 . FRATTULEE
T A IR I R AR O IR B R IE D7 AL AR T R FI3 AN
N-ras 76 A & E %6 40 il & 1L 5% ( acute myeloid leukemia,
AML) 3K (0 52 ) , F80F #5057 B 56 97 B I 1 AR
FBLH, B E TR .

BREHE

1 m R R 2006 — 2007 4 1 AR B 25 27 it
J& B Bt | LU AR R 27 5% 6 B B IV 12 1 AMIL 9036 i
& 60 19,55 35 B, 2z 25 B ; 4E % 6 ~ 56 %, AL AF IR
31 st 1 ~3 4 H i H%2.5 1~ H . 60 il 8 %
25 i BE AN MO 25 2 20 234k 2 A =X 40 AR B % 3 Y
W2k AML, FAB 437 M1 5 fi], M2 15 {5, M4 9 fi],
M5 20 5] ,M6 8 ] ,M7 3 {5l . 60 ] £ # W 58 b5 4,
&t BE S A AR, AR AS A D 4 6y, 43 S FAE X
WA 42 AR R IE AL A A A A 5T X 42

2 PER AR (1) s SR 30 ¢
FAEMEHRE30 g /NE[30 g KRTF230g fAiE
30 g HANE30 g AHL18 g A2l g LUl
21g RER18g RAI15g HAX&15g HARI2g
RE12g HWHS g, (2)FIEH HEK30g KTZ
30 g EHL18g HKE2lg Zuif2lg KA 1Sg
& 15g HAR12g HKE12g HHESg, (3)#
M7 B ER 30 g /NE30 g EAGE30 g T
ANPe30 g BEFR 18 g, ik 3 M2y by ki v 2
R g B 1 g/mL B 259, e T 250 mL % i
B s ZEYR T 105 °C KT, ok g ¢ 5 H RP-
MI 1640 & (%7 4% R 45 100 u/mL) , iF 5 I8 B
Lo

3 W& PCR 474 {L (HYBAID, UK) ; Hi Jk {X
(DYY-102) ; 5 # 250 #HL (€ [E BECKMAN 2 #] ) 5
BB16 S A& K 3% 4 . HF-safe-1200 %4 A= 4 % 4 Al ; Bt g
HAGAYL

4 K 4T RPMII640 35350 (25 B GBICO
A ) 3 Trizol (- 3& [ Invitrogen ) 5 5191 & 1L ( Bl A4 T
W TR R A B E]) 5 PrimeSeriptTM RT-PCR Kit
57 & (DRRO14A TaKaRa) ; fe$i AN £ 5 FlI3 —4i(
(3£ MillPore 23 w]) s HRP #R3C A L 4T Bl =4t (b
SRR EY AT ECL KOGl & (3£ MillPore 24
H)); BCA PN &M & ( LR REEAEY

Bl AT ), Flt3 N-ras B-actin FHFHG|P(F£ 1),
#£ 1  FU3 N-ras }¢ B-actin FEH 5| YY)

HH Bk PR E (bp)
Flt3 L:5'-TCAAGTGCTGTGCATACAATTCCC-3' 186
R:5-CACCTGTACCATCTGTAGCTGGCT-3’
N-ras L:5'-AATCCAGCTAATCCAGAACC-3’ 131
R:5'-TGGTCTCTCATGGCACTGTA-3 a-actin
B-actin L:5"-AGCGAGCATCCCCCAAAGTT-3’ 285
R:5"-GGGCACGAAGGCTCATCATT-3’
5 HEERZARAREC (1) WG R &

60 B F B 5 mL, JFRPUEE. (2) A1 10 mL .0
LIS mL IR I A0 A 0 25 U, R R 9% G T
AL HEHFET o Em B2, (3) K P01 800 1/min,
20 min, (4K OoEREEZEBEABSR TIEG, B
2 AT A B ] e B R )2 PBS TR 2 IR, M
T4k

6 MIEFE  BBER AR EUS , E 37C
5% CO, S L 700 BE 1Y) 200 35 3% 46 v 855 7 3100 0 K
S, A0 A0 T o T AR B 1 R D AN TR R 3 B
4 4 B AT ZS W, S5 2H A A g5 IR T
TRIE Ty LA I A 25 50) , &k B2 100 pg/mL, 4k %
Higt 48 h i FaLm

7  FIt3 Fl N-ras 3L K Fik
5 B (RT-PCR) 62

8 FLT3 HEHFEiA IEEIHEE ( Western blo-
ting ) ) .

9 GEiteEdr i AR A SPSS 13.0 Giit ik
PR AT G o0 M R R R 7 2200 # o

s R

R AT S - R il

1 441 FIt3 A1 N-ras Fe R R AR SR
M, 2 AR FRIEd L84 FI3 A1 N-ras 3
BRI (R 2) , ERYASRITFE L (P<
0.05) . XJHEZL Flt3  N-ras J R A ) BH P 8 35 28 PCR
P HEJE 73 BIAE 186 bp (131 bp {3 & AT % BUAR S 1 45
(E 1),

Fz2 HKYEFIBH N-ras FEHFLRREE (% ,x+5)
215 n Flt3 N-ras
X B 60 90. 78 +6.92 93.28 £5.54

72 S F M 60 38.18 +4. 50" 34.38 £6.69"
HRIE 60 65.57 £5.55" 59.42 +7.35"
LR 60 61.35 +6.39" 65.28 £7. 64"

T 5 X R A, TP <0.05
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Fli3 M 1 2 3 4 N-ras M 1
700 b
700 bp p
600 bp 600 bp
500 bp 500 bp
400 bp 400 bp
300 bp 300 bp
200 bp 200 bp

100 bp 100 bp

2

3 4 B-actin M 1 2 3 4

700 bp
600 bp
500 bp
400 bp
300 bp
200 bp

100 bp

e M A Marker; 1 AXTHRZ; 2 A3AFEALL; 3 MEIELL; 4 A
B 1 421 Fit3 1 N-ras JEP %k

2 K4 FLT3 P RBHE(ER3, K2) S5X
WAL L, 3 A 2y 2L By T B AR FLT3 8 1 3R 35 K
(P<0.01) ;545 TFR P &L, R IE 4 AL A4 FLT3
HPRBKOF B3 B (P <0.01) 57 3k 15 240 5 1 A0
HE, ZR LT (P>0.05)

F3  HY FLD3EERBHE  (KEE,x£s)
20 7 n FLT3/B-action
X 60 0. 8127 +0. 0284
#FEH 60 0. 4265 +0.0353"
ik 60 0.5396 +0. 0274* 2
il 60 0.5473 +0.0282" 2

VE B EL L TP < 0. 01355 35 R B4 g, 2P < 0. 01

1 2 3 4

L1 RESAIRALL ;2 AR ;3 AT AL ;4 % BRg]
B2 &4 FLT3 FAM:00

FLT3

B-actin

T ®

Flt3 5& Kl N-ras He K 5878 M Al {ifi Ras-ERK ( 4
HMES IR 1) / MAPK (22 245005 16 3 1 e ) 15 5
RS S e R Dl R N DR G B W 2 1 I o
f5E3 A AML & AL b oA B [ 4R, =5 78 3 i
ES AL G B A E R

HBE A, L JE TR AR Y . R B
RE VE TR R SO TR L i P AR S, A i
RGBSR PR B, A L A0 1 I
(9 R A AN AN it A0 2 4 34 A4 ] I A A 0 P 200 i
T R A B, S Al M A L o A R T R
5 o 20 R T R Y AR P 4 R Y A AL 2 —
1T 240 6 30 T 52 B I A LR 2 — o 2 AR BT
FEYAIT LG I — S 0607, i R R i ik 70 % '
g FR B 7 DR T [ A | g R W O T aE O 2

HHEE RKTS AR RKE R EL ERGRASR
B A, CE ) “MEITRZA, TR ElEZ
A7, HPEE KTS AR R 5 M, B4
£, LA AE AL Z U8, H A28 50) 38 B RS g R
JE” AR R, AR KA A H5E
TR IR DI R B 005 Bk , PR UK T, F W I 2 O
FEE) NG e HOREHE ", (AR B IE SC)  “ Fh i
WM E & H LK vl 7 BREE £,
e kb £ AT B 2 B, 5 3 5 R 0] gt i 1k ot 5 A= b 5E
0 I 28, BR RIS A I, SCREFR A . = 25 Bk ik
JaE 25 S FE B 0 DR, IR AR R M. AR e R P A
TE VB TS O T U PR O I AR RE T B, A
AKGE I, H R R 24 0 1% AT ] L 20 4 4
P& = AT 25 W 0F 1 I 95 40 L 7 A 403 4 AL AR I
RE 17, host 4 B R . 28 S0 3% B O T 8 i 4 i
BHELA 72 S W1, 155 1 0005 4 A 9 T2, 3X T B2 % T IR YT
L e 2 —""

WS X 60 ] AML 8 5 B 8 5 A 1% 40
Fli3 1 N-ras 5& R 3R 35 9 45 5 7w, Fit3 Fl N-ras 5
16 AML 83 RIRBHPE SRR & o 28 9 B4 A il 2
ffl F1i3 Fil N-ras FE R (1) 335 8 & FRAG, 586 E 41 B8
HILK2ZESFA G ¥ 2 L (P <0.05) , $kIE 4 5 540
ML ER TG FE L (P >0.05) , H ik nl AR
FLT3 1R KRKF, 4 SR B 5 H A iy 4k e 4 |
RO 4 L B, FLT3 1 R B K B B (P <
0.01), Mim KA 225 IR I BT AML $24L 7 5055
WA

% SR B O PR A0 S 1 I 2 A R T R] R i
TH FIt3 Fl N-ras FEF B RIK M F 557 FERERE,
T AML 20 Jf 0 30 P 1 58 0k S B0, 32 9% 05 15 5 0
TR BE 5 A4 H s T 40 il FIt3 F0 N-ras JE R RIEZ
[ A7 AE B VIR o AW GE S BT VE T 07 4 a5 A 470 i
I T 2, TR AT AR A P s B R R R 2 BRI T
BT A JECBR N 5, A v R 2 9 AR T B0 I s T A0 Y
BB AR T R R . s RIRIIT R — A2 T
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