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KT p - Akt kKT R E A X, 7 5 PTEN 3k 0k 5 RIS 76 Bk LA I8 #% 5 01 (6. 58% ) CD160 ik, 5 51y 4 )
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(¥’ =130.51,P <0.01) , PO WPER I /37 B 7% ,CD160 7E CLL th i USRI g 97. 80% , 4 51y 90.79% , HERA BE Jy 94.61%
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Biological Characteristics of CD160 in Patients with Chronic Lymphocytic Leukemia. =~ Chen Baoguo,Gan Linghong ,Li Boli,et al. Central
Laboratory, Department of Hematology of Affiliated Taizhou Hospital, Wenzhou Medical College, Zhejiang 317000, China

Abstract Objective To investigate the expression of CD160 in chronic lymphocytic leukemia ( CLL) and its clinical signification.
Methods Twenty — two healthy control, 91 cases of CLL and 76 cases of B cell non hedgkin limphoma ( NHL) were detected for CD160
expression by flow cytometry, and PTEN and p — Akt were also analyzed from CLL patients and control by flow cytometry. Results Most
of CLL patients expressed CD160 positively (89/91, 97.80% ), compared with healthy control with CD160 expression weakly positive in
only one person (1/22,4.5% ), and the positive rate between two group had significant differences (y* =89.38,P <0.01). In the same
time, we detected a decrease in PTEN protein accompanied by an increase in phospho — AKT in CLL patients, and data showed that
CD160 expression positively correlated with phospho — AKT and negatively correlated with PTEN protein expression. In lymphoma group,
5/76 (6.58% ) patients expressed CD160 positively, that included in 4 cases of HCL and lcase of splenic marginal zone lymphoma
(SMZL). All patients of mantle cell lymphoma (MCL) were CD160 negative. The positive rate of CD160 expression were significantly
higher in CLL patients than in lymphoma patients (y* =140.06,P <0.01). Apart from CD23 and FMC7 differentially expressed in CLL
and MCL, significant differences (y° =130.51,P <0.01) of CD160 expression were observed in the two groups. Diagnostic test by four-
fold table analysis showed that CD160 expression sensitivity in CLL was 97.80% , specificity 90. 79% and 94. 61% accuracy. CD160
high expression in CLL patients was not associated with clinical prognosis in this study. Concluson The higher CD160 expression gener-

ally in CLL cells would be helpful for the diagnosis and differential diagnosis of CLL.
Key words CD160; Chronic lymphocytic leukemia; Mantle cell lymphoma( MCL) ; Phospho — Akt(p — Akt)
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31 Ay 2 4 i A L 98 (MICL) 48 f3i] , B 41 M 19 il s ( HCL) 4 5], 0%
TR ELIR (FL) 15 5], 9k 4 3% 40 B bk 4988 (LPL) 5 431, 4t 30 2%
Ik EURE (SMZL) 4 i, 5B 4k 112 {5, 4 o4 56 4], i % 4F i
37 ~78 %, ALAEHE 61 % o AW B AF G E R CLL A
NHL 2 bR o 22 4 fil FE X B8 A1 J I A 10 6 5 B R A,
P13 4,7t 9 & A 32 ~68 %,

2. FERK AL EE: B 1eG, - (PE FITC 5§ APC) ,CD20
- FITC, CD10 - FITC,CD23 - FITC,FMC7 - FITC,CD25 -
FITC .CD38 - FITC,ZAP - 70 - PE, CD5 - PE, CD22 - PE,
CD1lc - PE Kappa - FITC Lambda - PE .CD103 - PE .CD138 —
PE .CD19 - Percp IlJ [ 24 € BD /A7, CD160 — FITC Iy [ 3¢ [
eBioscience 4\ ], PTEN — FITC . p — Akt — PE $i &y [ % H
Cell Signaling Technology 23 & . [ 52 7 ( Fix buffer) . £l i i 38
%57 (Prem Buffer) Il F 3¢ [E Caltag 24 &), ¥t X 40 M { FACS
Canto Il 5 5% [E BD 24 A 7= i o

3. bR A ARYT BRSPS R 2 ~ Sml R AT
WE 6 BB A Bl AR JE I 3ml EDTA 18, 8 8040 55 B0 4% 40 iR
(MNC) , AR B35 2% vh 10 ) B AN ML B 9 1 x 107 /ml i1 B 41
it B A5 T o

4. Bog BEHURSRIC S 24 BT : (1) CD19 = Perep/SSC %
B R ELANMLTT, 4T A BT R  ak . (2) MR B R AR I s o
Fi CD19 — Percp i 17 40 f 6 e 5, 7 [ 8 R, 4 Ml N
ZAP - 70 .PTEN . p - Akt Kappa , Lambda $ A& 3 fa , H 1k J5 3%
FAR R L] AT o X 40 i AR DIVA B 35 BT 43 A
10000 ~ 60000 /> ¥ k% 40 Mg . (3) 45 5. CD160 ,PTEN  p — Akt
MBI A 2 3RR,CD38 LL=30% K HM., ZAP -70 Ll =
40% , H CLL 4 g f11E % B 20 i i) ZAP -70 MFI tL{H =2
PR S HAPR IR =20% Jg BT

5. Ge il 05 N A SPSS 130 BT 40 BT o B Skt
T ERE T ES KR, ZAP -70 CD38 FHME41 584
CD160 ik /K F H. %%, CD160 .PTEN . p — Akt £ % B 20 F1 CLL
M RIK LR B BRS04 M(P, 5 ~ Py, o) 3RoR, T Mann
~ Whitney U %%, CD160 7£ CLL Il JK 43 1 o ) 2R 35 K F L
BHZ A FEAR BN Kuskal — Wallis Fk: F1 A %, CD160 |
CD23 \FMC7 7£ CLL I MCL Ay B4 % L6 R B A o 7
K, CLL 4 CD160 ik 5 PTEN Fl p — Ake &35 (1 AH &4k
R H AT, CD160 76 CLL H i) i2 Wi 8 1 U 4% 2= 1
LW T, P <0.05 N2 SAGH 22T L,

& R

1. CD160 7 fg JE X BE 35 B bk I 40 M o Y 3%
3522 5y fik HE T B RE AR b A L B B 40
CD160 FEEHHE KN 1.45% (0.45% ~4.13% ), H
B CD160 FHYE 1 1, 5 4.5% . 200 1IE % B2 B 40
CD160 FHM: SRR .

2. PTEN 7 CLL 1) 35 1k . 22 il {g & X B8 PTEN
ML K 75.44% (51.87% ~86.44% ), 91 i CLL
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B ¥ PTEN [955%H 35.26% (12.15% ~87.40% ) ,
MHEZEZRAGITFE (U =5.12,P <0.01) ., XM
AT B~ CD160 ¥E CLL H 3k 5 PTEN 3Kk 2
FI2%(r=-0.50,1=5.48,P <0.01,% 1),

%=1 CD160.PTEN.p - Akt ZEXt B4R %1 CLL iy

%it7qutt$§[ M(Pz.s -~ P97.5) , % }
21 51 n CD160 PTEN P - Akt
X 1.45 75.44 1.3
f@RRREXT AL 22
(0.45~4.13) (51.87 ~86.44) (0.45~2.03)
57.14 35.26 54.41
CLL 4 91
(6.87 ~90.55) (12.15~87.40) (15.06 ~87.22)
U 6.93 5.12 7.25
P <0.01 <0.01 <0.01

3.p — Akt 7€ CLL (% 3R 35 : 22 {5i] fi e %of B p -
Akt [ FIEZFE N 1.3% (0.45% ~2.03% ), 91 ffi] CLL
B p - Akt [ 355 % K 54.41% (15.06% ~87.22% ) ,
MEZERAGI ¥ EX(U=1.25,P <0.01), KM
Mr i R CD160 7£ CLL ik 5 p — Akt i35 5 1EM
X(r=0.93,:=24.14,P <0.01 35 1),

4. CD160 7E/> B ik I 40 i fi 983 H 79 235 : 91 44l
CLL ®# v, CD160 B tE 89 i, |5 97.80% , ik & T
Xt HR4L, 2 T A G E R X (x' =89.38,P <0.01), 76
bk R s L5 9] CD160 BH M, /i 6.58% , 4351
4 5 HCL, 1 5] SMZL, CD160 7 CLL H 1% BH 14 %5 5
FHkERE, 22 R A G L (' =140.06,P <0.01),

5.CLL 5 MCL # % & A bt 4. 91 fi] CLL
CD19 . CD5, CD20, CD22 ¥ [ 1, CD10 ¥ [ .,
CD23 #7 88 i BH %, i 96.70% ., FMC7 4 18 i [H
PR, 5 19,78, B B I K A R Al A 2 24k 22 1k Cy-
clinD1 B[ A st i A A B R L t(11514) %
48 il MCL 7 CD19 ,CD5 ,CD20.,CD22 ¥ fH %, CD10
I ., CD23 A5 12 | fHM:, 5 25.0% , FMC7 4 46
BIFATE, 5 95.83% . CyclinD1 ¥FH 1,43 41 41 Jfd 35
ek A A 1(11514) 5594, 5 BIRAER AR Hr. b
R BN, CLL 5 MCL f i & 7 22 57 3 %2 CD23
5 FMCT7 1 FH ¥ # K [W], CD160 78 CLL 5 R ik,
MCL h AN FREG B T W& 52k (£ 2,8 1),

%2 CD160,CD23 FMC7 7 CLL #1 MCL gy

PREZEE B[ n(% ) ]
215 n CD160 FHM: CD23 fHE FMC7 FH
CLL 91 89(97.80) 88(96.70) 18(19.78)
MCL 48 0(0) 12(25.0) 46 (5.83)
¥ 130.51 80. 04 73.16
P <0.01 <0.01 <0.01
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6. CD160 7& CLL Hf i 45 S 1 | S0 B8 AR I 1) 32
Or AT - 2 DUAS K2 W PR ISR 23 AT 2k, CD160 fE CLL
TR EE O 97.80% 45 SRS 90. 79% |, HER EE
94.61% , FHYETIAE 92.71% , BAPE U 97. 18% ,
FHPEISR I + LR = 10. 62, BITEMIAR L - LR =
0.024, $&75 CD160 7£ CLL 2 Wi h A — & F M 18

7.CD160 5 CLL IIfi R4 #A i 5% & AR 3 Binet I
PRAM,91 45 CLL wh, A 35 52 {31, B 41 23 4], C 1] 16

i, CD160 7 3 I 1y ik K 2 7 L4 it X
(H=2.12,P>0.05,%3), %] CD160 %ik/KF5
CLL Il R4 656, $2/m H 5 CLL BilJ5 Jo % .
8.CD160 5 ZAP - 70 ,CD38 (1) % : ZAP - 70,
CD38 J& H % b/ AR CLL i 5 fo e £ R bR i, H
FHME B3R /R CLL B G RIS 825 . A4l 91
fi] CLL 1 ,ZAP —70 A4 30 i, 5 32.97% ,CD38 [H
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% 3 CDI160 7£ CLL Iifs R 43 B By R ik 7k TF b B
[M(Pz.s ~P97.5) s Yo ]
I A 73 34 n CD160
Binet A 52 56.64(7.09 ~88.16)
Binet B 23 59.68(28.87 ~89.75)
Binet C 16 47.21(9.83 ~91.39)
H 2.12
P 0.35

21 CD160 fy 2Rk K- 22 7 LGt 22 5 3L (U 5390
0.79.0.02,P # >0.05,3% 4), /5 CD160 ik K
45 CLL i il J5 oK

%*4 ZAP-70.CD38 fHiEZH 5BA £ 2H CLL CD160 &)

%&it7k$tl:§2[M(st ~P97.5) , % }
215 n CD160 U P
FHE2 30 60.63(1.07 ~88.07)
ZAP =70 0.79 0.43
B4R 61 56.32(23.05 ~93.18)

FHPELL 35 58.02(1.14 ~88.04)
CD38 0.02 0.98
B4l 56 56.74(22.95~93.67)

5] it

CD160 J& —Fi G528 BR 2K 11 FE 16 16 NK 40 i 32 1k,
Ji R T A R UL ( GPY) i o S 1, HL 8 P v F
e fh 1q42. 3, FEFRIATE NK 4 0RI40 i 504 T 40
O HE T IE 5 Bk 40 i 1 EBV #24L R Bk £ 48
ML ZEIE AR FE 0, CDI60 [ 2k B T e 2 A% 3
g4 MHC T 264 1, i 1k PLLK/Akt F1 ERK {55 53
H AR E NK 20 R 40 B 30 T 4i i 4 1L -6 (1L -
8 IFN —y TNF — o, /% A 40 il 3 200 o i Liu
4 % B CD160 76 CLL H %5 I 40 Jif 30 3 75 2 3
RAM 255 2 B, CD160 43 F E i p — AKt Bel -2 3£
ik e CLL 40 a4 47 , F PLK #) 7] Wortmanin I
Ly294002 BH )5, p — Akt 3§ /D, caspase — 3 #4115,
PR ES CLL 40 M08 1=, AHF I8 4l 25 3 o, fa Ji
X HEAL AR I B Itk EL 40 e CD160 JE AR ik, 91 il
CLL # % CD160 & 73k, CLL B # PTEN & (14
X HRZH 3R B B A1, p — Akt 3838 B0 B 4H (B 3% 4
B AHCHESN T R, CLL B3 CD160 3£ ik K F 5
p — Akt KK R IEAH K, i 5 PTEN 3k K- & i
MK, ERg5 R, CD160 4+ 5 PTEN - PILK/
Akt {5 538 6 15 AL B VA 56, T RE S CLL 40 i A= 47
FR TP WA A G

Farren 2% 4t %, 600 ] CLL # 3% 1, 590 i
CD160 fHYE:, (5 98% ;32 f§i] HCL & 3% 100% FH ;34
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il MCL |5 5 BIBHYE , &7 15% 5145 ]34 B ik 2
21 it 348 A= e BB 23 BIRHAYE , & 16% 5T IE R B
T 40, £045 CD34 7 CD19 ™ K 4 HE 34 B bk & 40
Ml CD160 ¥ ANFik . ARWFFLAH LR W x,91 i CLL
BEH,CD160 FH: 89 f], (5 97.80% . 76 i B itk
2 M pk 2 8 3 LS 5] CD160 BHE, 5 6.58% , 41
2k 4 ) HCL, 1 f5] SMZL, {H 2 48 fji| MCL i35
CD160 ¥Jff ., CD160 7£ CLL H g FHPE R & F B
R ANk R, E R A S E R L (P <0.01), 22
5] {gde e Xk HE ZHL A0 ) i B bk B A S 1 5] B A HL ARG
Feik, 5CERIE S5 R A — 3, X IR, CD160 X
TEGPE B bk B4 i b 2R 05, A B TR R ME Bk
EL 24 L e o

CLL 5 MCL ¥ % s 2L/ B ik EL 40, B &5
AL WA AR — E W ME , 20 i 33t 1% 27 A6 A 12 W 2 i, U
AN A G sie R By B Ak A e 5 B VE ] . L A
CLL 4 % 32 %1 54 CD5° CDI19* CD23* CD22* CD20*
FMC7 ™ cyclinD1 =, 8t % MCL 4 % 32 % % CD5°
CD19 " CD23~ CD22* CD20* FMC7 * eyelinD1 * . i &%
B 22 5% F 32 CD23 ., FMC7 . cyclinD1 FiEAF, cy-
clinD1 H {4 J6 AT 5 1) it 2 0 e 44, 32 2 0 FH 4 92
g U A e Sy TP o 1L I W I L i W | 1
CD23 \FMC7 [y 3R 355k % 5 CLL #1 MCL, {HJ2 Il IR
ORHLR CLL  MCL o338 36 78 28 8 3 B, SCik itii
CD23 .FMC7 7 CLL I MCL ' &5 4 3R i) 58 X
PR AR 91 i CLL f % rf 21 {51 5 S R 5 A
(3 5] CD23 FAE, 18 5] FMC7 FHAE) , 5 23.08% ,{H
CD160 ¥ Ry B, 48 5] MCL 55 14 5] 524 gt 74
FA (12 f) CD23 FH PE, 2 @i FMCT B M), &
29.17% ,1fii CD160 ¥k P M. ik, CD160 # %t
YA #L R CLL Al MCL HAT — 2 193 . DU #E %
2 W PR 5 40 AT 7R, CD160 78 CLL iy S5k B oy
97.80% , ¥ S PE K 90.79% |, HEH By 94.61% , [
PEFUM (H 92.71% , B PE DA 97. 18% . 45 2R ik
— B ESE CD160 76 CLL 2 W f L 2 W b A
9 1E

CD160 5 CLL IIfi JK 43 i i) ¢ R W% , AR #% Binet
IIfi IR 53 ,CD160 7£ A B C 3 i 1 i) SR 3E 7K - 22 ¢
TG it L (P >0.05), L4, ZAP -70 ,CD38 j&
CLL 5 g8 AU AR L, H: BRIV 2 38 0035 i DK o 5 48
%, A4l 91 fi] CLL ", ZAP — 70 FHM: 5 32.97% ,
CD38 PH: i 38.46% ., ZAP - 70 .CD38 FHPE4]L 5K
PEZH CD160 YR B KV 22 7 G it w2 L (P ¥ >
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Purification Technology of Total Flavones from Herba Agrimoniae. Bai Fu,Zhu Lihong, Liu Xiaoli, et al. The Medicine College of
Shaanxt University of Traditional Chinese Medicine, Shaanxi 712046 ,China

Abstract Objective To optimize purification technology conditions of total flavones from Herba Agrimoniae. Methods By using
macroporous adsorption resin and taking the total flavones content as evaluation index, we research the resin type, diameter — height ratio of
resin column, concentration of sample solution,velocity of sample solution, eluent concentration and eluent amount respectively. Results
The optimum purification technology conditions were as follows: the type of macroporous adsorption resin was D101, concentration of sam-

ple solution was 0. 15g/ml, velocity of sample solution was 1BV/h, diameter — height ratio of resin column was 1: 10, eluent was

FEGIUH PRV A HoE T R4 RIS H (091C018)
YR BAAL 712046 RRIH , B VY Hh IR 27 B 25 2 e
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