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Backgrounds : The expression of the MDR —1(multidrug resistance)encoded P—170 glyco-
protein(p—170)and CD34 have been well known to be associated with drug resistance in
AML(acute myelogenous leukemia). P—170 and CD34 expression in AML have been report-
ed as unfavorable prognostic parameters separately. :

Methods | P—170 glycoprotein expression was analyzed in correlation with CD34 expression
and clinical response in 15 consecutive patients with de novo acute myelgenous leukemia
(AML). They were measured with flow cytometry after direct and indirect
immunofluorescence staining simultaneouly.

Results :

1) The positive rate of P—glycoprotein and CD34 were in two of 15 patients(13%), seven
of 15 patients(46% ),respectively.

2) One of two P—170 positive patients as compared with 7 of 13 P—170 negative patients
achieved a complete remission(CR), which showed no clinical significant difference.

3) There was no significant correlation bettween P—glycoprotein and CD34 expression (r=
29, p=0.28).

2 ERe ol gRANATL ATHE o Fol7 AY.



404

g ¢ 109

4) In de novo acute myelogenous leukemia, there was no case which expressed both P—170 and

CD34 simultaneously.

5} P—glycoprotein and CD34 were not expressed in acute promyelocytic leukemia group.

6) Cytogenetic abnormalities did not show any significant difference in the rate of P—glycoproten

expression, CD34 expression and complete remission.

Conclusion ; CD34 and P—glycoprotein in acute myelogenous leukemia were independent parameter

in this study. Further investigations are warranted for clinical implication.
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Fig. 1. Distribution of mononuciear cell in light
scatter plot.
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1. CHaEIRL L] oY 2 2%

AR @2t 59, A2 10go g, ol 4o
HEXE 164 -67TA(F%A 44)3. FABER
of g £3¥E M1 19, M2 19, M3 49, M4 41,
M5 29, M6 390] Qlth(Table 1,5).

2, P—gtchyy, CD342} sl

4 F9 0¥ AT CDM YHEL 46%
(7/15)0l 2, P—eh) FAHEL 13%(2/15)9 21,
CD34%] Id&L BT 196%(1.1-988%), P~
ol o] W &L PH#105%(0.1-64.5% )% c}H(Table
1).

CD34, P-4 f5o w2 Faf &l
Wes7E Aol BAHQ o= A TH Table 2).

Table 1. Patients Characteristics

No. sex/age FAB CR (25;03)4 P(_%IZO
1 F/22 Ml + 557 1.6
2 F/54 M2 + 29.1 1.0
3 F/41 M3 — 94 122
4 M/16 M3 + 4.1 9,5
5 F/23 M3 + 1.6 3.0
6 F/24 M3 - 9.1 2.9
7 F/70 M4 - 3.4 2.2
8 F/67 M4 — 14 261
9 F/69 M4 — 22.6 2.7
10 M/40 M4 + 25 645
11 F/36 M5 — 988 05
12 M/59 M5 + 1.1 0.5
13 F/37 M6 + 26,5 161
14 M/56 Mé — 11.6 3.6
15 M/53 M6 + 148 125
mean 196 105

Table. 2. Clinical response of patientis according
to AML blast cell phenotype

P-170 CD34
Neg Pos, Neg Pos,
CR 7 1 4 4
No CR 6 1 4 3
P value NS NS
NS : non significant, AML ; acute myslogenous leu-
kemia

Table 3. Clinical response of patients according
to AML blast cell phenotype

P-170/CD34
Neg/Neg Neg/Pos Pos/Neg Pos/Pos.
CR 3 4 1 0
No CR 3 3 1 0

CR : complete remission
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ofAjol Fold P-wgehdll A& Zo] B d&
1H = 181 (Table 3).

Table 3. Clinical response of patients according
to AML blast cell phenotype

P—170/CD34
Neg/Neg Neg/Pos Pos/Neg Pos/Pos.
CR 3 4 1 0
No CR 3 3 1 0

CR : complete remission

P—goiwlst CD34 7] d@4E & 7 8N
tH(r=0.29, p=0.28)(Fig.2).
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$eg Rug v g2, Gellerse CD34 49l
4 274 983 A= 78 24 (intensive
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YRl FAHz Zog Kol P-170 gohy F
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24 FFA4 98 )M FEH=AE R1z g
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AX 34 T4 48 A & Y4de
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(Table 3).
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Table 4. Distribution of cytogenetic abnormality
in relation with clinical response, CD34,
and P—170 expression.

fﬁﬁf‘fﬁl‘; Total (D34 P—170 CR
None 10 5 2 5
£(15:17) 2 0 0 1
others 3 0 2

Table 5. Expression of P—glycoprotein, CD34
and clinical response according to FAB
cllassification.

Ml M2 M3 M4 M5 Mé

No of patient

1 1 4 4 2 3
CR 11 2 1 1 2
No CR o 0o 2 3 1 1
P—gp* 0 0 0 2 0 0
P—gp” 1 1 4 2 2 3
CD34* 11 o0 1 1 3
CD34- 0O 0 4 3 1 0

P-—-gp : P—glycoprotein, + : positive, — : negative
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