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Clinical detection of arsenic distribution in bone marrow and blood after As,O;
used for acute promyelocytic leukemia patients

SHI Rui-ping, GUO Shu-xia
Department of Hematology and Oncology, People’s Hospital of Zhengzhou, Zhengzhou 450000, China

Abstract: Objective To detecte arsenic concentration in the bone marrow and blood after As,O; used for in the treatment of acute
promyelocytic leukemia (APL), and to analyze the effects of arsenic exposure and exposure time on the body. Methods Thirty
arsenic exposed patients including arsenic exposure (13) more than a year and a half and those within a year and a half (17) and 28
non-arsenic exposed patients were investigated, investigated 30 exposed persons. Meanwhile, 28 patients with bone marrow and blood
arsenic concentration were compared. Seven exposed patients were randomly selected to compare arsenic concentration in the bone
marrow and blood by hydride generation atomic absorption spectrophotometry in the detection of bone marrow arsenic metabolites.
Results The arsenic concentration of bone marrow was (7.99 % 0.15) pug/L and that of the blood was (7.98 + 0.15) ug/L, with no
significant difference (P>0.05). At the same time, patients exposed to more than a year and a half, exposure to less than a year and a
half, and the control group were compared between any two by univariate analysis, # test method, and the results showed that difference
between any two groups were statistically significant (P<0.05). Conclusion When As,0; are used for APL, arsenic could reach the
bone marrow and to slow metabolism; Arsenic metabolisms in the bone marrow and in blood metabolism are basically the same, with
the extension of exposure time interval the concentration of arsenic shows a downward trend.
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J7 2P 4k 4 il (1 1L 9% Cacute promyelocytic
leukemia, APL) Jyifi, Hf3 THEHM S, KT
As;O5 TEAR A BARYT,  F= BT ILAE 1 S SR
AR, ARSI - BRI BE T A A B AR
THOL, NIRRT IS R .

1 #R5REZE

1.1 ##

L1 X% WERBLH 2010 42 %2010 4F 12
A AsyO5 (W IRV B RE R 22 28— B B il 2
J R ¥BITI APL B3 30 BihREELILL A 28
il RAE ] As,03 97 9 APL Hg AR A, P4l
BT e AT, FUW TS G2 5 b 30 fi) 5%
A B ARG REEN A ONE IR As,05 FFIRE
D)4 LL LR 17 9] 538 5 2 I () AE — 42 A
PR 13 91 . BENLAMIBCREE AL 7 4] 8, 6 3L
S5 L R FE AT R LA, b R R —
LA b 3, BRER LA 4 4. BERALT 30
4 B FAF AR S MA CKFT R + PR )
8L DA CRAF# + PR ST REiTT,
BT DA AR — AT S A B AT A
HHATINE RS s ARZ B4l 4 IR & MA 5§
DA A& IAT AT

112 WA SRS MG R, A
S SAIT AT R B R 2 mL S 2
mL B THEDBE N, RAAE-20°CORFE ARl
113 WA EGEE S CHARD B2 Tl
Btk REDE 99%). hiR (Abatibaiksng
WU, BV3 20, WiEbs (HAF 42 Tk
Btk R 98%), 8-OHAG ik &
(Japan Institute for the Control of Aging A7) ). MEAR{X
(Lab Systems Multiscan Ascented 23], ARG i 2
LML (Sigma AF]D, 721 BEEETE CLpE SR
SEAHATIRAT] ), ASA—2SP HUfh 447 FH wiy Ab #2
B AA—6800 AU RISt T, CA—1112
RIAHIKIEIR 2248 SRAF—16C BUHiiib". C—R8A
R TENHLIS B H A R A w4, B R
1.2 7%

120 BB MBACEE S I 2 BT 1 mL
f I 2 mol/L AL E 2 mL, 100 Chidk 3 h, 4
B 1 h A — k. L GAs). HIEEIRER
(MMA). LR R (DMA) 78 Bkt a3 e
JESANRAENAE . WG, 2541 B0 A& REFTE

i FH 2 B /KRR 22 10 mL AR BL 1%ERIR AT 10%
B B S s, A R i, T D Rl
SI RN A DU S e pp i 5 2, %07 i
JE 3 MBI AR 1 ng.
122 Geilsrbr JH SPSS16.0 Govh 4R Ahxt i i
AT HLIRTZR T 0 ¢ RS ATRCXT £ A o
13 FARRE

L 5¢ 11 24 393 1) A7 g e 25 1) o PACRE AR A B B
AN R MY
2 HR
21 BUHSMEPHRELTER

BEALREIBL 7 491 22 i 2 S8 10 B S 5 oty v
IR RE R EE I s 5 RS W R R (7.99 &
0.15) pg/L; iy b ik & (7.9840.15) pg/L,
XFPIE BATHCRT ¢ K, ER g EE X (P>
0.05). 7 HlEE R 7 BT, HoAh 6 B0 FE
RN BEJaE AT BT se gt bl K 1.

F1 705 EDHER MG ERKRE R LR

Table 1 Arsenic concentration of bone marrow

and blood in seven patients

BH FHIR S /(ug L)
G IR
1 2.32 2.30
2 2.24 2.40
3 2.40 2.44
4 1.98 2.03
5 2.63 2.43
6 2.46 2.54
7 41.88 41.72
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