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( . 2.2 AILL NF pro BNP
X20060810) 30 mg*m™ =d” ' x (2~ 3) d : 11 ALL DNR
, , NFpro BNP (162 £27) pg/ni.,
( : , I=CN, ) (53%11) pg/ mL, ALL NF
50 mgekg ed”', 2~ 3 , 14 d; pro BNP (P< 0.01), {Inl
LDHI CPK-MB (P
1.3 DNR >0.05, 1) , 11 ALL
2 ml, , DNR NI-pro BNP (194 +
-20C NE pro BNP 38) pg/mlL, (51 £10) pg/nil.,
, Roche ALL NF-pro BNP
DNR ECG (P<0.01), cI'nl LDHI CPk-MB
Tl (LDH1 CPK-MB) (P>0.05 2
1.4 + (x 2.3 ALL NF pro BNP
s) ,22 ALL DNR NFpro BNP ¢I'nl
t s LDH]I CPK-MB (P>
t \ 0.05, 3)
SPSS 10.0 2.4 ALL NE pro BNP
5 DNR NEpo BNP (12 =*
27) pgml, (1% £38) pg/nil,
2.1 ALL ECG 22 NF-pro BNP (P< 0.05),
ECG . ¢I'nl LDH1 CPKk-MB
(P> 0.05, 4
1 ALL NE pro BNP ¢Tnl LDHI CPK-MB (x=*s, n=11)
NE-pro BNP( pg mL) ¢Tnl( ng mL) IDHI(U L) CPK-MB(U L)
53E11 0.04 0. 02 44423 916
162 £27° 0.06%0.03 45%24 9t6
55 L5 T He 40 P< 0. 01
2 ALL NE pro BNP ¢Tnl LDHI CPKMB (x*s, n=11)
NE pro BNP(pg mL) ¢Tnl( ng/mL) IDHI(U/ L) CPK-MB(U L)
5110 0.05%0. 02 44%23 9t6
194 £38° 0.07 £0. 03 47%25 9%7
5 47 AT 80 P< 0. 01
3 DNR ALL NEpro BNP ¢Tnl LDHI CPK-MB (x*s,n=11)
NE-pro BNP( pg mL) ¢Tnl( ng mL) IDHI(U L) CPK-MB(U L)
51£10 0.05£0.02 44423 916
53E11 0.04 0. 02 44 %23 9t6
4 DNR ALL NEpro BNP ¢Tnl LDHI CPK-MB (xxs,n=11)
NE-pro BNP( pg mL) ¢Tnl( ng mL) IDHI(U L) CPK-MB(U L)
194 138 0.07 £0. 03 47%25 9%7
162 £27° 0.06%0.03 45%24 9t6

b5 3408 481k 5© P< 0. 01
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Effects of levocarnitine oral solution on the plasma N terminal pre-
brain natriuretic peptide levels in children with acute lymphocytic lew

kemia treated by daunorubicin
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ABSTRACT AIM: To explore the value of N-term+
nal pro-brain natriuretic peptide (NF-pro BNP) in d+
agnosing the myocardiopathy induced by daunorubicin
(DNR) and the more effective cardiae- protection drugs
by investigating the changes of the NF-pro BNP levels
after administrating DNR in children with acute lym
phocytic leukemia. METHODS: Twentytwo children
with acute lymphocytic leukemia who treated with DNR
containing vincristine, [~ asparaginase, prednisone,
were randomly divided into two groups. The therapy
group received |- CN as the cardiae protection drug and
the control group without protecting heart drug during
chemotherapy with DNR. The level of NF-pro BNP in
plasma was measured by immunoassay before and after
using DNR and the cardiac troponin I( ¢I'nl) and cardi
ac muscle enzyme( LDH1, CPKcMB) and ECG were
detected before and after chemotherapy. RESULTS:
The level of NF-pro BNP in plasma was increased from
(53%£11) py/ml to (162X27) pg/ml (P< 0.01) in
the therapy group afier chemotherapy and which in the

control group was increased from (51 £10) pe/mL to
(194£38) pgmL ( P< 0.01). There was no signifi-
cant difference in the level of NF-pro BNP before che-
motherapy between two groups. The level of NFpro
BNP in plasma was lower in the therapy group than that
i the control group( P< 0.05) . The improving cond+
tion of the level of NF-pro BNP in the therapy group
was better than that in the control group after cheme-
therapy. There were no significant difference in the
ECG and ¢Tnl and ILDH1, CPEMB in two groups be-
fore and after chemotherapy. CONCLUSION: NF pro
BNP can be served as a good indicator for DNR-in-
duced myocardiopathy. Compared with wnirol group,
the improving condition of NF-pro BNP is obvious
treated with levocarnitine.
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