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Therapeutic drug monitoring of cyclosporin-A after the first heart transplantation in GUANGXI

XIONG Feng-ying, WU Min, WU Hong-wen, LIANG Chen-fang ( Department of Pharmacy, Fourth Affiliated Hospital, Guan-

gxi Medical University, Liuzhou 545005, China)

ABSTRACT: OBJECTIVE To develop a method for determination of cyclosporine-A in blood after the first heart transplanation in

our hospital, and analyse the relation between dosage, clinical effect and concentration, finally to develop a best curing scheme.

METHODS An HPLC was used with cyclosporine-B as the internal standard and detected at 214 nm. Determinate the patients blood

concentration of cyclosporine-A and adjust the dosage in time. RESULTS = The patient is still alive with a good life and the blood con-

centration of cyclosporine-A was under well control. CONCLUSION HPLC can satisfy the demand of general clinic determination of

blood concentration of cyclosporine-A.
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1.2.1 @4 SHIMADZU-C 4 ( 10pm,250mm x 4. 6mm)
S HTAE s IR 68°C s Kzl k4 O 214 nm; ZM5-FRE-7K (61 2:
2,V/V), i 1.4 mL « min ™" @R R AR 20 pL.
1.2.2 MUFRAbEE Ta23 5 IR 24 A ECE K 3mL, T3
Pk, . 78 10mL B ZEBIE A I R CsB 4
10pLs JEA TmL 421, FEHIA 0. 2mol L™ NaOH ¥ 1mL, J
A1, 5 A Smin J5 0N SmL & Bk, P35 1min, &0 10 min
(30001 * min "), W EHWIIAN S —REF, T 60C/KAHET,
AR EEE, RN 0.05 mol + L™K 5 Z B IR AW (4
6) 100 WL ¥, BN 400 L IF CpEdkik, B0 Smin, BUF 2
W20 L BEFE
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18. 08min, 77 RAF (1173 B I, I 55 L o 10 2% 068 23 B 4

TAEA AP A CsA X B, AT H WK B2l 52, 104,
208,312,416,520,1040 ng * mL ™", T2 B AR 20w,
F541.2. 27 Wb ¥R . DL CsA/CsB IR W THT B LU X6 CsA R B 3R AT
&Pk R A, 13 5 F2 y = 0. 002327x - 0. 019, #Hx R % r =
0.9995, %7 I ARML MM FE 4y 20ng » mL ™'
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Fig1 HPLC chromatograms of CsA and CsB
A ZEfAE; B A CARERAE 1. WA CsA 2. FRFE A

A blank human blood; B human whole blood with CsA and CsB; C blank human whole blood with CsA, CsB standard
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B AL 5 i, M H A Z(n =5) HW2Z(n =5),RSD
YA 10% .

Y0 1 4 L 7 A0 T T B AH Y T i b CsA K2R 104,
416,1040ng * mL. ™" IR S, 356 1. 2. 2 7 A0 BE, S 5 25 9
CsA X R i ELRERE I &, 85 AL (n =5) o 40X [m] i 652
YWRET 75% . W& 1.

F1 A CsA %X EREK RSD(n=5)

Tab 1 The absolute recoveries of CsA in human whole blood( n

=5)
W ng © mL~! [ 2/ % RSD/ %
104 79.4 5.6 7.1
416 84.2 +4.4 5.3
1040 87.3£2.9 3.4

7% 11 4 L 71 A8 TR ol B AH 2 T I CsA R4 104
416.1040ng » mL~" (R il 3641, 2. 2 7 A HL, 0 e 45 SR FH b
M2 77 TS, SR HADRF a4, I 2.

F2 AP CsAM AR E K RSD(n=5)

Tab 2 The relative recoveries of CsA in human whole blood( n

=5)
W% ng « mL~! [Ffe /% RSD/%
104 94.7 £3.9 4.2
416 103.6 +5.7 5.5
1040 99.2+2.8 2.9

2 LEEREEZE MAKE
DR, 4,54 %, T 2003 4E 8 H 29 HEEAT O I
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Tab 3 Dosage and concentration of CsA
) o P 5 Cor R

/ng * mL
30/08 CsA 100mg, Bid; ¥ JE#A 25mg, Bid; 58 0.5, Tid  134.9
31/08  CsA 100mg, Bid; ¥ JE#A 25mg, Bid; 3% 0.5, Tid ~ 85.7
01/09 CsA 150mg, Bid; & JEFa 25mg, Bid; 52 2% 0.5, Tid  237.6
02/09 CsA 100mg, Bid; & JEFA 20mg, Bid; 3825 0.5, Tid  472.7
03/09 CsA 100mg, Bid; 3% JE 2 20mg, Bid; 37 0.5, Tid  411.9
04/09 CsA 100mg, Bid; & JEFA 15mg, Bid; 527% 0.5, Tid . 133.1
05/09 CsA 100mg, Bid; ¥k JE#2 15mg, Bid; 5% 0.5, Tid ~ 208.7
06/09 CsA 150mg, Bid; & JEFA 15mg, Bid; 5820.5,Tid  116.0
07/09 CsA 150mg, Bid; & JE#A 15mg, Bid; 527 0.5, Tid ~ 355.9
08/09 CsA 100mg( 51), 150mg( 1) ; K JEHA 15mg, Bid: 5% 0.5, Tid  618.0
09/09 CsA 100mg( ), 150mgC#); %k B fA 15mg, Bid: 52 0.5, Tid ~ 562. 8
10709 CsA 100mg( i), 150mg( 1)+ ¥R Je A 15mg, Bid: 552 0.5, Tid ~ 177.0
11/09 CsA 100mg( ), 150mgC ) s K B HA 15mg, Bid; 567 0.5, Tid ~ 292. 4
12/09 CsA 100mg( 1), 150mg( 1)+ ¥R JE A 15mg, Bid: 552 0.5, Tid ~ 240. 8
13/09 CsA 125mg, Bid; & JEF2A 15mg, Bid; 532& 0.5, Tid  204. 4
15/09 CsA 125mg, Bid; ¥k JEAA 15mg, Bid; 33 0.5, Tid  200.9
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SEIG 25 AT, IACH 0. 2mol « L™ IR BT« ATy vk b3
B AR5 ot Sy 15, DU JE A, T CsB AR A, AR 488D Lo
55 LAt Ty v AH L AT 17 008 DR, 50 v A v S A5 4, T L
HRH R CsA MIGPR A, 3 i B 97 i d
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