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Cyclosporine A Blood Concentration Monitoring and Its Impact on the Efficacy of Aplastic Anemia Patients
in Our Hospital
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ZHANG Xiang-lin(Dept. of Pharmacy, China-Japan Friendship Hospital, Beijing 100029, China)

ABSTRACT OBJECTIVE: To analyze the monitoring data of cylosporin A (CsA) blood concentration in aplastic anemia (AA)
patients and explore the effect of CsA blood concentration monitoring on clinical efficacy in AA patients. METHODS: A retrospec-
tive analysis was carried out to analyze clinical data of 69 AA patients receiving CsA treatment and 395 cases of blood concentra-
tion monitoring data in our hospital from Jan. 2011 to Jun. 2014. RESULTS: The average blood concentration of the 395 cases was
(185.85 + 173.42)ng/ml, including 146 cases (36.96% ) in the target range blood concentration. There were 23 cases (33.33% ) in
the target range blood concentration and 32 cases (46.37% ) below the lower limit in the first monitoring. There was no significant
difference among proportions of reaching the target range of different ages in the average blood concentration (}*=0.669,v=2,P=
0.716). According to clinical criteria standard, 27 cases treatment failed, 7 cases equally curative, 21 cases relieved, 14 cases
marked improved with total effective rate of 60.87%. With the classification of blood concentration monitoring times, effective rate
in patients at 4 to 10 times was significantly higher than those of below 3 times (%*=9.482,v=1,P=0.002). CONCLUSIONS:
The pharmacokinetics of CsA varies in different patients, and blood concentration monitoring can improve the effective rate of CsA
treatment on AA.
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1.2 MEFE

15 FH 5 [ Abbott 23 vl 1) 5 Fe f ik G 88 43 B AR Cs A 1
& RS GRS S ATkl i CsA 25U
1.3 HERE
1.3.1 CsA HARMZEMREE S R0 E s S i (R A b
T IS W 5747 F6 8 ) (2009 4F 7 ) F HP AR S 24 2 il 44
S EM PR AE BRI AL M2 WA YT £ ZALH) (2010 4251
A AA FBE Y CsA HARIMLZG BE 72 4 150~250 ng/ml.
1.3.2 JFECHIERRME  ARYE FRIBIT IR E N L IR T
T AR AT R T BRI THIE . AR A ST A
MAERIE 2, LT 2 A (Hb) B PEE 120 g/L Aotk 110 g/L, A
A4 (WBC) ik 4x 10°L ", Ifil /M (BPC) 35 100x10° L', 1
ELL KRB K e FUAN U AERIE 2 Hb J ik 120 g/L
ZPEk 100 g/L, WBC ik 3.5%10° L' 2645 , BPC WA — & R 1
i, K5 34 A i R s gk ek b A s B S 4D < B IR Y I AE
IREF A5G AN, Hb B8589 AT 1A P LK 30 g/L L
B R RBAERR 3N 5 08 L0 iRTT A SER I B IR B
B, i B IATA @ S A B S 3 A
14 FitZFFH*E

K SPSS 19.0 Gu it B 4443 b b B A1 5 d o PR TR R)
DLGECRT B A B b A T G R, DLy K36 A 22 Sk s R R %
BT + s FET L, UL oI i 22 bk . P<<0.05 R
SHEAG R
2 #R
2.1 BEMER

69 32552 CsA I 29k B W 1) AA R, LW il 243k 1
395 U, AW v £ 5.7 W, 34 L 24 ¥k (185.85 £ 173.42)
ng/ml, P, 201k 29 4(42.03% ), Wil 165 ¥ (41.77% ) , “F-14

W YR KRy 5.69 YK, -3 1ML 25 v B (175.71 + 142.67 )ng/ml;
P 40 1511 (57.97% ), Wil 230 ¥k (58.23% ) , SE-X5 Wil vk 5k 5.75
W, M2 B (193.12 + 192.46 )ng/ml, T ST REAS #4656 25
TSR W A W RSO 1 2536 i 25 R B e S T2 8 X (r=
0.126,P=0.900;/=0.984,P=0.326) ,

EHGT T AGEE N B ARG (2014 4F R 214F)
) AA R BIEOR CsA I 24 e B W VR B (DL 1), &2 B
CsA ML Z5HR B AA R B BRSO A5, WD Boms A5 36
SR W R BOEEA AR 3R A -

F1 TEEMHEMNTRTL

Tab 1 Changes of monitoring frequency in different years

AEGy BB W cEC TN
20114F 28 98 3.50
20124 37 105 2.84
2013 4 36 132 3.67
20145 1—6 H 20 60 3.00

22 AEEREEENOLARES

69 il #5395 YW INZE e SRR B4 0.6 ng/ml, iz ¥
FEH 2 078.2 ng/ml, —FAH2 3 463.67 1%, WEFL T 150 ng/ml
19184 Y% , 5 T+ 250 ng/ml 119 65 ¥, 150~ 250 ng/ml [ 146 ¥k, 4k
T HERTLHI 47 36.96% . 69 ] E h AR /NE 168 ek
H85% . 156~44 4 A 23 4], Wil 126 Y, Wall 25 SR AbF H A%
T P Y Ry 43 1, 1 34.12% 5 45~65 4 J8 3 25 i, Wil 134
UK, W45 A0 F HFRE BB N R 52 1K, 1 38.81% 565 % I L)
A 21, W 135 Y, W25 Ak F BRI Y R 51
W, i 37.78% o ' KB4t AR, A W) AF I B S8 A i 25
Ak F HFRIE RN B B 22 5 JE e T2 T L (' =0.669,v=2,
P=0.716), ANFAFHBEHA I CsA M2 M0 L3R 2.
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Tab 2 Distribution of CsA blood concentration in different age groups(x+s)

<150 ng/ml

150~250 ng/ml >250 ng/ml

i,y B WU PRMAKE e/l e T g U el TR L, %
15~44 23 126 195.50 +£223.82 58 46.03 43 34.12 25 19.84
45~65 25 134 194.57 +157.97 59 44.03 52 38.81 23 17.16
>65 21 135 168.18 £ 125.77 67 49.63 51 37.78 17 12.59
A1t 69 395 185.85+173.42 184 46.58 146 36.96 65 16.46

2.3 BEERIEN CsA MZARELE RS
CsATE NN 2 sl 2 R 25 57K ORI 22 56 4 LK 1.
2 AR SRR ARV RN o ASHFSE 9N ALK 69 1 s 35 Bk
AV iy 24 3% AR T ARSI R A A 23 8], A 33.33% s (T H
FRIG T BRI 3241, 5 46.37 % , 25 T B AR v L B 1)
B 2.3 . B UK CsA I 2496 BE W45 SR o0 A L3¢ 3.
R3 BXRCAMBGRELRNERSf (XLs)

Tab 3 Distribution of initial CsA blood concentration moni-

toring(x+s)
1M 25 R, ng/ml % R, % IR EE  ng/ml
<150 32 46.37 79.03 £43.15
150~250 23 33.33 199.43 +26.04
>250 14 20.29 490.25 +306.17

2.4 CsA MZ5iR B MR £ 7 5 320
PIAGETT I 69 B AA FEE ARSI RCH e AR IE , B S0
P HWRYT TR BB L 27 ), S A VA AL 7 1), S 21 5], BH

B 140, B RO R 60.87% (W 4) . HiE IR M 253
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BE W BT Wa IR BOTE 3 Tk B2 LA T 1 s 3 4k 28 43 397
AR IE 1L, A 8RR 39.29% 5 WK BUFE 4~10 YA 10
WL B 5 543 R 29 1611 12 61, A 3k e 43 iR 79.31 % il
66.67% . ¥ K 4E F LI, &4 2 [l A WoR 22 5+ B 4t
275 Y (' =9.786,v=2,P=0.007) ; i — 2 (1 W ] L4545 1
IR W EAE A~ 10 R A A AR B3 3 T 3R L
R (=9.482,v=1,P=0.002).,
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Tab 4 Relationship between monitoring times and efficacy

TS —
WM ﬁg;;f‘ e RIS STk, %
<3 2 4 5 17 39.29
4~10 4 12 7 6 79.31
>10 1 5 2 4 66.67
A1t 7 21 14 27 60.87
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T AR5k 0.5/10 5 ~0.7/10 77, T s 24 0.7/10 J5 ~
0.8/10 5™, H LW 5 i ANVE A, 2 ) R RR LRI B A
TR g Z N R RER & AA. T AARRRHLE, BT
L2 NG P AR Lo s e o v LB e N e W Nl 1 B N
SR AA RIRI FEELEHT, E, R CsA BIIERNE AT
AA, E N AMYIGTTIE R 40K CsAVE N AA BT Y B L 25 2
—, AN RIS HLIE 52 CsA VA YT AA BAT BRI 5.
CsA J&—F & 11 ANEIERR PRIk 2 AL &9, HAT ARS8 1
FEVTIIRE. T CsA MBI 2= JRITHREUIR 2y i Ak
255K, A B2 ) GO 2 R 5, R 2
AP EA 7 I 24 e P WA B R 7 sk, DD BE I SO A A

20114F 1 H —20144F 6 H , 3B A 69 Bi{H H CsA1RYT
M AA BE AT T 25 NI .l FHuM AR An ik 2 1 A
1 51 50, HR CsAJEIAIT AA M E 2258, 69 Il Lkt T T
395 UK CsA Il 24 e FEE Wl , 55 1 £ P £ 3 A9~ 349 il vk 50D
S I 2 B 25 R G X, R R TR 2 vk
FEWEI B AR M TG 28 5% T3 A0, 4 4F 18] AA FR3E W CsA
1245 % Ji5 1) A BSORR ST AR B AR A A, R R B s Ui
C 2R B 1 25 ¥ B WA MR B VR . RBE 2%
T 20 40 80 4R R L 2 T 1M 24 3 B Wil T4, &ad 30 &
AR R BT T I T S e A o R BT 24 | 2 Rt
AH DG PR 45 16 Fhkar 3t O 38 3 5 0 AR 2 U 9 3 e X iR
FHUATHZEE TR M2 B W TAERR L R e T 2
WHAYT G IRI T AL

CsA TEM P W 43 AR HEI A R4 B Bk
AMME2E5, B2 HAWN R . S mHEs dE AL Rg
ey E R A 235200 CsA YW, i I ReIE 0L & 97 250
AT R 22 25 T 2 % Cs A A8 5 H ot 5o 5 7 A S
PRI, AR AR i 2 BB 2 SR 3 1 24500 =, {8 Cs A I 245 ¥k FE A
FHARERE N . ASKBFIEN AR 69 Bl &, 1047 23 il i
BB R M 285 SR Ak EHARE Y, BAR T HARE N R A AR
FBGI TR PR A T I S U 2 B R R 2 P
BERIEFE ) T AR R A 25 o BRI, i 249 A AT
LU AT AL, AR TR0 096 U3, R i BRI Cs A it
PR L MR Y . AN, T EY AR B
IHRESE N R AR, K37 00 CsA I 253k B 25 5 B ol , 75 2
iz W 25 TR AR . AR YR ST B 395 WK W 25 SR L X 146
RIS AL T ARSI, 15 36.96% . i H., & MERBf#
W25 SR 4 H BRI LAY BB 3 AR — 30, 1508 CsA 119 1 245 vk
FEAERS AP B2 Z R R, I sh K, A4 B dB o
A7 B3 3 W i 247 SH R R 24 7

AN AT FE 1 69 191] AA B3, CsA TR YT 30 Hy 42
B, AT BN 60.87 % , BEAIL T HH S SCHRR 1B 1 25 5L, vl fig
LRI i R E R IEIT A G NG E SR T LA
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Hh, CsA I 2% B2 W R 5 R B AR I v LA — 7 A
K, WEIVEE 4 DL BB B E A RCR B35 T 3 e A
THY L IX R, BRI CsA M 24V BE | R N R 3R] ot
i 1 25 BEAEAFTE H AR L A, A5 B T2 55 CsA X AA Bl R
ISP R ARIESFE R BIETE R EMIE 13X i, A AT TR RIS R, 22
CsAVRIT Y AA R, I 24 R 32 Mg A3 vy, 7 0B
I, U CsATRYT I AA SR RE S AL I CsA I 253
JE | oI AR B AR ) 4~ T d UL S A 7

L5 BAR L CsA IRIT 9 AA JBE LA B 2459 13 Wl

BRIt R 25 25 07 SR B AR R B A BRI 25 vk
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