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KPR =BT SHEEGG2; 4 En g nhid

AR, MU Ak 223897 B T 3Rk R B2 E it 2y
(MDR) H /32 Mg a7 v il —A~ 22 m) @, %+ MDR 41
T B A F LRI SRR |12 A e B PR 25 40 ik 20
S, SRR R T 45 A FE 2 B 1 (ABC) B SR 11— B i 63 4n
ABCG2 ( 8, BCRP) . P % 1 (P-gp 5% ABCBI1) 5 MDR #& ]
(MRP1)7ET 254 id #52 MDR ) F 2 FNM, ABCHFE
TRAEANERE (13 FER (A5 2RI 255 MHE B AE AR M 1) 22
BRI A FEMDR. T ABCG #4128 R, HF ik
A PR 5 ABCG2: R — AN oK MRS A 8 — 1
GRS IR, FREFEZE 1. ABCG2 B e FLE AN
Fk MCF-7/AdrVp FRAGIN 3™, 35 5538 3 254 FUK it = R AR 1
(ATP)FH-FIHBEE KN 255 . JEF MDR B9k, Sk
ABCG2 ¥FHaE IR A& TR K . A0 “ABCG2”
“ZHT 257 2 N SR A B JL AR P E AT T
e 2 PubMed HH 122 (SR Ay AH S N B DL SC) , X i 3k A
P SCHRAEA T & B U 2 F 437, il 2 255048 ABCG2 %) MDR [4E
FH . ABCG2 [ ZRIB R K ANl 2538657 , AT A 25T & KR AR
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& — CAAT &R LA T CpG 5 i XAy Spl 7 . i3
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PATRIFSE , e DA 24 () e i AR h ABCG2 JE R P38 (1 HL
Tl s 7RG e B K FE TR (50~ 100 nmol/L) Y1 i 24 119 SF395
FPEACA bR P, SO (R T ABCG2 JE R s SR A 4%
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TEZiE 2014 4E5S 25 454 2 )

o 3K RERE WA T 1208 165 110 e i St 0 ) 50 A0 Y 2,3
il (MEK) i 550 e BEL s 33 S i 20 B0 4 . sk 3= KR I &
EGF /)5 ABCG2 F ik il A549 Fil SPC-A-1 4 g X} J gt
W H MR A TR 24 5 X B AR L B B4, HaA o EGF
PR i BRI N ABCG2 ik , ;X AT VE FHE— 20 5% i 1 o
I g s 24 L O T 25540 . DRI, EGE W] 4 B e 25 4 5
REL T 22 Bz £E K TR 732 14 (EGFR) {5 5 776 5258 6 WA T 306 25 Tif 25
4.

4 ABCG2 5Tizauist
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i E B8 AR RE(VOZ) EHA R R 692525 7 X F (2R Fe 8kl i3 ) 54k 2,35 3] (TAC) 25 4R B 04 3 v A2 AT 3
At A A EAR R ALE] . Tk ST LR R TAC 69 I A5 M ARG 35 B £ B B VOZ 36 J7 i £ AT )& , TAC 4k M 2543k
FEWg A, 2R AKIE 2 VOZ i TAC #9739 5 F (co) 4 18.6 ng/ml(13.1~24 ng/ml) , ¢/D % 12.6 ng/(ml-mg)[12~13.1 ng/
(ml-mg)], 2 IR VOZ 5 TAC B4 A 25 8F TAC 49 o 4 7.2 ng/ml(5.8~9.4 ng/ml) , co/#F B %] & (D) # 18.5 ng/(ml-mg)[15.6~24.8
ng/(ml-mg)]. 5 IA A AT, Ak E VOZ 1 TAC ) c/D3Em T 641.2% , 2 R VOZ M4 4F TAC 49 c/D 38 % 7 994.1%; &
MR VOZ B4 &2 JA B TAC %9 ¢of/D Fe# kil iE VOZ B A B A B3 T 47.6% , 454 T BH ARG &5 £ 8 A VOZ 577 M ¥ 5, TAC
WY RANF V3L AT EFRER , AR AR T T Z 4 EAF R G AL b VOZ A7 )T I Fe 1 38 & 49 CYP3AY/
CYP3A5, 1 TAC 89 2h Wik B R 5 FH %5 5 VOZ #hk 4 25 77 XAar, @ IR VOZ 356~ 2 i TAC LA 43 64 £ ah #) A .

KEER R RvR EEE] AR EAR R AT A AL B 2 AR

Case Analysis of Drug Interaction of Voriconazole and Tacrolimus in Liver Transplant Patient
WANG Chao', ZHANG Yi’ (1. First Center Clinical College, Tianjin Medical University, Tianjin 300070, Chi-
na; 2. Tianjin First Center Hospital, Tianjin 300192, China)

ABSTRACT OBIJECTIVE: To compare the effects of voriconazole (VOZ) in two different modes of administration (oral and intra-
venous) on the concentration tacrolimus (TAC), in order to investigate the mechanism of the interaction of the two drugs. METH-
ODS: The concentrations of TAC in a patient after liver transplantation before and after taking VOZ. RESULTS: The median trough
concentration (¢;) of TAC was 18.6 ng/ml (13.1-24 ng/ml), median ¢/D was 12.6 ng/(ml-mg)[12-13.1 ng/(ml-mg)] after intrave-
nous infusion of VOZ; the median ¢, of TAC was 7.2 ng/ml (5.8-9.4 ng/ml), median c¢/D was 18.5 ng/(ml-mg)[15.6-24.8 ng/(ml-
mg)] after oral dose of VOZ combined TAC. Compared with drug combination, ¢/D of TAC increased by 641.2% after intravenous
infusion of VOZ; that of TAC increased by 994.1% after oral administration of VOZ. ¢/D of oral dose of VOZ combined with TAC
was higher than that of intravenous infusion of VOZ by 47.6% . CONCLUSIONS: The patient after liver transplantation, points out
the principles of TAC use: i.e. 1/3 decrease of the original dose isn’t suitable to treat pneumonia, and highlight the importance of the
individual administration. The mechanism of drug interaction has been also pointed out: i.e. VOZ inhibits CYP3A4/CYP3A5 enzymes
in the liver and intestinal so as to increase the concentration of TAC significantly; compared with intravenous administration of VOZ,
oral dose of VOZ combined with TAC has high bioavailability.

KEYWORDS Voriconazole; Tacrolimus; Interaction; Liver transplant patients; Drug-metabolizing enzymes
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