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Pharmaceutical Care for Icotinib-induced Liver Damage in Patient with Hepatitis B Virus
FAN Rui', LI Jie’, LI Jing’ (1.Dept. of Pharmacy, Xinjiang Ninth Agriculture Division Hospital, Xinjiang
Tacheng 834600, China; 2.Shihezi Municipal People’ s Hospital, Xinjiang Shihezi 832000, China; 3.The First
Hospital Affiliated to Shihezi University School of Medicine, Xinjiang Shihezi 832008, China)

ABSTRACT OBJECTIVE: To explore the mode and role of clinical pharmacists providing pharmaceutical care for icotinib-in-
duced liver damage in patient with hepatitis B virus. METHODS: Clinical pharmacists participated in pharmaceutical care_forsico-
tinib-induced liver damage in a patient with hepatitis B virus, analyzed the cause of liver damage and suggested to stop taking Ico-
tinib hydrochloride tablet; Bicyclol tablet 25 mg, po, tid+Sodium glucuronate injection 0.266 g, ivgtt, qd+Polyene phosphatidylcho-
line injection 10 ml, ivgtt,qd for protecting liver; avoid the increase of liver burden induced by redueed glutathione; stopped taking
Sodium glucuronate injection and Polyene phosphatidylcholine injection and continued toytake-icotinib 125 mg, po, tid after liver
function recovered; stopped taking Icotinib hydrochloride tablet and continued totake Bicyeclol"tablet for 6 months after progression
disease. RESULTS: Physician adopted the suggestions of clinical pharmacists, adopted above treatment plan for 36 d, the patient
stopped taking Icotinib hydrochloride tablet and liver function index recovered to normal after 42 days. CONCLUSIONS: Clinical
pharmacists provide individualized medication guideline and”guarantee the safe, rational and effective use of drugs.
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BB R EE A B RN SR, 5 )E
R AR E A B AR A S5 R 4 1R LS AT
B, AR 3 FAF AT M A /NN A 98 1) 22 B A K DR a2 Ak
1% 52 R T A1 1) 7] (EGFR-TKI) , 240 (3 K P (CYP) F 1Y
CYP3A4A F CYP2C19 X, 5 WLAGAS KR oy A 436 Je 9% TS
BRI RS, BT, 2R 3~ LR B R
RIEAA 1240, #5 IR EE R IR B & 25 Piayr b, 20
i 25 1 247 P A 0y R SR I A AR TR I G B T AR L Oy
IR R TE BB R DN TS BRI T 2% 1R TR T 45 R 1 e
AR AR S 3 U A 5 o SCHR G G 1 I R
FE 52 EGFR-TKI G T 5 Je VR 7 HA ) & Az 2 9 35 PR 3L
JHR AT, T35 SR8 e S 15 RE B S 2 S 2 P0G B R L3R
TH o A SO A I R 25 0T 2 45 1 ) 2 T R 4 R SR
6T FH A 11 25 0 3 5 B R R YT S B A3 1 2 2 W A AR
I PR 25 VIl A T 24 2 W AP TE B i 20 WDIR 07 & Ak AR i
TER.

1 fRBIFER

BE AP, 40 % . BEARNG S #5717 2R S0 24 TORE IR
I3« 1o IR B8 5 TP R A% S Rt AL 5 s B 29
TR AN R . SRE T LR S 2l oA
R TT AR B ST B S R IV I, 9 SIS TR Ay il B
H b R R B BRI Y ) 5 6 iz A K IR 732 1K (EGFR )
R, 25 P T RE /s TR A R i 2 F (ALT) 18 U/L . R & AR
ZWF(AST) 26 U/L; )5 177 PO A is-HIen 15 3 ith 28 7 =24k
J7 W 2 B O RE AR bR WS . ABERT 1A A #8
TR CT 7 b (R FR B S, I ALk L 255645 s Pk
78 ALT 16 U/L, AST 28 U/L . Z B I 4% 95 75 I 480 % 05 4% R
(HBV-DNA) <.5.0x10* copies/ml; %5 T £h 2 152 %6 %5 J& ) 125
mg,po, id BLAVAYTY . A2 1D H G FA T F R 2= s —
R Je = B (AT faf 3R B ") 1112 52 A JH Pifig 7= ALT 39 U/L .
AST 48 U/L, k223 25 )5 583697 o Ja R Bk T AkDaiiR 5 47
ABio
2 AITdE

ABES LK, B E A U GE/R ALT 334 U/L, AST 441
U/L \HBV-DNA <5.0x10? copies/ml, ! JF-Hi 14 8% ik & A
BB MR BRI N A, CT B R L% . Bl
IRZGVTTE , 25 ALT  AST JH i il B 5 I IR e B e A o,
WCE 5 M EL R R e B JE A, TR 45 7 WA IBE - 25 mg, po,
tid-+H 7 R AMVE AR 0.266 g, ivatt, qd-+ 221 BB I I B 13 5
10 ml, ivgtt, qd fRIFIAIT o 55 3 K, B UG fin i J5 R 23 e H ik
s I A fR R DR I R 2 025 AR 25 Wit 22 2 1o i
JIE S, B AR SRR YT O 58 R ITR 4. 55 12 K, iF )
fE7N ALT 48 U/L AST 48 U/L, ¥k & 1E% , I R 24 Vil B 1 422
R TS TR M 1 S YRR 22 T i T Rl B, Wk R DR v R e
TRIT G BEINCR AN . 55 33 K, JHFEIRE/R ALT 31 U/L AST 69
U/L. %536 K, Jil CT 73 WURTHIUIE 22 & 4571 A5 1 I P Eh R %
SR AR YRR T ROREE 6 o 5 42 K T RE R
ALT 12 U/L .AST 26 U/L.,

3 itig
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i 58 3 TR A0 AN AN i R 2 i B A O, i HL S %
B A 0 B R G I IS PR s A I S A
FEYIAHCY B WA 5 SR 280 8 50 2 4F, i
VAR AR WL | & A I 5 15 HBV-DNA K- A 4 H
2y T S0 S A A 25 R R DL A v B 3 BB SR
P G RUESE . BRI RRIR R R S AE 2RI
TRYTJE HFUIREMR A I s PR R0 o 1 IR AR R IR v i e i,
AR HT AT T 5 DU I i JR A5 1 R AR R IR v B e AL 1
Jil I B B E G o W DR 24 T 8 35 i P 24 4 2 W VT
PG R SC RN (RUCAM) REECTTF5r e e b 8 4, H
S R A T 6l S i, R ) BRI EL A B S #E Y 24
o DR, G R 24 T X0 12 R 38 Sy 35 5 4 JE SO A 1 IRR ¢
FWIA RN WA TRE” . UbAh, B &R 5 e 1] 5 A
FH R 5 8 8 I () B A — B, TRk T 24 )5 T ) fg L1 IR iy A5
b, AR A T A= 4120 (WHO) SR FH I 24 b AS RS2, R SR P
FRUE, B R TR e R RN R E R E .

32 BRERRGHH

55 A e o S g P BELT S A AN R A 5 RS
SERE OG5 545 S, DT FH S 400 0 s 200 1 A=, TR
e ST /I 200 it A 28 EGFR G B8 1 2k L DA E3RY 7, H.
B e T e AN T 6 IR A R (2 A M AT 32 Pk
FOR RSO A5 R AWORT AT 386 1) 2 JER S I Ak 3R e s g AR i
RGN AT SRR 1%, 2R T ~ TR, K
TG L~A T8, 8 H N5, JoTT R AL L, vT B A TN
JW, Teo YL Z N AR 1% 2 BRI B 11 550 ( TKD) 25903697
B 3 269 e SCHK, O BE G X BRZH Y 12 SUBFST 326 T Meta 4047, iR
FEIPEA TKI 250 7E R iR YT i e VR 3k . 4553,
He52 TKUZ5WI6 Y7 1 5B 3 R A R PR i RURS: 22 /038 1 4%,
BERIN ALT AST K-F-THi , $&78 TKI 259 S5 43 vl g =
B AR MO A . Chen J 25U SE R IR, R B R &
CYP2C19.CYP3A4.CYP2EL fdchi AR5, 3= 2008 PR =9
A M20 \M23 \M24 \M25 ,M26; H:rfr, CYP2C19 1] F Mk i £5
JEFERN IR TR T, 51 R 25 R KRN s M20 \M23 7R P 2 3%
3G AT R S EUR IR 05 i IR . Rt AT, R
TR JE MR S HE R P R 56, 55 Teng WC 21 A
R TKI 259 69 3 P AR 7 0 w1 I A 43 B 5 1 4 ff 2y
R TS —5L.

UEAh, CYP2C19 i [H (1) Z2 251 7T g 5 3% 7 8 e U 4
H—E MM, Ruan CIEEPRFIE LB, T E 114132384 I
BT JE Ja R i 2y sl e UL R 3 AL CYP2C19%2
FICYP2C19%3, MO I 3214 CYP2C 19 L RUIR A543 A 4L
#1/%2 B * 143 42 A T (n=5) f*1/*1 4l T4 (n=6) , ¥ it
FHERRIZ T JE 600 m, TG IK LK 3 ml, I 2 8l 24 2
o BOREIR, AG TS G T M AUC 735y (14.56 +
5.31) ,(22.7 £ 6.11) mg - h/L (P=0.046) ; ¢ 53 51| H (2.32 &
0.49) . (3.28 + 0.48) mg/L (P=0.046) ; CL/F 43 %Il Jy (44.18 +
12.17) ,(28.42 £ 9.23)L/h (P=0.013) , Z R H G35 L.
SRR ST A 1 IR 2540 28 B R W AU 1) 26— S 2 iYL A%
BT BEE G KRR BUNBU , S5 20 S HER D |
BRI V1 B AT — 8 A DG s L F UL Ge AR AR 520, HL AR {g R
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NHEHEAT , 1T CYP2C19 Z2 25V X R TI 3R 55 e i1 /N 200 it
58 SR A DN ) 2 vk P R EAT TR 14 2 T R 7 S — 45
UESE
3.3 HFE

R T U BT D RE S 5 A5 IO R IR R v e
Fr T 45T RN R+ AT PR B R+ 22 W R T EL R K 5
TRIF . BUAMZE 2 RUR RS ) RE TR 1K AST \ALT, i 7E AT
0 2 1SRG 5 204 R T I 6 240 L A 52 DR 591, T
AR T 200 Y A 5 AR DAY T 5 R ) R Sl TG B Y M
WERRJ5 WEPRHETS o 300 I A e T R LA I A 2 D B, (ELAR
i OIS AE B HeBii i 4 28 30 K 25 W0 AR SC R A5 5 By
AR RIL(2014 i) ) , 30 JE AU e T 55 110 P T ) s
B HURALY , Sl PR 24 e SO B T R R D 25 W &
R, HAEHT 3P b i CR T 25 9 ] B 2t e 48 B2
Ui DAR A, 45 11 R S B A I ik o i PR 2 D A 5 2527
A1 3 I A LR R B A (R A RN 22 , S 4 11 S5
BRI AT, T 2 Jifr R AR B Sy — R FE RO , AR 1 BT Rk, T
IR 11 ME AT R B R AR, 515 S 25 W e T
13, W B N8 R, 5 AR o A SR S R
FRBEY), IR R ME A B . ZERRIT IR, SE T
IHREVRSZIEH e R 245 il 2 D506 355 A4 e DU B e 64> T LA
b E I ALT \AST HITHBV-DNA .

2y AT A0 i R 0 A R L s | B Ik e
e TG A BT W R WTAR o, S TERE AL e T T A
e IR I B B DX A, JE AR 54 2 BT B A Jh R A
", Manzano-Alonso ML 2" HFFEINJy , IR BT #577 £ BT
S R E AT B 2 DEHAEAL, B AR e oA
495 75 52 1l (HBV-DNA >2.0x 10" copies/ml 5 Z T T 4 i 75
e PTG BHE ) A5 il 5 2R A0 B S T e B A 22 BT A ALY T
T35, B ] O RS AL A AU DR 2R

2 B IR 8 S A JE SRR O I 11 R 24 Ui AR 4 78 2 i
AR 2 s ARG S B B A A R AR SO AR A A A 45 2R, A
FRUCAM 153 RGEMZY it AN RSO R SROC R VFREARUE , 73BT
JHAG 3 1) S DR 545 P T BE 2500 , TR RITEA YT U7 58 L sk S BB 5
o L 22 PR T 25 W B IR S 4E AR B 1 I PR 245 02 5 24 )
TR A2 W AN AT sk A A s A B I 2498 5, BRAE T
iYL A A IR RO
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