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Research progress of use of antiepileptic drug in patients with hepatic and renal
dysfunction
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Abstract: According to the pharmacokinetic characteristics, commonly used antiepileptic drugs (AEDs) can be divided into major
hepatic metabolism, major renal excretion, and a combination of hepatic metabolism and renal excretion. For patients with hepatic
dysfunction, try to choose AEDs that are mainly excreted by renal, such as gabapentin or pregabalin, or evaluate the degree of hepatic
dysfunction, and reduce the dose appropriately. For patients with renal dysfunction, choose AEDs that are mainly metabolized by
liver, such as sodium valproate, carbamazepine or lamotrigine, or evaluate the patient's creatinine clearance rate (CLcr) and adjust the
dose according to the CLcr. For dialysis patients, supplementing the dose after dialysis combined with therapeutic drug monitoring
(TDM) is helpful for individualized treatment. The selection and dose adjustment of AEDs in patients with hepatic/renal dysfunction
should take into account the degree of patient's hepatic/renal dysfunction, drug metabolism characteristics, combined diseases,
individual tolerance and other factors. During the use of AEDs, the monitoring of drug interactions and adverse drug reactions should
be strengthened and combined with TDM to improve the effectiveness and safety of clinical application.
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Table 1 Hepatic metabolism and renal extraction of three kinds of antiepileptic drugs
‘ Rtz L ST NI 2T
PUBINZ Fi% two/h  Val(Lkg™)  P/% o )
1 7 S 7
FEZ A
KRR 70~100 6~17 0.1~02 5~15 B-%4b.UGT1A6.UGT1A9.UGT2B7. <5% JH 2 A 1) 771
CYP2C9. CYP2C19
FLPEFE 80 12~17 0.8~20  75~85 CYP3A4 (F%), CYPLA2. CYP2C8 <1% JF 2T 75 5711
Pr¥i=ms 100 12~60 0.9~13 55 UGT1A4 <1% &
FEZ AR
JnEmTT <60 5~9 085 0 ¥ >90% FD
WHEAL 90 5~7 05 0 I >95%
JHF 1 Ui V7 ok
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CYP2E1
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PIHER, SR =8, RO PR E 245,
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e o B G N, 70 P e R R AL R A, LR
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POHIF P RN A M 2GR FETH s tue AT REK S
70 hi, FrLl s =R 5HAMA YA N, R
W R
2 FEZEHEHAIERZY
21 MMEBET

B T A T S A 5 S0 T B P
Tz, HAERMUEIMAIESG, A& N-
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RAE B RAE I BT, T 3~12 %
JUEE P PR AR R B 7 e e mE T A= 48]
HEE<60%, fEMPASEALSE, JLTFEEE
R ENEHER. MEST T EE R A BE
FEEREA R R0, H CL/F RIS WLEF AT 24 h L
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BT B R R R A B () — 2R 254 LA AL
Aot 20 41 i 505 S T TSR AR (R I, 4 A
WAk, HSRME IO RANG I v-2 T RZ RN
TER, kBRI 1 R, SR 24 G2
Ja, AR B 95%Lh L, 0.5~4 hiA Crax, L
WERAGEHEN 45%~60%, tp N 72~144 h, &
A 3~5d, JL#E N 1.5d2], 48%~65%17K 2 EL %
FEFFIEACEE A 2 PRSP =), 25 B4R
My EFN CYP2C9, NI ZiBEHE 37, 25%HIAE
bb2z UL R A 28 JRAEE, B b5 253k E N 10~ 40
po/mLRA, 76 THEEAS 42 B3 R L te 2B, H2
10 B E DRe A4 B Pl Re AL A B AN, I
WENTEE 4 /NI ATTERR 20%~50%1027), 24 h %
M Al R 40%~5000[281, 71 If 3% bt sk IR A& AT Je
Al AT BN SR . BT RSN E ML259K
WA B Fhl e MALII A 257 5. BRihs Z iF
A BE PR E 2 mfEn, STHA
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BRI, >4 BRI WERATE 2P
1BIT, X RARAERINIREZE R A To Rk, b pk kit
F=XMANm MR T, BAR PP R ATRZGY), 1R
S it J5 7 A R R VR B R el 10-7R R AT A
YR IETURORAE s 10-F AT 4B BB LU R A ek
WA FERE BN IR (29 96%), A 3%%
FEA RN TC LG HE PR XGR SE AT AR Y, R PESP
3¢ 38 A 458 %40 40%, 10-F2 FEAT AV tyn N 8~
10 h, FEEEDPEF, HXF CYP450 B IAHI<PER
%, RAERZGEE S-S50, 2990H BAE R E2, ft
FARIREE, 10-FR AT BERS Cler /AR ME
KEHR, EEBEINAEAS (Cler<10 mL/min) H
FH, 10-FREEATAEYIN ty2 18 19 h, B AHELE
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mL/min) HE R HE TR, EHEE A%
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THEFR IR E T %, IR RefRidE—2mb,
EEXEEHTI RS, B A CER
33 AZhimiE

Fr CHr I JE T e R SRAT A, T IS U
N2, JEPEPE R RO EE R, SR A
(PR B 2 1456, WIS R 0 IR IR T R 5
PUBIRTEA . 2015 FEIT A, HTHRAL 4 %
DA &) LB i B o MR AR N 243897, 1T IR Y
AN PR K B N T BN RN ) L 38 80 5 0 ot
PERIA TR A, A 0] SET7 RO R A1 22 4 1R
Je CHIVEH O RS 2, WROBGRGE, AR BRIk
95% LA b, YIS R, HA R AR
F%, 1.3hIE Craxr AEMIKEALES, Va 0.5~
0.7 L/Ikgo 7EMNABEREE . NN B35 . LB
SR A AR R TP tue 73 N 6~8. 6~8. 5~
7. 10~11 h. 34%Z M IEAERRCS, 66% L5 A%
B HEHEME . 7R ThREA A A, I e B, AUC
BEE B DhREFEIRTIG . B EERA S EHE S
gz E AL, H AUC Z988hn 2 1%, R,
L EEE IhREA 4 B3 [Cler 20~ 89
mL/(min-1.73 m?)], CL/F T F% 33%- 50%. 66%!35-%6],
B IR BE A E AL DER, HTEFEAN
ZEEIRE T, FTHEARWE Cler MR, £
JRINVARIIERENT B # T, H CLF 2R AM
30%, *F 4 /NeFIBGE AT AT IEFR 50%245%, [RIILAE
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R EN D ReA 2B FE T, o R
R 258 R Z50m, T YRe A4 B i A
AT TR AR . B E RN S
HEEFEE DR AR EE T, TR LR
AN H F AW YI0) t A1 AUC 3850 2~3 %,
CL B#fkZ) 50%, Bt LAIX IR NFFI A 24 v 3H 157
B EARYE Clor 7B,
3.4 FEMLAEE

FEMLES & —Fh B A IRREA IR, BT
JTIE U2, AT T PSS AU A A Y 2
YRIT IR MR SOBUN 25 S AE T e T . H
HUMLE HANBR A, o] RERIALE A B AN, FHT
P2 T RF 82 b T B RO A R TG, 3G
GABA i GABA SZIRHIAIZR , INom & 21 ML
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H8 SR ] FpORK e 22 326 R P 0L, FE TS 1 AR
TRIH, A= ik 80%, I3 25 11 454 AR (9%~
17%), ti2 N 20~30 h, ZATE CYP BN S
TER, FARMIFEEATERE, RS T §E52 )
W 24515 S AR, 20%~40% L JE AL R &
HEMEAN, SIS E R DhREAS 4 2B 3 P AR 7T b,
SR EEAL, IR EHEN CUF TR
22%, (HXFFIhREA AR EA . R A T
FRUA, R EE R RS, 2K

FEHE N 30%. 7EAN[FIREFE I B DhReA 42 S rh 2 3))
PO RRE, 5IEE S Dhie NBEAHEL, Cler 30~
69 mL/min. CLcr<30 mL/min B CL/F 43 &
55%- 69%, tiz 4374 55, 59h, BIhfE AL
772 SR D 50% ~T75%. 11 28 R M B9 L 02 Hr
(R, &4 /N ILBGENT, FEMEES 1) 259 5
N BE 50%, KT T A R IEAT S A AR =
3 RYUIIN 25 LE B ThRe A 4 58 35 rh 77 2 2
RN 2.

R2 MERAYEMSHENERNTIERELSR
Table 2 Dose adjustment regimen of three kinds of antiepileptic drugs in hepatic or renal dysfunction

P JFTIREA B IhREAS AR BB, ARAE Cler 1%
SN 24 45E 60~89mLmin?  30~59mLmin?  15~30mLmint  <15mLmin? LRI EN
FEZ AU
kR EA, > 15~60mg kgt AHEEE iR K NENE WEA AN A &
Prilees 2. 3kt 18 133 AT I AT B
2, VAR 24
WS, 2GR JEE M
RGP bR 400~1600 mg At A S FH i AN FH 1 NNk
2. 34l
PE=HE E/bFIE 200~400mg  BRZHGE, A Sk HdE, EA e Z Hdis AN A R,
THH i 2434 B
FHEAETER
nEmET EFIE 900~3 600 mg o 200~700 mg 200~700 mg 100~300 mg  [] & 14 I ¥ 1% #r J= b
2. 3Wd? PR/ 1k d? 1R 4 78 200~300 mg
LWHEEEM LFME  150~600mg/d  75~300 mg/d 25~150 mg/d 25~75mg V) & A 5 AT IS
2. 3%k d? 2. 3w dt 1, 2,k d? 1kd? Fh7E 25~150 mg
JH 5 XE i
HROZ A, W 60~240mg/d R EE, EA SR, A ez HdiE, o I AT I T RE
& 2. 3%k 4t TEH W24, TE ) BRI
2k gt 3% T A 5 5% H
Je 0 50%77
WARPEF st=HdE  300~600 mg 300~600 mg /b 50% B = HdE = HE
2k dt 2%k dt
Lk JbFIE 500~1000mg  250~750 mg 250~500 mg 250~500 mg 500~1000 mg dt, [d]
[ 2 gt 2 gt 2k dt 2k 4t B ML W0E AT S 4R
T 50%HIFI =AM TS
FoMtEE A FIE 100~200 mg 50~100 mg 50~100mg 50~100 mg ) & 1 I O AT S 4R
2k dt 2k dt 2k d? 2k dt 2, JEBLENTIG % &

*h TSI 50%
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