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Abstract: Objective To explore and analyze the adverse event signals of the IDH2 inhibitor enasidenib, providing reference for safe
clinical medication. Methods The adverse events of enasidenib from August 2017 to December 2024 were extracted based on the
FAERS database. Signal mining was carried out by using the ROR, PRR, BCPNN, and MGPS, and the occurrence of adverse events
was analyzed. Result A total of 3 280 reports with enasidenib as PS were screened out. The reporting countries were mainly the
United States. There were a total of 65 positive signals of adverse events, involving 14 system organ classifications (SOCs), and the
involved SOCs were mainly concentrated in various examinations. The adverse event signals with a relatively large number of reports
include death, fatigue, nausea, off-label drug use, etc. The adverse event with the strongest signal intensity was differentiated syndrome.
The adverse reactions related to enasidenib mostly occured within 30 to 180 days after medication. During this process, in addition to
paying attention to the adverse reactions mentioned in the drug instructions, potential new adverse reactions such as thrombocytopenia
and decreased physical ability should also be vigilant. Conclusion Enasidenib also has potential therapeutic value for diseases other
than acute myeloid leukemia. During the clinical application process, it is necessary to be vigilant about adverse events not mentioned
in the instructions to reduce the risk of medication.

Key words: IDH; enasidenib; death; fatigue; nausea; differentiated syndrome

ERZRBIGIA R, FATERIEAR  JL&E SH IDH WA, ngmhd 3 Fig~4: IDHI.
(IDH) 7E4HB AR it EEAAEH . NRIERHF IDH2 #1 IDH3. IDH FRAF KL 075 20% 1) S 58 &R

ks BHA: 2025-03-17
TEEENY: RER, &, WEHFdE, M558 MBHE . E-mail: 18893713525@163.com
“EBIEEE: R A, &, BRI, #EE, HFFU7RA MBI . E-mail: chenggu029@]163.com



FAHBFEH 202546 H RS Y3

Drugs & Clinic Vol. 40 No. 6 May 2025 *+ 1535 -

L7 B ARG, Hodr IDH T R AE %N 6%~ 16%,
IDH2 RAFFH Ny 8%~19%, IDH3 1R/ K A oA,
IDH2 %A% fa 22 e R AT IR I A . o [ — 1R
(0-KG) WIEFThRE, FEIRTHE o-KG AL REUE
(1) 2-§23E K — R (2-HG) MIThAE.

S48 AT e BT iEAN R, IR AR T A
AL I PR B AR U SR () 2 e gg o A —Fb
i B TIDH2 F 550, J8L 7 P n] e ik 4 ) IDH2
AR, HE T 2-HG AR BT TR R 40 B )
FRRUt. 2017 £ 8 H 1 H, HESMAHEHR
(FDA) kit B~ 1597 IDH2 RA8 ., &R
BRIAMRER A M. 1 I & 239 ] IDH2 RAZ
1) 1 PR & 1 s SR o T R RS VT
WIRARTFFE (NCT02677922) 458K, HRAMEE
BHMTEEME (CR) A 193%, BUWEME
(ORR) N 40.3%, A AA7mT 8] (OS) SN 9.3 M H,
1 4F OS K 39%2, 5 1 T 22 A Il RIIT
WIRIGAAZE T 199 44 IDH2 RABNE KRR &
PEBE R A RN B, S RE RS ED 6 4
HIEIT G, 19% M EETEIAR T 5wt A
FLE 0T FDA A R FHAE#RE :240 (FAERS) H B P
P A RS AHE S T2 5 00, NIRIR A2
MRS,
1 &SRS
1.1 HEkKIR

LRS- BARZ54), A8 B bn 259 1E 32 H
(1) b T[], s R I [R] 1 BN 2017 4 8 H—2024
F12 H. DIERAYIREH % “enasidenib” MR
i 4 “Idhifa” NEE R &K, BiL OpenVigil 2.1
(http://openvigil.sourceforge.net ) 7t £ f5 & 1. B 7&
FAERS # 4 % b 3k B BTG 78 T E IR EE 25 )
(PS) WIFTAA R FfH .
1.2 BUBFREL

i R EA21A ) (MedDRA 27.0 fi)
MIEEARLE (PT) ¥R B R AR A
B FAE B AT AR UL AL, JEIRYE RS s B
7 (SOC) ¥ PT AT
1.3 HIELIESHEES R

KA # ] ROR 4. PRR 7. BCPNN 2
DA K MGPS iEHATA RS SR 54248, rf
THEIEET LR VIR (3R 1D ROC Vifmfar
WA REUES; PRR ZHEIIN E K ERAG AT
SERDHTIIIT 2 —; BCPNN JEAE N —FhdE T4

&1 EEBIKEDETE R
Table 1 Contents of fourfold table of disproportionality

HARZA RS HAL 2 A R

= s
A e MRS i

H 7251 a b ath

A 254 c d ctd

&1t a+c b+d a-+b+c+d

RIAEHERL 5, SRFE, FrRtEm; MGPS
LR A RO R SHPE S R, UM R A S
e BAE W2 284, AHIF UK [R5 2 4 FhEEA
RETINER I MR RFME S e EBREE.
2 S FDA HEHERT H bR 25438 NAEAH 9%
AR RFEHR R, 15 BIREUNIITIA R FHE
T, A WPS Excel 2024 4T 48114041, AR
FAE TR, BRSNS R EA A S
i
2 R
2.1 BEAMFHEXIAS REHARESHERSHE

A R RAF 1 BTG A RS R AT R
i, ik BT PS R 25 3L 3280 4y AL
HHBRERIAB AL, PR AT B2 T LM (53.84% vs
4043%); FW AU >65 ZHEFEANRNE
(45.15%); FARERUEENFE (83.81%); ARH
PR RARL 30~180d J& % (52.72%); AR FHF45
Jar e E S R (BETD, fE A A A e s B[R]
KD AE (5029%), WE 3.
22 BEAEMFERAREBEHREH SOC

2335 5 TH LI I B 20E ROIE AR SR A R
Hf g, ERIBHEES 65 4, LR K 14 4 SOC,
FRUERBE EIRGIERE (36.9%), WK 4.
23 BAMFEHEXTIREHESRERR

¥ 65 ANPHPEME SRR EMUGEATHET, K
AEBTIRAEAA T 5 ALIA REFAE 5 0TS 9555,
Wl UL T 25 DA R BRI, R ARSI HE 4
A 30 ML R IR 5. $&IRMES5 0 AT 4k
7, BTSSR EEHE A T 5 AL A SR EAIE
AE TR JRIGLIM B0 . 4 40 f -S>
DL N PR TE LR RSy, (55 R HEAET 30 AL
PT W3 6.
3 e
3.1 BEMFHEIXANREHEXER

XA RFAFR S BB o, A2
RIS A R, B R E R G 3Y



+ 1536 - FABEH 2025F6H AKHEWwH%AE  Drugs & Clinic Vol. 40 No. 6 May 2025
# 2 ROR. PRR. BCPNN. MGPS ZEitEAR K HE
Table 2 Formulas and thresholds of ROR, PRR, BCPNN and MGPS
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Table 3 Basic information of adverse event signals for
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Table 4 SOC classification of ensidipine adverse event
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Table 5 Top 30 adverse events with the highest frequency of occurrence of enasidenib
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JHFBIE T e e 10 2.83 34.42 1.05 2.82
QiIRANY i i 10 9.48 156.43 1.94 9.45
UL T AR R R
“Adverse events that already exist in the instruction manual.
# 6 ZEEthFESREHZET 30 LA PT
Table 6 Top 30 PTs in terms of enasidenib signal strength ranking
PT nil  ROR (95%CI) PRR () 1C025/IC—2SD EBGMO5
SLEEAE 87 1552.41 138 980.51 6.05 1267.84
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TR P 2% 9 13.46 214.63 1.98 13.41
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IR i B A 25 10.14 325.29 2.71 10.08
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ML JREEF = 9 8.53 129.79 1.78 8.50
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Z BB ELGAIE 13 3.11 45.88 1.25 3.10
UL T EAELE AR B

“Adverse events that already exist in the instruction manual.
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