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Venetoclax 82 55 5h M {E [E 4% 2 i FE BV
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£ 65 U LB AR R ERIME E09:R
B EMAERBRAE AR ASEERIGE
RE2MFEA Ibrutinib B X BEFARERE £
i Idelalisib M % Venetoclax B 7 5 8 &
BEBINEREESE Idelalisib FAIEE 17J
NHRAERFER EBIREBHERR (<
30 mL/min creatinine clearance) E’\JT%AE%’
Idelalisib £/ LhZEIVLEESE > T Ibrutinib
M Venetoclax’ BIR R A BN EMFE
INRERVEAEE F AR E R ERFR LRI LUKEBRA
M BIhREdR i EEE BN EYET A&
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FEIERTE REBEERARAER

T fEF Venetoclax B E HIRENEIER A
neutropenia’ Bt —EI{E Bt Bl A i f 4T
GCS-F BRRMER NS MEMBEEZERER
BE RO S HERNIBEICEFIERAE
ERARBERLZ - BEBEREFRAF RFIE
B2 #E A Venetoclax & HIRH tumor lysing
syndrome (TLS)°TLS @ HIX E /8 BB 12
FoEMARAERT FREATARANNY
BRERERNASEAARNDRRA FFM0
PHERETHEIRER MARRBEZNER
BEthEERBSHAKNEE o —MRR:R TLS
Bl LL 93 % laboratory TLS & clinical TLS ™
f@-laboratory TLS AR R BEREEFI M
BRENEASEBRRER WAL REHERRK
REGM clinical TLS R AR AV R B

MR MRFRIZINEREEE AIEEgHES
B RIB-BERUROEFIBESIHRERRRE

REVMNAGESAIEEBEREALC
B CLL A2 —TE4H A IRIR 2 ME R I 7R A&
BER BETEAECLLBEAR &/ 0 g HIR
tumor lysing syndrome (TLS) Itt — R #&> (B

Blood chemistry monitoring

Anti-h
Hydratlonaw Setting/frequency of assessments?tc

Low
ALC <25 x 103/
| &5 AND all nodel

Oral {1.5-2.(L)
*5’ mass <bcm
0
8 Medi
edium
£ a Oral (1.5-2.CL})
(= A m e and consider Allopurinal
= any nodal mass 5cm St b
to <10cm
High Oral (1.5-2.CL})
ALC =25 x 10%L and any and w (160 200
nodal mass 25cm OR mL/h as
any nodal mass 210cm tolerated)

Allopurinol (or xanthine oxidase
inhibito 2-3 days prior to
VEMNCLEXTA initiation)

Allopunnol {or rasburicase if
baseline uric acid is elevated)

Dutpatient:
+ Pre-dose and at 6-8 and 24 nours after first
dose of 20mg and 50mg

+ Pre-dose at subsequent ramp-up doses

Dutpatient:
+ ['re-dose and at 6-8 and 24 hours after first

dose of 20mg and 50mg

+ Pre-dose at subsequent ramp-up doses

+ Consider hospitalization for patients with CrCL
<80 ml/min at first dose of 20mg and 50mg

In hospital of 20mg and 50mg:
- Pre dosc anc at 4, 8, 12 anc 24 hours

Outpatient at subsequent ramp-up doses:
* Pre-dose anc at 6-8 and 24 hours
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ARIRENHERRT2ER EERTEAE
B] LUR IR B9 7% 56 722 4l B> R ItE CLL B9 TLS 4
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TLS BYE PR AR AIG 0N B ARV (14 508 A A
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laboratory TLS » 2 B{E clinical TLS 2
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BB BIMNEF tumor burden BUK (ALC =
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