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18 P bk B2, 4 B R / /0 otk B 4 e otk 0 = — Atk B B
I 2 4 o T3 L R, s PR B4 JBT M ik 2, 4 3 %
AR B K, FERKERGUNNEMEE, BT
KA ANHEREH. BHMKE LA MK (chronic
lymphocytic leukemia, CLL) H/N#kE 40tk B8 (small
lymphocytic lymphoma, SLL) ELA [ AHy e B fu 4 K A
Brm. FRME, CLLAREZEFAESNMNELF, T SLL &
MEZETAMEE.

CLL/SLL = 7 & % WLty B g KA, b 243 B R
iy 25% ~ 35%, BREABEFFLMELE (4~5) /107, 5
ML, BELthf 1.2 :1~1.7: 1. 7 M AEE CLL/SLL #
ARERERMTRE. BAR, HE. FEGEMEHADE
PR TR B & R K4 = BR H 1/10.,

CLL/SLL % A # F &KW, BRERE N+ 4L &k F &
70~75%, WMHEGFLLREFRN 65 %,

=\ R ERISH

(—) EREIN.

L JEIRS



B LIER, B W B AR K I L T
W, WaRETUHENERLIKEETRMERA®Y,
WAL W, HEETLEATEESE N, RO T2HA. B
M AR Z . BT, RARaR. . REREFIER.
A R F R R, B TURERYE,; kA% R
MR, wEH REREREDMER D, fd i MR . 4
AT A AR LS., aRME RS .

2. RAE,

(1) REERMA: TURERERMKREERA, FH. K
TZN.EEREER KR AR E LR K., TUK LGRS,
JR KL IR

(2) BX: BE5MKEEHARRGFEE. PDRERES
] VU [ AR 3L 38 B 22 B R

(3) FFK: o UHFE.

(4) HERIFMIK: TUNLE BHEREE, 7 ULE Rk
PR R KB MR B 40 MR e R T 3 3G B B, WS X
BRI 1. B E R,

(5) FIRBE: TUHALKEKEZE, FERED
7. W LUR KB A L K B B B R A AE R L.

(6) HhBE R MaBEFARRESGME. TXK
4 Richter #14t, BUAEALR KAMMK EIE. F K £ 2 MHE
ZEMmE. HESARESEAE. ERE. Mg, §paa
BRECRBES B,



3. X EMAE.
(1) 20 g v 4 S A 525 B 14 Btk 2 Za B > 5% 109 /L,
1 10 57 40 LT 2 280k 2 B /N bk L L. A8 DB 6 AR B A
DEGMERA LA GKE A, PR At A, FER R
PR I MR D Fo /s A, AN E ik B B Tk Pk 4

&

SLL B 4N A fo itk B 4B fEH 3R B, SEFBREA &, HNE
i % 57 M B 4 i A AE 3L 5x10°/L,

1 28 g 9 2D B T BE AT 5605 2 M 4 R D K CLL 3t & A
KEBWEBHER . TIUHRAREE KR, AR
TAH R IL.

(2) FffkEEmiE: &0 ¥ 0 &A% 8 H0E
AR BB AR L TERR, AMRE > 40%, DU Zhok B 4 i ) £
ﬁ%\ﬁﬁﬁﬁﬁ%%%ﬁ&;%mﬁ%ﬁ%%ﬂﬁﬁﬁﬁ
k. HEEER, CLLAIREZRRA . WA, Redf
A, HPRAREEN., £¥AI N ,ﬁ%mmﬁéﬁ
#z., CLL 41 Xtk B iR 2 B iR M.

(3) #x&A: CLL A 5% KA K kappa ( « ) 3
lambda ( A ) PR#|PE. CD5+. CD23+. CD19+. CD20+; #i4r

BERERALEA, LEEHMMKERE (nantle cell
lymphoma, MCL) #[ DL CD5+, 4 B3 45 5], F LSS fm CD4 3.
CD79b. €D22. sIgM. CD81. CD200. CD10 2 ROR1 T By .
£ 3 CLL & A & (D43+. CD79b §+. CD81-. CD200+. CD10-
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i ROR1+, ZE#4T Cyclin D1. SOX11. LEF-1 fy % 75 20 4k 3o
8, Fn /B F H K F B fL &2 & ( fluorescence in situ
hybridization, FISH) &M t (11; 14) 5 MCL #8545,

(4) 40315 % A BA-%& (interleukin, IL)2/CpG
ST B G B A A A DAL 40% ~ 50%Hy CLL B H LR
. TR H AR RYE. R FISHEA, THkHE
HEZE 8. WHRFEEHMt (11; 14) . t (11g; v) .
+12. 11g-. 13q-. 17p-FFE@E R . FEKFE T CLL
MW, SR WH. B T ENAFERTEEAEEE N
Hah 13q-#y CLL B & % W, AL HUs 84, FEARIE S fo+rl2
W%, WM 1lg-% 1Tp-WEEHE £, FHilE 17p-8
HFWemE. CLLARARAR T TR EAFTNREFERYE,
MERmH R AR T2 0 B T RS AT 4 R AE R

(5) - FAEMFE: S0%~60%EHEEFIEREND EH
4 X (immunoglobulin heavy chain variable region,
[ghV) AR AMm R L. A gV EE X K8y CLL 4 2
BT e £ R iR IL B A, th 2K B 2R B A AE TeHV
FERZH CLL A IR TR AKX T8 Fe B 41, B
HER. ERGNEEMTRINAE, FEE.

IghV B Fl o LA B & . TgHV3-21 ji Fl oy B &
A TgHV FE F R S 2] B 7 &

TPS3 XA G 1Tp-H A &£, B2 0F —F 2GR
Mg, BTHERSENR, 2o ENme, HibER—
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%R IY T 46 W % B B #E4T FISH LR R HEMmE. 74,
ATM. NOTCH1. BIRC3. SF3B1 & F[F R4 %IZ T IET T
3% T B A B

4 BRFME,

CLL Y IR 29~ AR Btk 2 S5 FF R ey fab 0. 7 LS 3 B AE.
CT FHATHEE MR HMNE, BN E+FECT
H F Ak SR R . W TR ST E R A
Wr B H # ( positron emission tomography—computed
tomography, PET-CT) 7E¥] 4% Richter #£{h 8y B & #H4T, ¥
VLN VE 1 B W 4 A B

(=) T WHrA,

1. Mo H: AME L 5 B B bk B 4m Fl 4 3B > 5x 109 /L,
B9 B bk B 4E 4 xHE<Sx10°/L, TR ARk B 40 AR B A
Fir iy 8 B g 2D, ML ET S

2. M SN A A tR AR A B IR RN AR E
HAE, 4 AR B A R <5 5%,

3. A G LA B AMIET B &, CD20+. CD5+.
CD19+. CD23+, KXW #EIKAEY (surface immunoglobulin,
sIg) . CD20. CD22. CD79b §5&kik. B fujm 40 i IR &) 1% & &
KB A4 (x 0 A>3 13M<0.3:1), HM>25%E B 4K
slg f5kiA.

(=) 5550,

1 RSN RS RNk B AR % k4
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fi % e 7m . A e Ak L A

2. BT B AR L LAER. RAE (R B A SN A
Bk B 4f i %, (B 8<5x10°/L, TAFE. MR &R k.

.Y MMM A MR YA £, FEAME AN,
FFEFSE, UL, HH>55%. slgM 5%k, CD5 @
WA,

4.MCL: CD5. CD20 FE#, CD20 K Slg i&kik, (D23 [
P, CD200 [ . FMCT7 FH%, CD81 fHM:. CyclinD1 = SOX11
AR TEA . FISHARN t (11; 14) FHE.

5. Hfb B bk B 40K 7E M Rk F (B lymphocyte
proliferative disease, B-LPD) % 5|: W% 1.

1 CLL 53k B-LPD oy %5 & it

AT CLL B-PLL HCL MCL | SMZL FL
A
il AN /N He /K H 2 RN

R J2ES BE | RA/RER | EAR | BE | BEE

A= T/ D& x KN & &
X AL AL W7 waE | AN | BR

2 L J5t £ i FE/RE H b '

CD5 ++ —-/+ YH 4 ++ + -




(D23 ++ -/+ 3Kk -/+ -/+ ~/+
slg Fakdk | kL | BEK | BRL | BRL | BRZ
FMC7 -/+ ++ ++ ++ ++ ++
CD79b PRt | B | FEHEKE | BEAK | BEL | BRE
FIRAA
CCND1 [3kE3 [ FRik | % [3kE3
LEF-1 EK 3 [ [3kE3 B | B [3kE3
FISH
13q- 40%~50% | HIE £ HE | BE £
l1g- 20% F % "E | & %
+12 15% Z N YW e F I x Z
17p- 10% 50% x HE | FRL | A/ELR
t (11; 14) x x * F x x
t (14; 18) x x x x I HHE
Tq—/+3 x x x x HHE x

T AMEB<10 % By B P —/+: 10% ~25% By A TH P +: 25% ~
T5% By A THM; ++ >T5% ey B FEME; B-PLL: B 4yikEf; HCL: F4fe
fui; MCL: B4Rk EJE; SMZL: R LXKk EE; FL: RAEMKREE. LRE
T AL 46 3 4 BAS T 25

= IRy
(—) & RaH,



1.CLL: Binet /~Hi#u Rai 281 W.3% 2.
3 2 CLL ¥y Binet 20-¥ifn Rai - HiARE

Binet 4~ Rai 2~
ﬁ
R o3 O

H

WME SR £« K <3ANK
A 0 | fCHMKBE A%

bk B 55 4 2 Bl K+

ME R 2« E >3 AR | T | EERK
B

N Rl I | FFARBE AR £ B SR K

4T &8 <100g/L Fo/s /| M | M2 E <110g/L **x
C

<100 x10°/L #*% IV | /8B <100 x 10°/L ##+

T kB ZE M 4 AT > 5 < 10°/L.
o — UM BT EREKEEE N —NRE, . BEN 1 AHARE, 4
1T 5/

wex (iR Sh A M Fo At I B B S0 B /ARG D



2.SLL: Ann Arbor 431 W% 3.
% 3 SLL ¥y Ann Arbor o HiARE

21 HEERK FHIRE
#
I TAMRE SRS 1Ak E S BANE SME R Tk B &2
I EhR—M 22 AMEEZR REKBERHFH TN 1 H
o, 103 B PR O B 450 40 B

ZIMZAL

I#ARRKR B EI#GENE “RER” &M

it

i) BRI ES; BigEMhE &
SRR K

1\ M An b A AR AT B0 250k B A& A
HEEK

(=) CLL B =¥z #6 4K,
CLL EIf* g #5%% (international prognostic index,
IP1) ¥4 Wk 4.



% 4 CLL-IPI #4902 4

¥ FRIFEEE Ra
TPS3 % KRB RE 4
TgHV 2 R LR A AREA 2
BB, M ERE H >3. 5mg/L 2

Il R 4 HA Rai I ~IVE Binet B-C |1
A >65 ¥ 1
CLL-IPI 4 R o B SEEFE (%)
01 K& 93.2
273 o 79. 4
476 & 63. 6
7710 W& 23.3

Pa. AT

(—) &7 FAE.

1 HATHE BN IEYE: &I N & | Ao/ 3
WHATHRD , FHmaZ g 100g/L, m/MMRAETF 100
x10°/L,

2. B (AT > 6em) B AT AEIRAIE KA.

3. ERAKE ER K (kK HAZ > 10em) B IAT MK
EIR B Ak B 45 i K

4. FNHEMEAH > 30 x 10°/L, KAFITHME MM £,
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2 ANA WS 50%, ok E 4 A i ( lymphocyte
doubling time, LDT) <6 ANF . UATHE#E 4000 < 30 x
109/L , A ae¥4E LDT 4F Aig /T 104E. T ERIME RB B ER
oL | S5 oAty ¥ DA B| ATtk B AR £ B 1 .

5. H B 5.0 M A 3% n /5 /N AR D R 2K ]
B B AT v TR Y RO A

6. A HEAR B e T R B 2 AR oM (R Bk BB B
HHESF) , RENEBT TR EE.

1. 20 HFAETH 1 MM X ER:

(1) AR 6 MA WL B EHNRE T >10%,

(2) PERZ (4 ECOGAREEIRAS > 2; e #ATH A
B

(3) LRGSR, 1RIE >38.0C, #F42 FH U L.

(4) TRZIEHE, WA #ET1IANAUL,

e LR 1 BB T dsia Y . AAFE ey W &
#, BL~6o/NAMY, MUTAWARTELE N, I§RIER
B M. B ZEM K.

(=) &ITAIHAE,

LB F A B AT WEITME: FEIRTH CLL &
FH UL MPAT U N BLE i 2.

(1) Ame HEBRAL: B2 CLLIENET 5 A6
JE AR S AT Ia Iy L 24

(2) PRAEAR AT 4R 2 ok B 4 A 45 v otk B2 3K o IF
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AN,

(3) HEEIRAS: 0 BCOG 3T 4,

(4) BIEMR: BT, K#h. KRERE.

(5) M@ AN GFE BB R %. MR
e QU A ol =

(6) tgAfnmNl: BFEFEhaE. e, LmHK
/. B2 ERF.

(7) BHEER £ BITEN. 7RO K LR 2
R D A

(8) ZAMFRXEIE, LAMFXKEZEHIER, LA
Ke i, AKX e ik, ZAMRZOHAK, TRFR
i 7 DNA A3,

(9) . B, BEH. 28 CT (FEERApEH
16 JL T 47 P47 PET-CT 4o &, 72 & (X Wt R B AL 04T 78 0
AREREFHE) .

(10) 4n K F A7 & i B 2. B2 %% B (Bruton’s tyrosine
kinase, BTK) ff#|F gy, TR FCFHE. o EmE.

(11) FR L AR,

(12) 4ME Mo e AR M2, FISH AN del (11q) .
+12. del (13q) . del (17p) #EiKE%, K%K 5| MCL 7
DA#EAT t (11;14) FISH Mgy, SEESME M TPS3 RAE (F 4
P8 BT F L 52 # NOTCH1. SF3B1. BIRC3. ATM Zb4r ) .
[V f# fl f B R R A2, DAHIWT FUE fode 2677 .
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2. ARG AT AN fEkEa EE;, WALLAMITH
FHETANRE R, EF T EMX R AN AE.

(=) —&igy7iedE,

BT CLL/SLL = " ig & my ki, HEMHELT '
FHHE B H N R

1. & del (17p) BH &7 HEE:

(1) <65 2 HE™EHHEEAR KRR ITIF L
(cumulative illness rating scale, CIRS) <6]H & F:

#E: OFABEL, WTUEREALEL. EAER;
@ BAIRPEIBE B+ e 240 (AT IghV EEA R L
HAER/NT65%) . RAERT+H w4 (AT Ighy
FEHERTE 65 ZRULE) .

H b T ABLTUAR: £ nf+EZkER. AL
PR T H B RIAPE BB, BH KL T8
%, RAALERY . KT BRASH L B4

(2) >65 Z <65 ZHAH™EHHEEM (CIRS >6) M
B

#E: OFAHL, WTUEREAER. BAER,
BB TP+ R EREG; ORTRAFAN L L. KEAE
HiT+A % #970.

HARY AFLTUA: AZFEH. BRxkiy. X
REHITHRY . RARERL ., KTRAKRES,

(3) XBEHE (FRmxEL LX) . OF AR,
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W UFRFHAEL . BAER, OXTRAN N L EE
.

HAt e Y WAL VA ERNA w B/ BTk
B A ZE RS Rk, EF R TRARES,

2. del (17p) HE =

#F: PSR, WTUFRFEGAER. BAER, &
y Al

HApbig Y /FLE A AR EF KL L = F L5 2950
| BTk A

(v9) F K. b & A a6 7784k,

#5: ORI, OF AR, BAEE. Badk.
% W ALHA| T F B QBRIE BT Z MR E] > 3 4 LFJE
BEERTZE.

HapdgE: TUREFEBE L — BRI EFE LT HREK
WA 2, 0 BOA R R+ BE BRI B0+ (P&
Jo (FITH IV AFRRZ HFR/NT 65 %) . KKK
MzHEmrFagR (ATH IeHVEERLTH 65 F K
LE) . KFEFRREAE+AN L EH R RXHEH. KA
ERE + M2 &840, SmlERALR.

(£) oo T miefbAh.

4 B R T 4 R AL

SR T A CLL it F B, L
RENFERREH, B&wTENIER T UE R I HE T 40

14



FaBAE: O =% KU EiRJT 3 —% BTK 3 47 34 Bcl-2
A T KB @Richter ZFEAERF .

(55) AR F 54k,

i ¥RiE K B 4R kA o CLL B, KA IgHV M7
N rmpRELAE -—RENES, FEZE, FRuAEFNAS
THILE, ATENSBREMKEBHNIETFE, K&
WML LY BT R AR E N T AR BEARE. 5§ CLL
A [ AL R B PRI8 K B 4 f itk 08 £ B Vg K B Ak 2
. EHAMNEEELNEZSBETAKEEIET.

(&) FERIELE.

1B & %R iE: EERFIRT, THEH
FE SRR E BN — &Y. HIEE R B KA A
THEY. KRR RERETREET.

2. R RN EAE CLLAT M ERES. 48, &
WRE M T Fig T CAKREEEH BT PR EHT
YR E W FEMAMRE S LE B AT ARMRES
MEBRKRIBN. —BEXARWREERRGE, 2HEHRERLIHE
7, BEREZRAERGBRABEREBETELY.

3. BB MG AL X T B ERE AR ERR R
EH R, BV MR R R AT (. RBR. S, X
B ARES) , B B #AT R R AR BAL, R A VR R 3
e A B PR R B, . AR 45 2 ST BB Y B A R BEAT
BERE SR BT UMY TR #E. —EX 4,
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T UL T R W ARG AY, R A RS . AR A B fth 2 A or BT
RRBR, MERMIEL, LERAITIHRENET.

(/) FFBATAE,

TR S.

=AM (complete response, CR) : K&K SHA
T, TRAE KIEIR.

54 CR (CRwith incomplete blood count recovery,
Cri) : BREMNARKEETS, HMFE CRITE,

&M (partial response, PR) : Z/A3kZF| 2/~ A
AR+ A B AT,

A7 B 48 8 % ¢ PR(PR with lymphocytosis, PRL):
BAfZ A TRBH /N ATWHF BN EHAMRE S, F
AEZE /1N, fF6 PRATAE, T FFA B 40 B8 B P 7

JRifaE (stable disease, SD) : JRiF L3 E [/ B 1
Ak 345 2| PR,

Y ¥ JE (progressive disease, PD) : 3Kk B|fFA7 1
AN A B AT,

g% BH3KE CRE PR, >6/HJE PD,

Mih: IR R (RIKCR B PR) B a1 RALITJE <6
™ F PD,

N B R (minimal residual disease, MRD) M.
Y JE] M B R AR L A < 107,
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x5 ARIE

¥ CR PR PR-L PD
AL TR0 PR A
NN Z£>1.5 cm %5 /N > 50% 45 /N > 50% K >50%
iR 7 %5 /N > 50% %5 /N > 50% BK > 50%
Ji&E R x 45 /N > 50% 45 /N > 50% 8K >50%
F # BAEES, f | BHEZERE | FHAERAE

B4 f th B | PR > 50%, | Ak > 50%,

<30%, B4 | 2 i B B4 AL | 2 W B4 g

PR ENEE; | MBS | WRENE

A AT

U 5 CRAEF 8

i 7 5E A K

2
ShJE ML B 48 | <4x10°/L BRELBEK> | KEAEAT | BELHAFT>
e 50% 50%
BAL: iFAF fifi i 2 fE
fNR CRAE | >100x10°/L | >100x10°/L 2 | >100x10°/L 2% | f1 F CLL & 5%
AAKET) RELFAE> | BELFAEH> | TH>50%

50% 50%

terEe (4| >110 g/L >110 g/L# %t | >110 g/LE % | @ T CLL K fg
S . A Ao wm> | A& E > | THE20 g/L
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EKET)

50%

50%

A1 A e
i f (A
£KEF)

>1.5x10°/L

>1.5x10°/L %
B X £ I

5>50%

>1. 5x10°/L 2,
B X £ I

B5>50%
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WMEHETRA
(Bt KL BHEA)

K HRE

B THE. TR, HEF. IfE. L. KERE.
M A KEIE. FTEMR. HRE. B
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