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MR (61.9%),6 %) % F &5t 8 & L AR, T-LOLL & & o F HB F R IA § 2o faik b (42.9%) Fo () R 82 (71.4%) , B &k
R TILRBAMARC G % B ES T LA 358 & 237, 322149 T-LCLL %92 & 2 % CD3' CD4” CD8' CD57° CD16',88.9% %
FHTCRAR TR, T-LOLLB F % mi#t R Z 1, g dph) w67 BB LR A 60%, fri 5 A G E N 20%, 35 % g5 A
40%., LE:T-LGLL A —FF A fo fm LI, 0 B BRI o P KBk O m il 5 P38 S S5 AR R, A 5F B B BB R %,
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Abstract Objective: To summarize the clinical features, treatment options, and survival prognoses of patients with T-cell large granu-
lar lymphocytic leukemia (T-LGLL). Methods: The clinical and laboratory examination data of 21 patients with T-LGLL admitted to Qilu
Hospital of Shandong University from February 2009 to December 2019 were retrospectively analyzed, and the clinical characteristics,
treatment options, and prognosis of T-LGLL were summarized. Results: The majority of T-LGLL patients were middle-aged and elderly
men. The main clinical manifestations included fatigue (61.9%), infection (28.6%), and splenomegaly (61.9%), and 6 cases combined
with autoimmune diseases. Routine blood tests of T-LGLL patients usually revealed leukopenia (42.9%) and/or anemia (71.4%). Exami-
nation of bone marrow smears showed an increase in the number of large granular lymphocytes, and bone marrow biopsy demon-
strated the suppression of granulocyte hyperplasia. The typical T-LGLL immunophenotype was CD3* CD4 CD8" CD57° CD16", with posi-
tivity for T-cell receptor gene rearrangement observed in 88.9% of cases. T-LGLL usually progresses slowly. The total effective rate of
immunosuppressive therapy was 60%, with a complete hematological remission rate of 20% and a partial remission rate of 40%. Con-
clusions: T-LGLL is a disease characterized by cytopenia and a clonal increase in large granular lymphocytes in bone marrow and pe-
ripheral blood. It is often complicated by autoimmune diseases. This disease progresses slowly , and the effect of first-line immunosup-
pressive treatment is acceptable.
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122 SCREMAVOR  E A, DT, FLER N
AU, B2 HORE 1, B BEA M A AT, i A
A (GAH el LU ) , Jeie o BUAG Ay, BE DA HHEAG:
I, G AR A U AGIN 35
123 JRIFITR IRITAW) R S L R
12y R
1.3 7RO
1.3.1 PPAEmSTE] $E323R 07 6 D Ja 2EAT iR KL
A APEAR 027 SN
132 PPAGARIE 1) I 5 58 42 22 i (hematological
complete remission, HCR) : ANC>1.5%10%/L, Ifi. /Mg i
H>150x10°/L, kL AT H<4x10”/L, HAGIAH LGL
T LE 538 LA 5 2) 19 25 78 4 22 i (hematologi-
cal partial remission, HPR) : il 4 Bl 14506 2% , (HAR
IR B 58 A G MR, SO I 5 K el ELAT) A
13 33677 R IMEPR EE (stable disease, SD) : f
TETFHRIBYT e 0 4 A RIS B E iR briE , H i 20
TG, WSRO S E 8RR 5 4) B it
JE (progressive disease, PD) : Ifil 40 ffl 1%t — 20 % 4k
B BB AT
2 %R
2.1 s REFE

21 {91 & 18 IS A I PRAE AR , Horb 61.9%
BHE M Z 8% 57, 16 S 1 HeHT FRE, 5 41(23.8%) i
& AN BT i A AR e, 1 491] (4.8% ) i E A
MRS, o A B2 I, )™ B A B s I, A
IS I/ IV (43X10°7/1) 5 6 51 (28.6% ) i TR
S, 5 1 BRI AT A, b 1R A it s
PRUBYIESE , 5340 1 B S P 1597 5 H B ER i
i) 4191 82 (19% ) ARFEIRERAITE L 3 ~ 10 kg 1A4%
ReALTT T, 61.9% 84 H B, 23.8% H AT IR EL 45
JRC, e 3 G AR L A5 R, 2 AR 2 A v D,
B S B RS R L 25 o . 21 491 T-LGLL 3
6 61(28.6% ) I 1 B S BEVED , 4 B 3 IF- 22T A
P A5 72 1L (pure red blood cell aplastic anemia,
PRCA) , 2 Bil-6 9 F B o2 P P22 1ML (autoimmune
hemolytic anemia, ATHA ), Horp 1 ][R a4 51 PRCA Fil
ATHA, 1 {7 [REH5 I PRCA FIZE KR OC T 4 (rtheumatoid
arthritis, RA) . FEULIE 1,36 1,
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1 214 T-LGLL (R I AR AHE

F1 2145 T-LGLL BE MR PR4F1E

Il RARFAE S A T A8 (% )
Z 1157 13(61.9)
JEFRANIE Bl f B 5(23.8)

L I 1(4.8)
SRR 6(28.6)
KA 5(23.8)
ENER e 4(19.0)

A

JE A 13(61.9)
NRET LN 5(23.8)

Fl B g P 6(28.6)
PRCA 4(19..0)
RA 1(4.8)
AIHA 2(9.5)
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221 IUEAREA 21 Gl E WIS H L R A
A H R, FA TR A B 4.22x10°/L, H
A0 U D 9 B (42.9% ) , 40 A £ E S )
(23.8%) ;9 141 (42.9% ) f8. 55t PR A A /D , Tk 4
Jiufk = (ANC<0.5x10°%/1) e o M i H ik e 20 e
B 1 H AT K 58.6% , 12 4511 (57.1% ) i35 B3 50% -
AL 709 8 IR, Horp 1B R EE T 0,
14 G35 P E AL . i/ MR IR 4 41(19.0% ) .
TEWLE 2, %2,

222 HRifeA 21 FEEWITEHEERGA. A
16 151 (76.2% ) ‘B8 A1 (15 FM A 1L - H Al LK ks
I O A R K F 4 2 1 R T DR B G A 1 BR
(S N N1 Vi U A T ARES: Tt N ER 2 )
Bom AL I SE, JURASE M ScE, K2
) B BEIE R ] UL AR L 2 i s A AT e
44k, 16k MF-3 2% H5 9 JAK2-V617F 3 [F %€
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T2 215 T-LGLL BERSL =R EIFIE

SR KA H SRl L 1)
I 240 At -4
F AT (x10°7L) 4.22(1.14 ~ 39.81)
PSR AT A (X 10°/L) 1.74(0.7 ~ 15.7)
TR EL 200 L EE A1) (9% ) 58.60(15.6 ~93.4)
WKL AR 4R (x10°/1) 2.35(0.30 ~ 37.16)
MZLER T (/L) 70.00(36 ~ 158)
i/ (x10°/1) 244.00(43 ~ 619)
MmAAEfk
4 > (WBC<4x10°/1.) 9/21(42.9)
FI 4 22 (WBC>10x10°/1) 5/21(23.8)
AR A > (ANC<1.5%10°/1) 9/21(42.9)
TR CL 240 L L5138 22 (L.9%>50% ) 12/21(57.1)
# 1L (Hb<120 g/L) 15/21(71.4)
1L/ (Pli<100x10°/1) 4/21(19.0)
HRER
e RNk kB A 16/21(76.2)
g 4y
CD3'CD4CDS8’ 16/20(80.0)
CD3'CD4°CD§" 1/20(5.0)
CD3'CD4°CD8’ 2/20(10.0)
CD57* 15/16(93.8)
CD16* 4/10(40.0)
CD56 5/11(45.5)
TCRaB 7/8(87.5)
TCRvd 1/8(12.5)
TCRAEF EHE
TCR HEHEBH 16/18(88.9)
TCRB* 10/18(55.6)
TCRy' 13/18(72.2)
TCRS 2/14(14.3)

223 ISR 20 B E AT T S Sy A
HA 16 11(80% )ik L4l 52 CD3* CD4™ CDS', 545 i
R T-LGLL e 8 KR AFAE , 55 A 1 ] & CD3* CD4
CD8 ,2 fil 5 CD3'CD4" CD8'. Z% ik # %1k CD5T',

h7 93.8% , 40% B # F ik CD167 ., 45.4% 34 F£ ik
CD3* CD56", 81| .3 vh 7 4 4 TCRaB FHME R 35, 1Y
1 B335 TCRyS , 5 SCHR IR TE S AT -
224 FENEHE 181 E T TCR L HER I,
H 16 1 BHME , BV KA 88.9% . PCR J7 26 TCR
FHEHAGI 15 BIRAYE, o TCRB BHM:%4 55.6% ,
TCRy BHEZ K 72.2% , TCRS FHMEZR N 14.3%., 2 55
FATH AR TCR-VB (flow cytometry , FC-VB) ,
Hor 1 552 3% PCR 52 TCR FHER MIIPE , IS ampA
Kl CD3* CD8 T 4l TCRVB244MIE 5% Al , Hirb VBL
7 52.58%, H B R 38, Sl T 20 A 2 2R T A
73 183 TCRB EEHEMIM: , TCRy 2 TCRS FEHEBHYE,
FC-VB 455 i /R TCRV B24 4N S0 HL s, [a] 4224
ANHPATEREE, B AT WL, FC-VB AR T 4H A sa i
R INED
2.2.5 A 10 51 E AT BE A0 M 5 AL A A
1B H add (3) (q29) 5B S, Hoax 9 il 35k
EH T 3 B E U DU B, 24 0 A FH
PEo LR85 25 DS S B BR AR IR AIG , DR A8 A
1COS 4li & 2878 £ A5 38 A8 5 A G e g 1 i
W, 2 — i G o (AR R 35t A5 , 5 1 T-LGLL iy
2.3 JRITASE
231 IBITHE  VBITCIRITIRIE, HR 20 HEAZIRY T
144113 AU 20 0 e pifiliay v 48, Horb S i)
HFAERIGIT , 8 BN HINE A BT RIAy T, 1 hn b
Jz JRI TN A 7 5 2 191 PR Ay T 60034
Y7 Horh LG BRI AR pe i
FRIRIT 260 H COP 5 4k 1 A5 17 Bt HRER
FIZIRTT 5 2 19 A B R IR o
232 JRITRCR KBS 20 B2 RT7 B B E KT
F A R RETTF R A 28 (4 ~ 134) 4 A, 2 61217, 4
BIBET , Hax 14 BIEAF 2 A 1697 6 ™ H I XHAYT
RORIEATIEAL , 20 1 5838 B ROR K 60% , 1L 24 5¢
RO 20% , T 5T G 40% . PR RG
I7 14 14 v 2 FARAS I 22 50 222, 5 9138 AR 38 4
Gefif , Forh LR G2 A i DR O ) SR Al R SBT3
i gpte e , Horf 1 5 I I & 1 B AT AR A A
MAEAF IR 2 U7, 151 kg 5300 7 5 7 G 2 Bl
[ A4k A& T-LGLL, A I e 2e Bk 8 11 25 o/ H leEl
MR ER W R B IR YT L B 25 3 F+ 1 40 G
I, AR s 4 AT ROR A ik g | H:
H 2 5 2R A R IRYT, 55 2 6153 S T2 s
24N H B 174 A R ET . o I B
7 8 2 B v 1RSI A G2 i IS KW AR AE LI S
Jo 3 S N5 24 I R MR IR YT, 6 1 A R o 2%
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fifo N COP T Z+IABEIGIT I 2 B3 78 2 it fe
AAFEA 2B IR e IRYT I B Y pi Ut R
1545 COP 75 58 24Nl 1 141 il R 20 né |, )5 2R 17
LB IR RGBT SRR R, T2 )5 4 H
FSEZAES 23V A

3 it

T-LGLL A — 18 P Ik 8 40 i 38 5 B | At
5 21 137 ) DA HE BRAS T R 32 T B 6 17 w47 Fsf 1]
$95(0.2 ~96.0)4~H , Al UL T-LGLL &R B , i it
JREZE MG I R b X2 B v = R A R
Mo T-LGLLF H B il 40 s , 22 4 B2 i v
A1V R e 14 s = T | AN A el
e <0] (697 S Mo vt} o7 R S i N BP O a1
A= )15, Sanikommu 252 7R 3H 204 i, 46%
L0 IR A /D, 40% H IREE I, 249 1 BRELIR , A%
WE5E I 9 h 25 i BB %, 38 71.4% , 5 iR AR
¥ o AHJE Yok—Lam 55 A FE K 91 5 745 7 B K 1Y
T-LGLL B & AT e, & BUVE )5 % s 3 ¥ bk
o A0 A D B 22 P R S BRI A AT R
R AL AR B . T-LGLL A9 PN Kz B &
BUHIAT A B A, TT B -5 96k £ 40 At 458 B 0 96k 24 200 it
TR RMA . BRI T NS H BP0 E RS
RPER G, 5 AN M EE M T 410l (cytotoxic T lympho-
cytes, CTLs) K5 T , 3 BURE 5P bk L 40 i 1) v e
PEREFE . KRG AL A Ik T A0 B 7R PR B e &R
FAT, X — L FRFR TS A S A0 4SBT (activation—
induced cell death, AICD)", iZ it fE 24k A S i
it 2 P B T B ML, ATCD 3 5 KBB4 J2 i i Fas/
FasL A5 (1 410 B 08 T- ML R SEBLY , T-LOLL 2
R IBURE I L 240 L R SR R 2 1R 3R 3K Fas/FasL™, {H Fas
WA T T 348 HBHEPT , HL Fas A& & AR JE R 2748
KHHBE T ESE SIS . A, Ras-
MEK1-ERK {5 514 33848 f PI3K- Akt 5 515 T4
AR T 3k T AR R SR Ak EXL A4 ) B4, AT
S T-LCLL ) &4 . Koskela 25 ¥ Se i i 4 41 i
T & B, 78 T-LGLL H %, 40% f£ 7 STAT3 K&
K974, Jerez 55" #tJE 7 T-LGLL 1 STAT3 28 4E 5 %]
70%. 3G BN , #B5 LGLL B35 23 L STATSb
o RAFFECSTAT FFEEETG 1k , AT 2E 50
7 IR L A AR A B S A7 TG , 51 & LGLL.

i F T-LGLL 1) & A & e 5 s R G K i % )
G, LA 91 A B e P e = B . F
ZHRA LW T-LCLL Z /i RIR B H B e pethy
I PRI PR B, b RA Fe 5 L . T-LGLL & 9
RA 0 5 Felty ZE A ME I R B, B 5 ok
240 BRI D TR R S AR a5, % Y R TR Y T SR

%/ﬁllo,

BT $oR ZF AR A LR AL . AR
UL By S R Sy S i M 19 i 48 i /b (i
PRCA ATHA | Ji & MG e P 1/ MR RE S ) L R 58
LT BEARIE (systemic lupus erythematosus , SLE) | -/
ZE A1 (Sjogren’s syndrome, SS) | 2 & M 4 £k (multi-
ple sclerosis, MS) KBtz 45 19 R (ulcerative colitis ,
UC)%%. Yok—Lam %" (i Won , Wl & H & IF
PRCA B HE S 7 , M PG 77 FEl % T-LGLL 3% RA 1
RIRF & . AW 6 6(28.6% ) 591 H B et
PR , 4 0 54 4 IF PRCA, 2 Il Fo 3% & 9 ATHA, 1§51
BH TG I PRCA FIRA

Y T 8B 53 F B S PR iR e M s s 7T e
LRI B rh R RORE b L A L 22, BT Im R B AR
507 THDE LA IX 43 T-LGLL AR P LGL 3 2 , P it
Rl LGL B 5 B PR %k T 4 31055 R i+ 3 2L
T-LGLL FY 5 B 27 UE 5 3 B0 ok oy 7 AR, i
W R 54 % 280 (polymerase chain reaction,
PCR) KU TCR & P S HE , TCR by 41 g 32 T 131 R
SIS SR R A M e A A, IR R
EL 20 2 v %9 2 4 2 22 v B o IR Y, HE TCR AR ]
FHESAHIE], BT T-LGL Jhy B e B 240 A 4, 1 1l
o 240 A ke YT ] — p e, G HER R ], 4G i) 2
t B ] — b B HEA S L, B TCR i P HE
PEo BT TCRo BRI AE 2%, TCRS L R TRz T 46
Ji i, PR I3 BT X6 TCRB M TCRry 5 R 5 HE ik
FPREI o 53 AP T 40 B ol 2 1 A 7 9 02 FC—-
VB A AT A H T-LGLL Y B s AR | i BE XS
HAEATE & (HAE T TCRyd+ T-LGLL % , Il R
TAEH AT LA iR AL S

7340, T-LGLL & & & JH ML R 58 8 g 1 1
DU A, Gnapk EVR L 2 Ve B B L T A A i
W CH BRI A R LR B RS . Masarova 55 E 34
151) B G FE P b8 5 O Ik 2 R e B 1 5 s (MPN/
LPN) , {H T-LGLL & I J5 & P B B AT 2k Ak i 9] i A
DARIE o ABEFER B b 1 BIRI2 I IR RS 3 I I
ANBRIE A B RS R R B BE AT ik 3 9, O H JAK2
VO17F 28748 fHE , % J& T-LGLL & I IR & M B BE £ 4k
fbo T IAME B BUMER DRI B HE A
7 AT TR I, AR A S T £ 4 e S
HEAF L, 22 U 2L 4i /A .

T-LGLLIAYT #Y — 2 J7 S8 LAFR A R ER Bl
Jiie | PR R S FE 1 S e M RING T o ST R, T
LGLLIGYT 1Y MR ZEf# 2 (overall remission rate, ORR)
TWHIH 21% ~ 85% (WP L2 0 50% ) , 3% 3 Fh 2 ¥y AH
oL, H k= IR Y I IR A 5T, R AR ME 2 47 L
B TEARGHRARAREAR : 2% (methotrexate,
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MTX) 254 21% , ¥ Bt e (cyclophosphamide , CTX)
Q’]j{] 33% , T #f E A (cyclosporine A, CsA) MK F
o ARWEGE 20 B B A R R 60% , ML 5¢
i\%@%ﬁ’i%ﬁ 20% , B4 LR 2R R 40% , B SCHRHR T
i SRR AT B 709% 0 IR R R I TiE
I7 , B 22 WS BR 0 2 AT LAY OF i 40 s, (A fig
H R T-LOL 1Y s B 34 5, AL eI il L34 56 . Fu-
jishima %" R 7R , 14 65 I PRCA (i T-LGLL &
i CTXHARITRCR R Tz Fik e mis , IR A 9F
PRCA FY H 3% AT 1 6 CTX. 1 36 [ 8 5208 A WF 58 BT
(NCI) % Bl i) — 0 11 391 iy BEPEAF 52 (ECOG 5998) .
R 55 4 B R MTX B 8050 38% , HL A 4
FLus D B3 B R A AR TE S A AN T AT
LAY B, DRI I rh e A48 e gk 2D ) B8 3 RT A
SJEREBEMTX , AW 2 49 8 25 W CTX, 14911350 43 22
it Je KA A A, 1B DR s A5 2 46 FH A4
2,61 F T ik SE A 2 1) R I T ER 6 2 s 1
RGO MTX G AR f ] WL, % —Fh 259 Jo sk
1) 8 AT LA T 55 A A 25, A1 PTG B 28 . L
CD52 1477 alemtuzumab J697 & & s HETR T-LGLL I
R A T 8, — 300 1T 30 PR 6 e 25 9] T
LGLL & & 3257 alemtuzumab 357 , Fotf 24 | %4 5257
GREMHIFNIEYT , 23 B M TE R 3 H R AE
iR R 56% (9 19156 A= 2% it , S IR 28t ) , 5l bk MDS
A& T-LGLL M ## 5 T- LGLL 3t 6 ] ¥ 4 Jo 3%
F H S Rk T4% , FEH dlemtuzumabTUﬁfjﬂE
RMEIRPE T-LOLL & B B . 73 4h, $i CD2 IR
Pt JAK/STAT 38 EA0 il 50 S 40 1) 25 AT AR 58 v
Sk
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