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Clinical analysis of 12 cases with ALK-positive anaplastic large cell lymphoma
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Abstract Objective;: To analyze the clinical characteristics of ALK-positive anaplastic large cell lymphoma
(ALCL) . and to explore the treatment effect, prognostic factors and clinical treatment plan. Methods: The clini-
cal data of 12 ALK "™ ALCL patients who were initially treated in the Affiliated Hospital of Xuzhou Medical Univer-
sity from December 2014 to December 2021 were collected. The clinical characteristics, therapeutic effect and
prognosis were retrospectively analyzed. Results: The median age of the patients was 28 years(14-45 years), in-
cluding 11 males. Eleven patients(91. 67 %) had advanced stage(Ill[-IV) at initial diagnosis, 7 patients(58. 33%)
had B symptoms, 5 patients(41. 67 %) had elevated LDH, 4 patients(33. 33%) had superficial lymphadenopathy
as the initial site, and 7 patients(58. 33% ) had abdominal lymphadenopathy. Six patients(50. 00% ) had extranod-
al invasion, and 3 patients(25.00%) had =2 extranodal invasion. According to IPI score, 2 patients (16. 67 %)
were in intermediate-high risk/high risk group (3-5 points); According to aalPI score, 7 patients (58.33%) were
in intermediate-high risk/high risk group (3-5 points). Ki-67=>80% , extranodal invasion==>2, aalPI 3-5, and first-
line chemotherapy regimen were the adverse factors affecting CR after initial chemotherapy. Elevated CRP, ex-
tranodal invasion=2, IPI score 3-5, aalPI score 3-5, Ki-672>80% . and first-line chemotherapy regimen are the
prognostic factors for PFS, and IPI score was the prognostic factor for OS. Three patients remained in clinical re-
mission after autologous hematopoietic stem cell transplantation. Conclusion: ALK ALCL is more common in
men. the age of onset is young, and most patients are in the late stage of disease when diagnosed. The choice of
first-line chemotherapy has an impact on the initial CR rate and PFS of ALK ALCL patients. ASCT is effective
as the treatment of choice for consolidation or patients with recurrence.

Key words ALK-positive anaplastic large cell lymphoma; clinical features; prognostic factors
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[B] 2% PE K 4 Bt K B 8 (anaplastic large cell
lymphoma, ALCL) & —F{z 28 E 4N & T 40 f bk 2
& (peripheral T cell lymphoma,PTCL) , t# Ki-1
WKL IRT L die BT 1985 4F iy 78 [ B2 K Stein S5
RiE R — i CD30 (Ki-1) 3t 4 B 26 35 i K 41
JHL Ry AR A A IR . H 2 R R 1 A A A L 2 4
A0 BT F RO AR Dy B R 5E R R
44k ALCL, 29 5 AR A 4k BV 1 3005 o
JLEME R 10% ~ 200%™ 0 %R L5k R K. T
s PR B2 AR X IGA ORI 45 5 8 R 12 VIR 12 . i
KA BEGE R 12 0] ALK ALCL 83 I IR %8RB
5T, BAE NI IR 2 W FR T SR 5
1 #BE5FE
1.1 5Pk

B ETE £ 2014 4F 12 H—2021 4F 6 A 7E 1k
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T Ao b T ARG 3 s 3L K B i 2 AUk 2 R AL s A
T 240 L R () 1 R A L L A AR W e RN (O A
PR MG 2008 4F f 2016 AF TS TP A 2
(WHO) ik B & 1l 5 G2 M98 43 28 br o 1 12, % IR
Ann Arbor /MRG0 . HEBRR E . O B #1057
T I PR 35 4 WL S 3R 7 Bk AN 58 8 @ ALCL FHoAth
A LB AT 6 ALCL, JRU & Bz ik B ALCL,
ALK ALCL; QALK " ALCL % 51150 . 28 L7 78
A AR I AR
1.2 f&b5

BE M AR R R P2 Ik
25 525 5kt B CIE B 38 B R T M 0 ox A
(ECOG) P4y i IR 4341 43 20 | [ bR 515 4 %4 (in-
ternational prognostic index, IPD) P43, & 4F % 7%
1E Y [ B 7515 38 20 Caal P 3743 9 2 | 1L 81 L L
iR Bt & B8 (lactate dehydrogenase, LDH) | B2-ff Bk
# M (B2-microglobulin, B2-MG) , C-Jz Jif % 11 (C-
reactive protein, CRP) &5 52 5 % K A 45 5 5 1R J7 7
1.3 J7ROTFH

KH PET-CT #1 (50 CT #4797 80P M. &
M8 2014 4E4ETT 9 Lugano J3- W F1S7 ROV AR 3T
W7 8057 M 58 2 G2 /it (complete response, CR) | 3
43 2% fi#t (partial response, PR) . ¥%& Ji§ fa & (stable
disease, SD) Fl ¥ 4% i & (progression disease.,
PD), L CR+ PR 58 % W 2% f# % (objective re-
sponse rate, ORR) ,

1.4 BV

FRAE B A BEw DD LT 12 5018 BERE L 1 7 1)
HATREDT . BEVFBOERTE g 202245 A 1 H, &
H 17 (Coverall survival, OS) S35 MK 11 i2 AT
Jirt RS BOAE T %) s (] s Bt 17 48K Lk B TR] 5 0 R AR A

(progression free survival, PFS) &8 )\ 5% #1112
Z PD 88 & o AT ] Ji PR 2008 1 1 1) 1) BB 1
A
1.5 Siilsnik

KM SPSS 25. 0 Ge it 3k 347 8085 o . R
JH Kaplan-Meier #3H8 PFS 1 OS -2 i £ 77 il
2 BA R 40 R log-rank K6 56 HE A A [A] I R 4
fEA A7 2R, 2 R 507 R F Cox [11 15 JRUS: 52 751 43 7
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Gl FE X,
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(33.33%0) /B3 LAk bk 1 45 i K Sy oy ke BB A
758, 33%0) M E LA E E WD AR K. 6 B
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H=2 NGNS R A, B R KR R 4L
JE i E iE, T ERE BB E. TELERE S
2 ARHE TPT PE43, 10 4] (83. 00 %) M3 MK 1 /%
G (<2 43) .2 4] (16. 67 %) B e T e/
fal (3~5 7). HadBEFRE<<60 2 K
aalPT 3P4, 5 B (41. 67 %) B F R & 15 /1% 16 41
(<241).7 B (58.33%) & W /& fa 4l
(3~54) . W% 1,
2.2 AL

SEREE R BN A B #E CD30, ALK ¥ FH
P, 66.67%(6/9) f#F CD2 B ,63. 64 % (7/
11) CD3 FH:,80.00% (8/10) CD5 PHM:.71. 43%
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50. 00% (6/12) Ki-67 =80%, J& pax-5 [H ¥,
20.00%(1/5) CD56 FHT:.
2.3 RIFEM

79 (58. 33%0) B H ik CHOP J7 £, 4 i
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& B RS 1L 40 8 F2 # Cautologous hematopoietic
stem cell transplantation, ASCT) ,1 #il BB G #x &
YU 32 K T 41 i (chimeric antigen receptor T-
cell, CAR-TIBYY . 1 0] Ak y7 45 &k .
2.4 IR

126 B EHEHEZ T nyr. Lf 7
(58.33%) B & ¥ 4 fLJ7 J5 ik CR, ORR K
75.00% , PANE BR Ki-67=80% .45 4MF AL =2
b (aalP1 3~5 43 J& 5% W 9] i Ak 97 5 15 CR 19 FE 1%
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A VP16 43k 2 4l H CHOP 1 b #l ik
ST T EB B H CR Rl 28.57%(2/7), % VP16 1k
JPALH B CR % 100. 0% (5/5) . £ 54 Giitl 2
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