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[ Abstract] Objective : To investigate the clinicopathologic features and prognostic factors of nodal T—follicular helper cell lymphoma ,
angioimmunoblastic—type (nTFHL—-AT). Methods: A retrospective analysis was performed for the clinical information of 63 patients
with nTFHL-AI, and immunohistochemistry, in situ hybridization, and antigen receptor gene rearrangement were used to assess the
clinicopathological features of n'TFHL-AI. The Cox proportional hazards regression model was used to investigate prognostic factors.Re-
sults : Inmunostaining showed that the number of patients with dominant CD4-positive cells was significantly higher than that of pa-
tients with dominant CD8—positive cells (66% vs. 5%). The patients who tested positive for Epstein—Barr virus—encoded small RNA
(EBER) showed a higher probability for the expression of CXCL13 compared with their EBER-negative counterparts (P=0.006). The
5—year overall survival (OS) rate and the progression—free survival (PFS) rate were 31% and 16%, respectively. The CXCL13—positive
group had significantly better OS and PFS than the CXCL13-negative group (P=0.003 and 0.040). On the contrary, positive BCL6 ex-

pression was associated with worse OS and PFS(P=0.026 and 0.044) , and negative EBER was also associated with worse OS and PFS

(P=0.013 and 0.047). The multivariate analysis showed that nega-
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tive EBER was an independent negative prognostic factor for both

0S and PFS(P=0.001 and 0.003). Conclusion : Positive expression
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prognosis of patients.

[Key words] nodal T—follicular helper cell lymphoma, angioimmunoblastic—type ; T—follicular helper cell phenotype; Epstein—Barr
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A
HR(95%C1) P{Y HR(95%CI) P
=60 % 2.84(1.25~6.46) 0.013 2.26(1.11~4.60) 0.025
PRSI, 5 1.36(0.72~2.55) 0.341 1.00(0.55~1.79) 0.985
T/IV 3 4.36(1.03~18.55) 0.046 3.39(1.02~11.31) 0.047
B R 1.23(0.51~2.96) 0.641 1.49(0.63~3.53) 0.363
LDH /KT 1.02(0.46~2.29) 0.955 0.97(0.45~2.11) 0.942
Eh7 BE=2 A 1.12(0.49~2.59) 0.789 1.65(0.79~3.46) 0.182
ECOG>2 %% 5.24(2.19~12.54) <0.001 3.43(1.55~7.59) 0.002
BRI R 3.12(1.13~7.43) 0.010 2.73(1.17~6.32) 0.020
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EBER [ 2.33(1.21~4.47) 0.011 2.46(1.32~4.59) 0.005
CXCL13 [t 2.48(1.27~4.86) 0.008 2.05(1.09~3.82) 0.025
BCL6 PH: 3.47(1.05~11.49) 0.042 2.51(0.98~6.45) 0.056
Ki67 PHE 2.10(1.11~3.97) 0.022 2.11(1.17~3.80) 0.013
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Ki67 B4 2.48(1.07~5.72) 0.034 2.51(1.15~5.48) 0.021
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nTFHL-ATJ& B AT TFH 26 8 () i 20 T 48 it bk 0
JeE , LA 4 B MR 0 45 i KR 3R ek i IR Ry 32
1, fH HEVs fIFDCs 353 4= . EBV B B 41
B 0] LT 669%~81.6% BRI, LA, nTFHL-
AL EBV BH 1 B 28 Bl #1 EBV EF4E g T 248 g
W WA B A B & B EBV BH A A B R T 48
Jiat A5 A & BE 3 ) EBER FH 4 4 iR T 41
M. B N ULEL EBV BRYL Y T 4 i, JE R/ imi 15, 5
S5ERMBGBAMIX 5. AiE—L A EBV &
Pel & TR & B4, nf LLFIE 4T EBER-CD3 A1l
EBER-CD20 XU A K X 43

H BT 2SN JA 97 nTFHL-AT (9 — 2 k97 1897
CHOP J5 & H B & Tl i 3 AN HRAR . AR ACHIF 5%
— IR IR S Z R0 A A A (R S AR
0S # (31%) 1 PFS 3 (16%) ¥ Ik T Z A #f 45 b
0185 RT R 5 AR S A R 4 YR T Y R
2 (10%) 1 %, WA, R4E 39 4 5452 T CHOP
T FIRIT L AHHIARYT AT RE A I8 B A AR ACR , R
R EARTT RMEAT 2 IR T K o

TE TS J5 T, BCL6 BHME 263k 35 1 AR A7 45 1
LT 5 2% (0S vs. PFS, P=0.026 vs. P=0.044) , LA
F o 7R, BCL6 BHPE /2 OS K F il 5 P & (P=
0.042) . BCLOE N —Fit sl K+, 7E TFH A &
o R FEJE AT VR . BCL6 £E nTFHL-AT j8 2 v i B
PR R I 8 Hon] B R — NI AR AR LA,
4b,BCL6 Kk 5 TET2 &8 FF7E W] A Gk . TET2
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AIREHAE IR SR A RIS L, SR, BCL6 1
nTFHL-AT (4 B DTAIL ) i A 50 4 i B, 5 Sk —
A HAFSY

WG K& B, CXCL13 B P41 & 5 CXCL13
FHAYEZHAR LG , 14E 2 4EF0 3 4 19 OS B PFS 5 2 P A%
(P=0.003.P=0.040) . LA Z 53 #Hr& B, CXCL13 [f]
P J& nTFHL-AT % 0S F1 PFS (A F T 5 A idi (P=

0.008,P=0.025) . #Jz , CXCL13 A 2 35 v] AE J&
nTFHL-AL 5 A R B R ZR . EA—F
T, CXCL13 i@ i 5 HAZ & CXCRSHEAEH . 2 5
AR HD B B BRI, Kim TY 22K K, NK/T
21 o 94K 998 T LTS CXCL13 K-, H 3 0S Al
PFS AN, X SAMFFEE BA—3, "R Ak e
Jed RS [R] T S NK/T 20 Bt bk 0088, AR AF 5% h
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Bl RS T8 — A S 2 R T R AR A BR P
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