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Infroduction __ Methods

Pleural effusions, while uncommon, may significantly We retrospectively identified patients (n=17) with CLL or SLL
complicate the care of a patient with chronic lymphocytic with radiographic pleural effusion at our tertiary academic
leukemia (CLL). Effusions can be directly caused by institution. Post-effusion survival was defined as the time from
lymphatic obstruction from bulky lymphadenopathy and radiographic pleural effusion to death or censorship at end of
pleural space invasion or non-malignant causes like infection our study period 4/1/2025. Effusion cause was determined by
and medication side-effects. The clinical, prognostic, and the primary treating oncologist as documented in the chart. CLL
treatment implications for pleural effusion in CLL remains cytogenetic data prior to pleural effusion was used. Closest
unclear. peripheral and pleural studies within 3 months were associated.
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Table 2. Prognosticators and Treatment CLL-Related Pleural Effusion
Initial Thoracentesis Latest Thoracentesis
Pleural Peripheral Pleural Peripheral
RBC RBC Total |Pleuro-
Light's| WBC Diff |(1000s)| Flow | Flow | ALC |Light's| WBC Diff ((1000s)| Flow | Flow | ALC | Thoras| desis
3 - 14%* 9.7 1 0
16 - 861* |8/68/24*| 5.0 | 20%* 1.3 0* 0
19 T 2429 | 2/64/24 | 13 | 0.27% 1.2 E 1383 | 1/44/55 | 3.0 1.4 3 0
4 T 800 | 7/53/40 | 495 23% 11% 12.4 E 1200 |34/43/13| 609 7.0 2 0
20 - 46000 1170 62.6 0* 0
M3 T 8141 |33/62/5| 16 72% | 83% 47 T 576 |32/45/23] 4.0 |<0.01%|<0.01%| 0.5 10 1
18 E 3250 | 3/54/35| 3.35 10% | 48% 5.2 E 2887 | 0/73/3 | 4.0 4% 48% 4.7 2 0
E 2676 |2/68/13| 119 | 2.6% | 24% 6.4 E 99 | 2/81/17| 0.3 3.2% | 24% 6.8 11 1
E 1858 | 4/82/9 | 2.0 56% | 2.0% 1.1 E 1207 [10/67/20| 2.0 | 0.04% 0.7 7 0
E 1033 [38/10/13| 975 0.2 1 0
9 E 3735 | 0/84/7 12 43% | 0.2% 0.9 5 1
7l E 1919 4.3 43% 21 2.5% 0.9 16 0
12 98 0 0
8 8 0
17 E 2710 |5/76/19| 150 | 22% | 11% 5.2 924 [71/16/13] 1513 | 1.9% 1.0 8 1
10 E 701 | 5/82/9 | 1.0 41% |<0.01% | 0.1 E 410 |8/29/50 | 5.0 <0.01% | 0.1 2 0
11 E 5026 | 1/93/6 | 113 |<0.01% | 16% 2.0 T 845 | 3/89/8 | 3.0 14% 14% 2.3 4 1

Table 1. Pleural Effusion Characteristics
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