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A case report of anaplastic large cell ymphoma and
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The clinical data of a case of anaplastic large cell lymphoma (ALCL) misdiagnosed as inflammation was reviewed
and analyzed. This patient had cellulitis incision and drainage in left parotid gland to remove the mass and the
mass was considered as (left parotid gland) inflammatory granulation tissue. Thus, the patient received anti-
inflammatory therapy in other hospital for more than 10 days. One month later after discharge, the patient was
sent to our hospital because of the pain in left humerus. Pathological examination of left humeral puncture biopsy
suggested ALCL. Left parotid gland surgery specimen section and immunohistochemical inspection result revealed
ALCL. When patient’s mass had no obvious inducement, microscopic appearance initially showed inflammation
yet clinical anti-inflammatory treatment was ineffective. Thus, the patient was suspected to suffer from lymphoma.
It needs to be rational and comprehensive to choose immunohistochemical indicators and improve the awareness
of lymphoma of this kind and elevate the pathological diagnostic level.
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Figure 1 Pathologic phenotype
(A)BERRAL AR LU IAAE /N AE RN IR A o A1 A2 R AN HT 5P (HE, % 200) 5 (B)BRARAL AR 21 P4 o 22 it 24

ALKBAPE (el 22, % 200); (C)MEARALERALZ N5 748 B 41 e CD 30 BAPE (fe e dl 44k~

% 200); (D)fEEAbRRAS .

o A5 B R I A I R AR (HE L x 400) 5 (B) BEi Ak e Jed 40 B ALK BH M (e B ZHZUE %, x 200) 5 (F) 8 A i3 240
CD30FHPE (SR LU, % 200).

(A) Lesions in the soft tissue of the parotid gland: small to medium sized tumor cells are distributed in the background of inflammatory cells
(HE, x200); (B) ALK positive of tumor cells in the soft tissue of parotid gland (IHC, x 200); (C) CD30 positive of tumor cells in the soft
tissue of parotid gland (IHC, x 200); (D) Lesion of the humerus: medium to large tumor cells diffuse growth (HE, x 400); (E) Tumor cell

ALK positive in the humerus (IHC, x 200); (F) Tumor cell CD30 positive in the humerus (IHC, x 200).
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