Advances in Clinical Medicine IfiJREE243 &, 2021, 11(10), 4611-4615 Hans X3
Published Online October 2021 in Hans. http://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2021.1110677

EFRERRSTIREHR

mAR, RAKR
VIR ERE, PR PUR

ks Hi: 20214F9418H; FHAHEM: 20214F10A11H; KA H: 20214104 20H

B

A B R PR P — PR LI BB 5 o R P JRR AR PR Y 10%~2 0%, AR RTE B R R TR 2R | 35 =4,
DR TR R AR . B RTPAR. ZABENG T R E AR IRT = KEZIGTRIE. R0
HRBHRR, EHIRE, STEIRFENGTFE. MEEEETRE—MREIRIGT 7, BRid
LA T B4 A B AE Y 2 B OB YR IT . ASCEE B BUEE R E N AR R, BAIBE T kK
BRI LI AR ERE ARG TRRRES, URAEEEETRE—ENS%.
XA

TR, RERE RIS, RBIEST

Current Status and Progress of
Immunotherapy for Pituitary
Adenoma

Zhijie Tian", Yuelin Zhang*

Xi’an Medical College, Xi’an Shaanxi

Received: Sep. 18", 2021; accepted: Oct. 11", 2021; published: Oct. 20", 2021

Abstract

Pituitary adenoma is a common intracranial tumor, which accounts for 10%~20% of the primary
intracranial tumors. Pituitary adenoma is the third most common tumor in adults, next to glioma
and meningioma. At present, surgery, drug therapy and radiotherapy are three important thera-
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peutic strategies for pituitary adenomas. However, pituitary adenoma is easy to recur and has
poor control, so it is urgent to seek new treatment. Tumor immunotherapy is a promising thera-
peutic method, which has been applied to a variety of tumors, including pituitary tumors. In this
review, we summarize the latest findings of immunologic examination and site selection and their
potential as immunotherapeutic targets for pituitary tumors in order to provide some references
for the treatment of pituitary adenoma.
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Figure 1. Treatment with anti PD-L1 prevents tumor growth and ACTH production in a heterotopic cushing
disease model. (a) Following subcutaneous (SC) implantation of AtT20/D16v2 adenomas, treatment with
antiPD-L1 (n = 8) significantly restricted tumor growth compared with treatment with isotype control (n =
16; P = 0.0002; exact Wilcoxon of SAUC); (b) Serum ACTH levels measured by ELISA demonstrate de-
creased ACTH levels following anti-PD-L1 treatment (P < 0.0001; one-way ANOVA,; Nave n = 20; TB +
control n = 14; TB + anti-PD-L1 n=7)

B 1. fEREIERIT, $1 PDL-L1 JATT ARG LA A 4KFN ACTH B4, () BAR TIRER, 53
BRA(n = 16)#HLL, 1 PD-L1J&7r(n = 8)EZHHIMEEK; (b) ELISA &MME ACTH /KRR
PD-L1 ;897 ACTH 7K EB&{K (P < 0.0001; Naiven = 20; TB + control n = 14; TB + anti-PDL1 n=7)
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