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PTEN 10233 PTEN can be involved in cell cycle regulation, inhibition of tumor cell proliferation, adhesion, metastasis, angiogenesis,

93 and promotion of cell apoptosis, differentiation, senescence, and other physiological and pathological activities
1p/19q 1p/19q Heterozygous deletions are important in determining the prognosis of glioma patients
T % 1553 The TERT is an important component and functional unit of telomerase, which plays a key regulatory role in

= tumorigenesis and malignant proliferation, among others
ATRX forms the ATRX-DAXX complex by binding to death structural domain-associated protein (DAXX), which
ATRX Xq21.1 accelerates the process of histone deposition and is involved in the regulation of remodeling chromatin, all of which are
of considerable value for the maintenance of the stability of the human genome

BRAF 7q34 BRAF is a serine/threonine kinase that functions in the MAPKs signaling pathway and is involved as a proto-oncogene = Vemurafenib;

in the development of many cancers, including gliomas Dabrafenib
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Simple mode 1216 (0.767-1.927) 0.420
Weighted mode 1.331 (0.977-1.812) 0.091
BWMR 1.344 (1.073-1.683) 0.010
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Weighted median 0.869 (0.751-1.006) 0.060
vw 0.894 (0.815-0.981) 0.018
Simple mode 0.981 (0.785-1.227) 0.868
Weighted mode 0.900 (0.794-1.019) 0.107
BWMR 0.880 (0.784-0.989) 0.032

GBM IgD+ CD24+ B cell absolute count MR Egger 1.377 (0.775-2.445) 0.288
Weighted median 1.495 (0.945-2.366) 0.086
VW 1.357 (1.000-1.840) 0.050
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IgD+ CD24+ B cell absolute count 0.305 1.357 1.000 1.840 0.049
CD19 on IgD+ CD38dim B cell 0.127 1.136 1.015 1270 0.025
CD19 on IgD+ CD24- B cell 0.116 1122 1.003 1256 0.043
CD20 on CD20- CD38- B cell 0327 0721 0542 0.960 0.025
CD38 on plasma blast-plasma cell —0.336 0715 0532 0.959 0.025
CD62L~ HLA DR+ monocyte %monocyte 0.420 1.522 1.004 2307 0.048
CD86 on CD62L+ myeloid dendritic Cell 0232 1262 1.017 1.566 0.035
Myeloid dendritic cell absolute count 0.185 1203 1.029 1.406 0.020
CD11c on monocyte —0.203 0816 0.667 1.000 0.049
CD3 on effector memory CD4+ T cell —0.202 0817 0679 0.984 0033
Effector memory CD4-CD8- T cell %CD4-CD8- T cell —0.220 0.803 0673 0957 0014
CD45 on CD33+ HLA DR+ CD14dim 0268 1.307 1.072 1.595 0.008
CD33+ HLA DR+ absolute Count —0.112 0.894 0815 0.981 0018
CDG66b on CDG66b++ myeloid cell —0213 0.808 0.685 0952 0011
CD4+CD8+ T cell %leukocyte 0327 1387 1.031 1.866 0.030
Lymphocyte absolute count 0314 1.369 1.050 1.786 0.020
Granulocyte absolute count 0310 1.363 1.044 1.780 0.023
CD8dim T cell %leukocyte —0.230 0795 0633 0.997 0.047
FSC-A on natural killer T —0.374 0688 0515 0918 0011
CD4 on activated & secreting CD4 regulatory T cell 0.141 1152 1.007 1317 0.039
CD3 on CD39+ resting CD4 regulatory T cell —0.328 0720 0584 0.889 0.002

AllP < 0.05.
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Search Terms for MEDLINE and Embase:

Ovid MEDLINE(R) and In-Process, In-Data-Review & Other Non-Indexed Citations <1946 to June 24, 2021>

1. pineoblastomas$.ti,ab.

2. adult$.ti,ab. 1324319
3.1and 2 58
Embase <1974 to 2021 June 25>

1. pineoblastoma$.ti,ab.

2. adult$.ti,ab. 1788424
3.1and 2 111

Articles identified through
database searching (n=169)

Extra original researches
found from the above 169

articles’ citations (n=22)

Articles in consideration
(n=191)

Duplicate removal

Articles in consideration
(n=130)

Lack of original data

Articles excluded
(n=61)

Articles excluded
(n=94)

Full-text articles in
consideration (n=36)

Lack of patient survival

Full-text articles
excluded (n=4)

Studies included in qualitative
and quantitative synthesis

(n=32)

Inclusion Criteria:
1) Patients were diagnosed as histologically verified PB.

2) Patients had follow-up data.
3) Patients were at least 18 years old.

4) Cases with clear information, at least including gender, traditional treatment details, and status.
Exclusion Criteria:

1) Patients were diagnosed with mixed pineal tumors, such as pineoblastoma mixed pineocytoma.
2) Lack of histopathologic evidence of PB.

3) Incomplete data regarding survival time and status.
4) Cases were not displayed in articles.

5) Non-English publications.
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PTEN deficiency can activate the PI3K-AKT pathway, and IRF1 is
up-regulated to promote the secretion of Gal-9, which in turn
activates Tim-3 receptor on macrophages, resulting in
macrophage enrichment.

The loss of PTEN causes the macrophage chemoattractant LOX to
be upregulated in a YAP-1 dependent manner.

PTEN deficiency regulates macrophage activation by activating the
PI3K signaling pathway to increase the release of arginase I

PTEN mutation induces CD44 overexpression and decreases the
number of T cells

PTEN regulated the type I interferon pathway via PI3K-
independent way

PTEN directly regulated the expression of Foxp3, and promoted the
Tregs generation and immunosuppressive abilities

PTEN deficiency modulates mTORC2-Akt activity and maintains
Treg stability

PTEN deficiency up-regulates arginase activity by activating PI3K
signaling pathway, promotes the release of MDSCs, and inhibits T
cell function.

PTEN activates the STAT3 signaling pathway, which promotes GM-
CSF to up-regulate IL-4R. on MDSCs, and then mediates IL-13-
induced arginase production, thereby inhibiting T cell function.

PTEN activates the Akt pathway to regulate the expression of miR-
494 in MDSCs induced by TGF-B1, which promotes the formation
of bone marrow mesenchymal stem cells

PTEN activates PI3K/AKT/mTOR or STAT3 signaling pathway, and
increases the release of factors related to MDSCs proliferation (IL-6,
VEGF, PGE-2)
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