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Significance of MGMT methylation and tert mutation

in the progression-free survival of high grade gliomas
Cao Ming Xu Peikun Li Qingxin et al
( Dept of Neurosurgry The First Affliated Hospital of Anhui Medical University Hefei 230022)

Abstract  Objective To determine the significance of O6-methylguaine-DNA methyhransferase ( MGMT) pro-
moter methylation and telomerase reverse transcriptase ( TERT) promoter mutation on patients with progressionfree
survive ( PFS) in high grade glioma tissue. Methods Collecting the MGMT promoter and TERT promoter of pa—
tients with high grade glioma ¥’ test was used to determine whether if there was correlation between MGMT promot—
er /TERT promoter and glioma WHO classification or between MGMT promoter and TERT promoter and Kaplan—
Meier survival curve was used to determine the effects of the MGMT promoter or/and TERT promoter in patients
with progression-{ree survival. Results There was no significant correlation between WHO classification and MG-
MT promoter methylation/ TERT promoter mutation. The PFS of patients with MGMT promoter methylation was lon—
ger than those patients with MGMT promoter unmethylation( P =0.001) and the PFS of patients with TERT pro—
moter mutation was shorter than those patients with TERT promoter wildtype( P =0. 041) . Patients with unmethylat-
ed MGMT-mutated TERT had the worst prognosis. Conclusion The state of MGMT promoter and TERT promoter
can be used as prognostic indicator of high grade glioma and combined detection has more accurate prognostic value
and therapeutic significance.

Key words  high grade glioma; MGMT; TERT; Kaplan-Meier survival curve



Acta Universitatis Medicinalis Anhui

2019 Apr; 54(4) © 631

SVCI o E
( apolipoprotein E ApoE)
} ApoE ¢ 4
( subcortical ischemic vascu—

lar disease SIVD)

o Bell et al *
ApoE A( cy-
clophilin A CypA) ApoE ¢ 4
ApoE CypA
SIVD o
1
1.1
1.1.1 SVCI 2017 9 ~2018 4
SIVD 126
SVCI 82 . SIVD Galluzzi et
al’ @D 50 ~ 80
; @ =5 ;@ ( magnetic
resonance imaging MRI) ()
( white matter lesions WML)
( lacunar infarcts LI) o
o SVCI
20) SIVD ;@
( montreal cogni—
tive assessment MoCA) <26 .
N . =1 E)
@
3 ;
\6_7 O N N
1.1.2 ( SIVD
withnon-eognitive impairment SNCI)
. ( MoCA
=26 ) SIVD 44 SNCI .
1.1.3 @ N N
N Q2 N N
e
) @
. ' ®
;© .

1.2
1.2.1

~ ~ ~ ~ ~

1.2.2 3.0 TMRI (
) MRIT2 .

LI WML

( /
Fazekas et al * 31

):2 | ):3 |
1.2.3 MoCA N
(activity of dailyliving scale ADL)
( hachinskiischemic score HIS)
SVCI . ( ham-
ilton depression scale HAMD) o
1.2.4
A.B 4 ml A EDTA
4 °C ApoE
;B 3 000 r/min
10 min -80 C
CypA o
1.2.4.1 ApoE snapshot
ApoE
ApoE 2 SNP
DNA; @ PCR
196 C+1 min 96 C.10s 60 C.30s 52 C.5s
30 {®DNA  : 1l 10
wl 95 C
( Snapshot
ABL ).
1.2.4.2 CypA ELISA
CypA o (
:201804)

- ©

3 min

<3730 XL

1.3 SPSS 17.0
o T
( ) M(IQR) « SVCI
SNCI t



* 632

Acta Universitatis Medicinalis Anhui

2019 Apr; 54(4)

1 SVCI  SNCI CypA
SVCI(n =82) SNCI( n =44) P
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Effects of ApoE gene—-polymorphisms and serum CypA concentration
on cognitive impairment in patients with subcortical

ischemic vascular disease
Wang Yao Ni Mingzhu Liu Wencan et al
( Dept of Neurology The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To explore the effects of apolipoprotein E( ApoE) gene-polymorphisms and serum cyclophil—
inA( CypA) concentration on cognitive impairment in patients with subcortical ischemic vascular disease( SIVD) .
Methods 126 patients with SIVD were enrolled. All subjects underwent head magnetic resonance imaging( MRI)
to assess the severity of white matter lesions( WML) and the number of lacunar infarctions( LI) . And the cognitive
functions were evaluated by Montreal cognitive assessment( MoCA)  activity of daily living scale( ADL) Hachinski
ischemic score( HIS)  Hamilton depression scale( HAMD) . The 126 patients were divided into two groups: SIVD
with cognitive impairment group( SVCI) and SIVD with non-eognitive impairment( SNCI) group. Serum CypA con—
centration and ApoE gene-polymorphisms were detected in both groups. Results (1) Compared with SNCI group
serum CypA concentration were significantly higher in SVCI group( P <0.01) . 2 The frequency of ApoE 3 /4 gen—
otype and g 4 allele were significantly higher in SVCI group(25. 6% /20. 7%) compared with SNCI group( 6. 8% /
6.8%) . Otherwise the frequency of ApoE 3/3 genotype and & 3 allele were lower in SVCI group( 51.2% /
70.1%) compared with SNCI group( 81. 8% /88. 6% ) the differences were statistically significant( P <0. 05) .
(3 Serum CypA concentration was significantly higher in patients with g 4 allele carrier compared with patients with—
out £ 4 allele carrier( P <0.01) . (@) Logistic regression analysis revealed that hypertension higher serum total cho-
lesterol concentration higher serum CypA concentration and & 4 allele carrier could improve the onset risk of SVCI
(P <0.05). Conclusion ¢ 4 allele carrier and increased serum CypA concentration may promote the occurrence
and development of SVCI. Detecting serum CypA concentration and ApoE gene-polymorphisms may provide a theo—
retical basis for early diagnosing SVCI.
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