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MGMT B FEEIRSSES IDH1 & 1p/19q XTEREL RIE S E R
iHREAIZHN (B

SREW® BB EENET Lod EEERY W

WE BRRBRA PR R % T RF L BAE, 22R TAZ Lk, REIRAHAT CB A EAFES T ERIHS, R
MRI #2355 RN R R AT B, g P RIS T, E3AT AR RGER, b T F a9 REERE, B AR
BEREAGIRANIR A EF A2 B A B2 A 2SR F B, MGMT B3 F  HAv B L& 8-1 (IDH1 ) & 1p/19q &-FArieh 5
HREAK, S FRESHRFLESA T ABRIEGER, TRRAIGIEE 56, KO RILKEFTRIL, 547 MGMT &
3§ . IDH1 & 1p/19q %F #ritdh fe K 4 AR a9 4F 1, A 16 JR S5 B A B 7 SRAEAT A

KA ARG BEBRE MGMT B3 F  FATHERBLE-1  1p/19q A H
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Abstract Gliomas are the most common malignant tumors of the central nervous system. Postoperative combined chemoradiotherapy has
become a standard part of the treatment, and MRI examination is a routine means to follow-up intracranial lesions. Imaging changes during
follow-up should reflect the difference between true progression and pseudoprogression for appropriate clinical decision-making. However,
this differentiation is still unclear. Recent studies have found that MGMT promoter, isocitrate dehydrogenase-1 (IDH1), and 1p/19q molecu-
lar markers are correlated with pseudoprogression. This combination of molecular biology and imaging for differentiation between true pro-
gression and pseudoprogression merits further exploration. This review based on the current research status and the role of MGMT pro-
moter, IDH1, and 1p/19q molecular markers in differentiating between true progression and pseudoprogression, provides a new reference
for clinical identification and precision medicine.

Keywords: glioma, pseudoprogression, MGMT promoter, isocitrate dehydrogenase-1 (IDH1), 1p/19q gene
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Z2 A TR 2R I e DX S HL R 3 4 ot s 5 i g
AERE B AOREIR, NI 237E MR Baag 48 s} B A s
B IR SR O T IR PSP & AR I 8] i AP
A, SR — IS R R, PSP &ALy sz st ) Ay
ST 1A A, —IRANA 941 {5l fisi e oy 2 2 i EE
S B, PSP KA B R AE I ] A TP R 6 ~ 124 AP
H1 T PSP 3l # TCHEIR, SECEAR ARV B, 7T g
JEE N PSP AR I )il 22 S iy SRR 22—
1.2 PSP (kAR

KT PSP KA RAYHGEAN 228K . Chaskis 45"
fiff 5 & B, PSP 7E fivi I J5t &) 4 S 97 ( glioblastoma,
GBM) & T & %K 6%, i Brandsma 55" 1Y
fiIEH PSP 7E GBM WY KA ik 64%. KT
9% 53] Wi g 59 BB A PSP R A R A iR I, #E van
West ™ BT 71 B G0BE Bi98g i 4% PSP 1Y
KA 18.3% . AIRIBIFE PSP 1Y K A HAHZEHR,
Abbasi FF" ARy H R F 2R Gk = 55— 1Y PSP 1FH]
Pt
1.3 %5z

PSP U4 3= 28 5 S SR B[] 4 56 1| A7 7E IR,
WS BRI FAREIX 43, H BRI s 40
T PESRAE S PSP [RIRESZ I X T EP (2T, X 53
SEM MR RIS . AR R, U
WFEE PSP 1Y 2 XN TE T U PRI SE AN AT 3 Y
S 7, T PSP Sy Al i i R A Ak
PSP 5l HESRFEIRAFAE LT B DX 1)PSP (14 i 3
IR, ZHOELERUT IR 6 1 H N i HERsE
RA I (B, Z2HCR AR TS 12 ~ 18 M
2)PSP [BH ZHTCHEAR, ToFT A F; UM PSR SE 8
R, 752 2SS R RHCR T I H A S
FARMN, IVTEAR A D, BORHEIRFEE AR
iz S L HLEE 22 o A5 IR BI; AHLZ T, PSP £
SRR T SEME R a4, T PSP 5
B IR 25 %0 T EP AT, DRI ok =
FHPATR, AT NIRRT
2 FEFIEASHNARIE PSP HUITR IR

MRI J2i2 Wt PSP fie'i JHAY 55, WA MRI 7
GITRMEMERRIZ I PSP, JT4EkK, 2 IBFTE(E I Z AL
& MRI KA PSP HYIZHT
2.1 P EUIREHARUR

P HOMAGE R 1% (diffusion weighted imaging,
DWI) nJ KM ZHE N 7K 73Tz 8l 72 DWI MR
il Z %4 (apparent diffusion coefficient, ADC) 57K 43+
YREGHE B R L, 15 A0 B S S e kiR e
EP R IUAANIEHE £, i PSP 2P AL LAY IRFEFI R
PRI, I EP /Y ADC {HAIXT PSP ) ADC fH. —

TRZAN 26 TibFFEALE 900 5] GBM &Y Meta 7047
P27, DWI FE2H81 PSP J5 o EA B R I PERE, BUSE
FVRESFBE 000 88% F11 85%
2.2 HWESHRIE

WEILHRIE 1% (MR spectrum, MRS ) 7] To A1 41
HARI™=1, WAEAK(Cho) . N-ZBERT 144 R (NAA)
LR (Cr) %5 . Wi B9 EP B Cho W43 w5, 117 PSP
A Cho WEREAIK. FI/NBHAE™ BiF5R % BE, Wi 598 EP
H 5 EIRALIX. Cho/Cr {EH] R & T PSP 4l H iR fbIX
i) Cho/Cr &, %51 EP 5 PSP HIUERGMEN 82.5%.
2.3 MR EENE

Jihea 4 e AR B A I AT AR, TR TR PSP BHY
o | R I 3 A P R, OPTSR ) MR R VR R R 12 W
PSP, PSP i} PWI & Bl 4y K AH X 1fl 5 7 ( relative
cerebral blood volume, rCBV) FI{EAHXT I & (relat-
ive cerebral blood flow, rCBF), Mi7E EP FEW I &
rCBV Fli rCBF . —IgHA 26 Wiffsidt 900 i GBM
HBEN Meta 7087 $271, PWI 2 W PSP (18R Al
RS R 85% 1 79% .
2.4 PET

oG Ji2 S5 988 EP B} “F-FDG #$ BU: 55 T PSP, ¥
A2 W PSP ) REUER B RN S B I e IR A e
AR R EAEML, AR R 2 R . 2 Rt
W PET A%, " C-HAM" . “F-Hs 2 LR 45
XP2 Wil JiEd PSP [FIFE A E . AR kI, 2
iR 7 35 9032 W I 0988 PSP 14 E A 1 5 F MRI'Y
PET MRS &, 3% R G B, RBES 12 A IR
2.5 MR

Bl N TR RER KR, N FHRAR AL 24 mT LA B2
KR UK 403 . Elshafeey 25" i@ i BF 98 MR
T R 2 FE 2 T PSP, R A RI/E 2 6 PSP
D5 THLEAG e R HERR A, A2 Wik 59 PSP 4tk 1
BT AGIERN A A REXT IR mRNA Fk ol
JrIEE o3 F S B T 0T o AR 2 A T
PRAtHRRE
3 SFHRCYIEISHIRAL BB E PSP hEIMNE

1T PSP S A RN, B E A TARMR R H
iz Wrig A2, & Rk 2 50988 1) 4 F R AiE, G H 2
MGMT J3 ¥, IDH1. 1p/19q %4> TR PSP
WA
3.1 MGMT Ja3lFi2Wr PSP IHiE
3.1.1 AHEME MGMT J3 3l 2 i B g #5532 OCTE
153 Z—, AR B A TR RS E" . MGMT
J&—Ff DNA 1B, Tl O°- F KL 1 105 1) F L4672
F A B ikt b, DIk DNA 4l o H
TN SRS ) 7S FR L, 1 DNA iR LUMBE .
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BB (TMZ) U AL e 51k DNA 43
T SRS 6 4 O LT FI%H 7 4 N JET-, BFE4
MR, MGMT A& & # TMZ % AL A fif
Je DNA, I 80AT7 R M . MGMT i gl 7 H 34k
A2 MGMT # ST ER, I e A6 700 58 4
FERCIMEVER . BRI MGMT Ji5 37 F A F i e ot
Jo Bt MGMT Ja 8 FAE b & 4t TMZ 397
JE S HEARE,

Ok 22 BT & B, MGMT Ji )5 H AL A fik
J IR £ A MGMIT Ji 8h 7B F b B b7 e 5
Sy A PSP X Al HESE T MGMT Jii ghF 54k
1) RSB T S BURR, IR T O A S R
Y. Park 29 §F58 K I, PSP 1Y & A= R AE MGMT Ji3
Bl H AL I B R 61.5%, =T MGMT J5
TR EALE ) 33.9%(P=0.006) ., A iE—AEH
MGMT J&i 3l 5 PSP [ X &, Zhou 55 ™ i 47 T
Meta 5387, A 13 TRFFEAE 536 151 = ) i e o g
B, #E8 MGMT Ji 87 H B fEIX 53 PSP &5 EP
Z 8] A B PR O (OR=4.02, 95%CI=2.76 ~ 5.87,
P<0.001).
3.1.2 MGMT JE3hF{Ei2lr PSP gy - fn F i
R, MGMT Ji 8l 719 H LIRS PSP AHE, (HALEE
MGMT Ji g T H IARIS WA 2 LAXT PSP 31 T2
AT MGMT Ji 8 7 SRR S 58 AR
gh 4 TEIX > PSP 5 EP i AT IR AR & . Bani-
Sadr 257 [MEMEHT T 33 BRI H PR R 2
EE(EP 5% PSP) ) GBM H.3#, 158 MGMT J3 3+
FH S AR ASORN R0 2 7E B A R BIUERT U3G98 MRT 4
i1 (MSC-MRI) 1 tCBV FlIAH X} 15 i % 1K2(relative
vessel permeability on K2 maps) I A & 45 55, & L
PSP 5 MGMT i 3l H BB IR 1CBV A K2 B
R EMEF G, BT CBV. K2 & MGMT J& 8+
H LIRS EP A1 PSP E R, # 7. rCBV, K2
F MGMT Jii 87 H Ak SR G2 s 7 ofg
B SR 2 R R Y 33 4] GBM & il £ MG-
MT J& 3 7 B 34k H rCBV<1.75 i 4 7 . 5 09
PSP, ¥ 2 MGMT Ji s F K H E 4L H (CBV=1.75
i) 16 BIEE IR EP, MiAEHAL 13 4] MGMT J3 3+
AR S rCBV EAHF G 1Y B o (BB 1)
MGMT i 8hFH HAkE rCBV=1.75, 3 MGMT ;53
T ARH AL rCBV<1.75), ¥ tK2=27 (1) 8 il i
Ty 7 i K rK2<27 /9 5 FIERE TR 3 BE Sk EP, FL
A% 3BIHN PSP, 4% 88 iR EX A2 Wi A [X 4> EP
5 PSP i, Z i & T AEHRF il £& (receiver operating
characteristic curve, ROC) T [ #H(area under the curve,

AUC) 1941 R 0.94, B B A F 500 A rCBV=1.75

(AUC=0.82) ., rK2=27(AUC=0.74) 1 MGMT J3 &)1
H LR A (AUC=0.77) B —ARifE) AUC B K il
JE JEIR £ B MGMIT Ji 8h 7 H 3RS S0 F 4
RAGE A, TEX 43 PSP 5 EP g fav R, (B
AR ST A Bl BRI, ATh s SR PRI T A T 90T,
[vi] B 4 2R A 7 8 I FEAIL R, A & B R A 2
Wi

3.2 IDH-1 #H%F PSP HiZHi i

IDH-1 & Ry =R IRE IR B, 25 AR5
FERE AR, HiW TR 3 AL, B IDH-1, IDH-2 Al
IDH-3, IDH HEPH 5875 f2 i i Jou g i A= o o g 7 40
FilF, FERATEARGONE B Mgk &Pk GBM i, H
th IDH1 278 ¢ WL(80% ~ 90% ), IDH2 287545 M
D UL(Z 3%), T IDH3 S22 v ATE I B e v A 3
IDH 2878 5 i i I (1 T 76 & VI SC &, IDH %8
A SR R A S A AR AR R, FE 2021
JitH L T AR 22 (WHO ) ST I 4T 98 4328 rhofés L
A A B A SRBERN () FE R 14> T HRAE, a0
TERT J& 87278 . EGFR N384 F1 (5F) 7 5 4L o,
TR 18/10 S Y AREIC A RN IDH B4 BTk Y
JiE 5 41 9 12 W GBM f: IDH 7 4E &Y IDH 2848
i) GBM #Fx 4 IDH 28728 1 S L 4 iadsE WHO IV 4%
AT TDH 2878 Bk 1 B2 T 240 e e Bl oA Ay 2 ] —
29, 43} CNS WHO 2., 3 5% 4 2.,

IDH1 JE K 2845 5 it JoJd f8 4 PSP 1 & AEAH G,
AR RIS S 7 A 1 DI B 25 A R . Li A5
JrHT T 145 5] GBM # 3, K I IDHI H: [H %425 Y
GBM H 5 k4= PSP(P<0.001), IDH1 £ Wt PSP (4%
JEEE N 34.2%, FrFFEN 97.3%. Zhou 25 HFFEHY—
T Meta 23 it 7n IDHI FE[K %848 7E X 4> PSP 5 EP
i 5 A 2 2 A 551 (OR=12.78, 95%CI=3.86 ~ 42.35,
P<0.001), 5 Li % 45 R —3

IDH1 45 5 PSP 1Y 5C R [FIFEFETEA I 245 5
Mohammadi 25" Xt B 4 BT AL ) 22 o pkss
KB, IDH1 5828 () 8 % & A PSP i R B Ik (P=
0.008) . #H—2L5rHr B 9 il (1 5] IDH1 58754
1 8 5] IDH1 $FAEAY)Z WA EP, 17 #1(3 4] IDHI %€
AFAIFN 14 ] IDH1 7 AE A ) 12 W PSP(P=0.004) ;
TE IR R R 1Y 26 (]34 Th, IDH1 ARy 3
o PSP (SR ARG 75%(3/4), IDH] B7 A AU f
H PSP AR HERENY 63.6%(14/22), Wi A4
TG iR L (P=0.496) . FRE55EEH, J6ig GBM
AR FRIE AR, 7558 BORCTT I 1 90 d I, PSP (1 & A4 Ll
EP B4 Al GEVE, )45 PSP 1Y & 4 R AE IDH1 748
A A XHE AR, (AL ARXT PSP &A= R ik A 4k
S METATBIIRYT A B X, JUHDE IDHT B4R
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B AR RO T A RR 9 90 d A PREE IDHT 2878

(R SR R0 HH BRAAR A JiE, 1o S 4RSS G i

BiiAYY . Lin %% BB S EIROFFEAE /AL K

T IDHI 7845 PSP KA Z [ YK 7 i A, {HEL

N E I E IDHI JEPLIRASXT PSP 19 & A7 AE—5E

AR, ATy S 22 RO LN AERILAR], DT S -4t

TR AR PSP AYIZHT

3.3 1p/19q FEHXF PSP (2 WrifirE

1p/19q kG Pl Ak 32 2k A A RGO A ] A2 4
Y ki FE B 96 o, A2 9 J Joit 41 f 93 (oligodendroglio-
mas, OG) -5 & JE 41U (oligoastrocytomas, OA ) % 5|
B2 . DI, P 1p/19q BRE VRS A
2 IR SE B TR 7 B AT PRBURS, IR 1p/19q B
SRR VR B AP TR PR Az —

N AR PR 8 PSP i A B 1p/19q BR 45k
RETBHF. Lin 2 f—IHA 143 7] OG FRE
/b2 B 4 g9 (mixed oligoastrocytomas, MOA ) i
HRIBEFER I, PSP HYRARAE 1p/19q ARSI B
MLk 1p/19q Bk AR BR B T 5 (27% vs. 8% ), Hiz
W PSP U N 60%, Hi52IE 0 67%. ZWT5TIA
A 1p/19q E BT OG Fl MOA HBAF YT IS 6
AN H N B AR 2 R i 22k PSP, HET X T
1p/19q 55 PSP A& A SCRBIBIFEABR, S 1 Bigfh
KAR 1p/19q BETELWT PSP FEH], 3% E 21
W,

4 £HE

MGMT Jii 8l 1 B 2 LR 25 . IDHI 2 [H 28 8 |
1p/19q JE N B AR DU 42 5] PSP 5 EP A WEAERY f
{i, ZFh 5 HHIE PSP #l EP S84 MU S R I
P EBOR I HL SR S PR BEAE X I 3R 73
TAFEN TR ZHR A, LA ik AR B2 DS Ao e 5 e A6
# PSP BURHIAWT T 1%, K or Thric) S5 A 4
ARG G, ST IBR G Y TN 0 4 1) AL AT B Ry IX 1)
PSP 55 EP HYAT &L T-Be, (HE IR HI T i RS A 1R
Z RIS B TR
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