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Abstract: In recent years, the interplay between glioma and gut microbiota has gradually become a research hotspot, and
some studies have found the existence of microbial flora in glioma. Although studies have revealed that gut microbiota may
affect glioma through the mechanisms such as immunomodulation and epigenetic modification, the specific mechanism
remains unclear. This article mainly introduces the research advances in microbial flora in glioma and elaborates on its
mechanism of action in the progression of glioma, in order to provide new ideas for delving deeper into the pathogenesis of
glioma and improving the treatment and prognosis of glioma.
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HEVEM, HATAIRFIE IE S T8 78 1 R P G i
TR SR R AL, DA BE S BRI AL B B B9 &
Gk T BRI G BAR . BFgT A R BRI
W 1R # (gut microbiota, GM )ZAS B K HAR W 7= 938 13 b 3%
T TR A I A 3 A B T CN'S 1) B S R I, AT
YT SR ) S N . A — TR HE R T, R P AR AL
A= W AT 38 3 00 T ok g e i I 5 S P A R
G B TN, A L T, S g R L DRk o A
T A W AR LA S S TR B 8] A AR I G &%, T LA
Sy B G-t FHLAAE S SO R 1) % A e AR S FR R R A A

TR 22 A I FEAIE S T R B 9eE 5 T A W TR R =2 TR 1Y)
AASEME o NARFEEREAR (0 7 45 R e W77 I gl i
SR GM S5 F9 4 B RA 22 S iy HLAS [F] 2678 K
o3 ) R BT AR E B AR IE M M. b, BF ST
A7 5 5 A M A 2T 9 AV 44 38 (fluorescence
in situ hybridization, FISH) &5 59 42 1 1 08 g v A TE
Ji e AR TR R B T B . AT SR IH GM R B R AR
Y25 R TR s it R . BT F, — 5 T, GM il
Tk VAT 92 200 A P B N -1 5 e kg 2 2R ) S 2 A
BE T 5y — 5 T, GM 7= AR A AR AR A R AR i R Lk
i Jed (14 22 L3 A% A A TAB A5 b Ah , GM A 7 BE 52 il
IS JERIRE SR8 T 7 R R T o RV SR PR P TR T A
WE5E H AT C 2 HUS 758 2 #E 5, (H X — 5 24 A3 44 1
Wik 195 220, FATTR T Iied N BT Y T i IS Js i A A
MG T A B R A I PR A AR A 22 21 2 R R (R 3B 5 T ke ik
—RIE . BEAh, T GM s i i kA R R TS
A EARBLEITS SR AN BT | v 55 B 22 T 5 B B

AT TE (AT AR GM K6 P 1 A 8 I8 g v 1Y
FORTRIFFE B IR | AT W) TR i e e oA B R Wi A%
A6 i S i 5 1 50 S5 A A R S B 1) i A e R LA 7
Az R RE R, SR BE TR 0 TR TG TR B 2 ik T LA G
JBE 968 B2 T PR B AT 1) S 2 o
1 BERENREY SRR RIVIR
1.1 RBESGM

AR, 6T I TR 5 GM A B G FR 4 BIF 5 3% %
AL, F 5T 3 3 0T 8 T3 9 R LA A R /N B ) A A 7
WA e, W) e s T U & AR i AR v GM 7
A R DL R TR A A T J SR 1) 52

Jiang S5 (A BIF 5% 285 S 2 0 M e g 102 (e IR0, i
JEEIEE ) 55 1 e N 22 18] GM ) 22 FEAE B 20 A7 e 26 57, 7T DL
i 5988 2H P B AT B B (Enterobacteriaceae )W 3 JE 38, i
AT E (Fusobacterium )T B AT E £ . KA, 5
X FECZH A LE I ik g 28 v 7 2R 6 R W 2 (short chain
fatty acids, SCFAs)ZEY TR GM FJE R, %5 1 BA
MG T T GM ) i 88 12 W 0 A5 8, £ 7% GM 1] g
A i e A DX o 1 A AR ) o TE Jiang Y

W Heml 1, Li % B — 25 R 7 REAR B S R4 T 0 0 T
AYMTES IR BB IR R GM A A 24 B =F B AN
JBERAIR TR XS RRAL . W Ji g 2 GM R I& 2k R 2B T
B E WAL ASERATTE T (Fusobacteriota 55955 J5L A 1) F
FERAN, LS AT 8 (Biﬁdobacterium)%fﬁé%ﬂgﬁ
I Zhu SO R R TR AR DL AR S R 5
W % (Temozolomide , TMZ) Bt FH 1697 LA M TMZ 28 FHIG T
Ja WA AT T T 408, S5 R B R A S A >
] F GM A RA i 22 5 o S5 BRI ZH AR LE , BB F 2 PP i R T
[T (Actinobacteria) %5 W BE B F F & , % & ]
(Cyanobacteria )i F=FE TR o X — S5 RAMUER TR &
T TR ARG A IS GM A 4L RA7 A 22 5, i HAT 28
AT 0 R A ) AL AR TR 90 DL B BT 0T 5 P I JB 9 Y
ML

Bk GM A1, 55— W5 P BR SR 42 52 103 1 e YRR AR
PRIT VB AL P T R (oral microbiota, OM) 5 /1 B9é = [H]
B AH e . 25 A N, i O i B9 SR 2 (high grade
glioma, HGG) 55 (g B % AR (health control, HC) 2Z [H]
(8 OM 20 JSAF7E 25 5, Bt 5 I SO el 0 P A R 3, A 7
I"] (Patescibacteria )55 W HF (1 F BEFEAR . 0P80 &
IDH 74 1 (isocitrate dehydrogenase—wild type, IDH-WT)
5 IDH % 7% Y (isocitrate dehydrogenase—mutation type,
IDH-MT) Ji J50 5 8] OM 2 s HoA7 22 57 , 78 IDH-MT Ji J5i
A AR KER (Bergeyella)%%ﬁ%iﬁﬂf% | JEEE
] (Firmicutes ) [ 42 FE B Ik . 3§ OM 1§ PICRUST (—
FhEET 16S rRNA B[R 7 41 (1 33 Ay S g i T 5. ) Dy e
TN 43 A s, Al %G B 43 T (cell adhesion molecules,
CAMs) 5505 5 T REE -5 I FURB MR 2 IE A G /)
SR B S — 2D UE S T BURE 5 GM 2 [ Y 2 DDA G
Mo Li SRR FE S5 S o B TR /N B A /N B
1 GM AE B ZHEME b 5 B 25 S K, B /N Bl GM
T B BRT R (Intestinimonas )45 PRE = B2 T 100 FLAT 7
J& (Lactobacillus ) F-JE T . TMZIGYT I B9 GM 7 Hir 45 5
BoR, 5 X BALA L, TMZ 36 97 4019 GM vt S 1)
(Verrucomicrobia )55 T £ = & T i 1 28 HF 55 ( Copmbacter)
F= B AR, L mg b B 1 2 50 = A B (Akkermansia ) 1E
TMZ AT R E S 5 — TR S R L SUBL AT B
(Biﬁdobacterium (B.) lactis) 5 ¥ 9 FLAT B (Lactobacillus
(L.) plantarum ) BeAHE B AL PR B9ed /N B, 285 51 s iz Ak
BRI AR, S KA AE I R] , 548 52 I BRI Ao/ s
SRR T ) fi B B o S22 SR AR B, FLIR AU
W S AP FUA IS I AT ] PI3K-AKT {5 53 % , Jf
I Ki-67 A N5 8 I8 , DA il e i A 1

Fan 55 58 45 L Wi | B2 1SS0 119 A4 K B T Jed
/NE GM IR R 1] ( Bacteroidia )35 W B - JE 10 40 T BT
JEERE TR 1] (Firmicutes ) BE 4 I, 1X SR W o8 1) 4 AE e
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A K AT /N R GM B B AL . I F I R BT AE R
VA7 (Antibiotic—treated, ABT) /N B UEAT 56 56, A B
ABT /] B g 26 K B 2 5 bR 427 1 GM 2R 3 mT g
SR IR I FERE o R T R AR S GM 2K I 5 X I ot
JeR T B () 5 ), 32 AT AR T T /N BeUAi 25 X CD8
Foxp3 B335, 45 5 W78 ABT 4 1Y Foxp3 25K T ABT
o Rk — 2L GM AT IR TR & e (A 5 o B A /)
S 2S48 2] ABT /NER Y, 28 B BB AH (fecal microbiota
transplantation, FMT)ZH " Foxp3 2 ik & &, H ABT 44
5 FMT 28 2Z ) g 19 A= 4 By 22 5 X R BP9 GM
PRI B4 AT A A R P Foxp3 114 32 1K I i Jie 0 1)
AR 1R ABT /RIS & L, 55 Fan ZE00F
FEEEIRAAMRL, ABT /NG GM ZREVE B35 F 4, 7= T AT 14
#} (Alcaligenaceae ) 55 T FE - B2 1, 1M 35 87 IR IG & B
(Prevotellaceae )% T8 FEF FE TR, H ABT /N RO i 15 &
T TV 25 41 40 v fg CD277CD TSIV B 200 4 L A3 /0>
WF 5% & B J5 B 45— 4> ABT /NPT E RIG 7 e L 45
7R /N BRI L 21 CD277CD 1L 40 1 L 3]l - ] st
JB2 98 4 /1N , 35 22 W G AT R 2x 9] 55 NK 248 Jf I L £97]
DT 532 W JSE S5 96 1) A A R R

Dees 55 I FI A 27 Ui 22 T A TRERLA: 1AL
(humanized microbiome, HuM) /N A | IFESE T AN H]
HuM /N GM Y REVR 5 A A TE 22 57 o IZ T BA RO RIFSE 25251
FH], A [R] HuM B 57988 /N RO T PD—1 36 97 19 S g A7 7E
258, o AR HuM /) B CD8 T CD4™ T 461 i 73 A Y
v THE % (Interferon—y, IFN-v) KT, dbsh, —LE )

2% HuM /N B CD8'/Treg Lb #4775 ik 238 fin . HuM /N EUAY
GM ] 7 485 5L 8 %, o7 25 160 HuM /) B i 7 4 28 40T 14
(bacteroides cellulosilyticus )& 4E , 4B W 2 A HuM /)N B Al
SR QT (blautia producta )& 4 o 3 A W5 A A 240 K
ilt S50 5 I R B T AR 45 45, XA B /N B e o g 1B 3 3
5 53 S FEAT DU 3 A o I PRASEAS (149300 45 28 Wil 75, IDH-
WT B 5 Z 8] GM A4 4B S TR 3 B A A 25 5+
IDH-WT # & GM 1 45 J¥ & ] (Proteobacteria) .
Verrucomicrobia X Akkermansia %5 8 BEF T8 . 1E/N R
U b, B 2 R BT A K, /N B GM TR Firmicutes/
(F/B) tb % F % |, Verrucomicrobia Hil
Akkermansia 3 JE B TF 5 o X LR ST A5 R AR T A ¢
GMTE LU A JE b IR A I B2 R

MHT, KT B S GM A BFFEIE H 453 2 (WA
1,3 1), HHT TS5 SRAESE T PR 5 GM e A7 7EAH
KM, LB (45 SRR B R A 1 G AR T3
PERY U K R, A8 3 SR A TR - TE ST T OE AN 58 42
AR, 33X B S REAS (R U5 ARSI Y R 858 R A1l 14 4t
LELZRNEE I, HARERMNZ, Firmicutes . Bacteroidetes
K Akkermansia 55 B TEAE Z2 W98 AR RE T2 1 HE . A
AT ST, BUAE R BRI USRS  ZE TR R A 5256 LA K PN
Ji A7 S0 TR i FE B R A GML S 5 1) T 8 5 ik o KT
GMOX e BT84 52 M AL AT SR AN L AR 3 W 58 A3 T
AW A I R 5 SRR A TR R A BT L AR Ok T LT 3 R
DRI 2 2 e R R 2 2 I sl o RO Al 24 5 s, it —
R GEPEHIAR 7R GM 5 11 BRIl A AR LA FH AL

Bacteroidetes

F1 KRERENEBFTEHEXHR

EX S &) KR 1)

1. A3 T —Fh 37 B 0 A RACH A 4 28 (HuM) > SR

I 7%
5 ppit
L

R

B A s 5

2. HuM /) 18] 9 GM £ 7 2 £ 5+, R F) HuM /N 930 PD-1 36 77 AR A A
£5F;

3. S PD-17 97 B %A HuM & it 7% /s .90 8 CD8*F= CDA'T 2w fiet = & IFN—y
R F ¥, B GM P Bacteroides cellulosilyticus ‘& %&

20211

H&E; 16S rDNA
V3-V4F 3T 5

1. 5 AR KA, I8 7 s R GM P Lactobacillus F 8, 'V, Intestinimo-
nas ﬁ"ﬁii%‘iﬁf ﬁ Anaerotruncus $)§ﬁ§flﬂ H

2. Sk, TMZ 74 57 41 GM 42 11 7K -F _E Verrucomicrobia 3 & %% 3%
Hm ., A5 %K L Akkermansia . Bifidobacterium . Coprobacillus % Clostridium—
XVIII F ¥4 Hm , Coprobacter F . T &

2021|20J

AR F AR R
A ;3 H&E; IHC;
16S rDNA ¥ 3% F
m g

1. R HG A KT H 50 R CM ey BE X 45 M &, 6138 Bacteroidia F 28,1,
Firmicutes 3 J£38 Jm ;

2. GM % 38 7T F i i 1 Foxp3 89 £ 34 A3t IR R /B 69 A K o T4 69 GM 2R3
T VA LR P Foxp3 89 F A | 3E 2% i i 9 v i i

3. Bacteroidia ¥ AT 8.5 I R 5 3 B A8 %

2022

A%

16S tRNA V4 3
T A

1. Mk g 48 5 4 e st REZELTR) GM WY B S 2B R R % IR L £ Sk

2. JiE 9% 41 GM P Enterobacteriaceae F JE 38 Hn | J& Jit 7% 28 GM F Fusobacteri-
um . Akkermansia F J&.3% /| i I 5 20 F Firmicutes/ Bacteroidetes (F/B) Y6 & F
B 7= SCFAs £ b GM %5

3. JE Y 48 GM 49 PICRUST 2 A& Fm] 25 R 277 D—25- 2Bt e A» D- 8- 2R )
R A BRI 1 A B S BB,

2022'"
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SEhE|  HARE | RE| B RRTE EERA KA
L. ERE 9 & 09 GM 09 % L An 3 & FEAR T4 s BR AL, Fis I 9 2169 GM 44
165 RNA V4 ¥ FER MR AR F T A, 8355 R H (Fusobacteriota, Proteobacteria )% F J&
i@"%fﬁ"lﬁ? H 3 % W (Bifidobacterium, Lachnospira )43 328,V ; 2022"
b 2. Bifidobacterium, Bacteroides, Lachnospira, Fusobacterium, Parasutterella,
Escherichia, Shigella % GM #9 %3 =T 48 & J& b 9 & oy R0 1) &
1. ARG 9% % A MR 3R S8 3~ TMZ 56 R vA B TMZ 382558 77 J& GM 9 4
16S rRNA V3 - |RAEZFZF; 2022
V4 ¥ F ) 5 2. S a8 R 4069 GM F Actinobacteria \ Firmicutes \ Bacteroidetes ¥
EiaE, Cyanobacteria FETH
1. BB 9% 0> 2. GM ¥ Firmicutes/ Bacteroidetes (FIB) Yt 5 F & | [ 4 I 55 3t &,
W _|Verrucomicrobia #= Akkermansia 3 JE.i% #77F & 5
AR S
Ji ;j;;fl‘gf va 7 2. 5 HC 4248, IDH-WT 484 GM 4L R B3 4 £ B3 £ &, Bacteroidetes .| 2020
P Proteobacteria. Verrucomicrobia . Akkermansiaceae. Akkermansia 5 ¥ 7% &
IDH-WT 4L & &, @ IDH-MT 4145 GM AL 2] Lk o
1.HGG 5 HC = 19 OM ¢4 21 s, B A B 3% £ 5, HGG # OM F Porphyromonas .
i Sk 16S rRNA V3-V4|Haemophilus \Leptotrichia #= Capnocytophaga % A B F 54K 20211
‘ Sy T 2. 5 IDH-WT 2848k , IDH-MT 2249 OM ¥ Firmicutes 3 J 4K, Bergeyella #=
Z R YT g ( Capnocytophaga )EEI 5
Ty H&E; i X 2w A | 1. ABT s 49 GM 28R K £ A X 5
i ZH 22, . 2
m;t E;%ﬁ AN % AT 5 165 tDNA|2. ABT s &P CD27°/CD11b" % NK 43 i 6 sbts) T 15 2020
e .
TR TR0 A 3. ABT /N SUK R 7 A K o B
v o L. AP ARA 4 2 20 8 LPS A7 16S rRNA 455, 16S rRNA 15 5 £ %45 T/
REF A, M H&E; THC; FISH; | , LPS 45 5 LAk 55 Mk 5 7572 5
R W e o R ) H 30 5|/, LESIE 7 )\,‘ %8 i
o W s || 165 TRNA A3 F |2, T 9 A B A PR e 2020
&&EEEQW%%éf A 3. RREA PR R A B R R, B — 3 BUR Bl RBE A a9 42
T R | 7T T BB 5 W A EBEY 2 4 J5 S 2L SR SR B 75 4 A 1
L]
W R 2L 2R, | AR E&E;Hgggii 1. 3D AR R BR LR b A5 4 0 B LPS A5 5 -~
R BR| D 2, AR A 428 0 2 R AT 165 rRNA 9 645 5
ARAE R
1. B RSN P2 RTINS S 0 T e, 2347
TP R B ey R EvE e
o o | E B (2, dast TARE A IR B L2 (WHO 140) , & A i i 3 4842 (WHO 4 48) 89
TR 985 4B 4% Ak ’ . : . 2020
S ET:0 ) G IR T AR A AR 5
3. BARMLER T BRI 5 IR B A B A M ey B
4. Acinetobacter baumannii 7 #t 5 GBM Bt 3t J& 40 X
1. BB R 4w B L 75 AR A 5~54 AP Rk AR e HLA T £ am i 25 &5 9) 5
168 rRNA ¥ 3§ F 2. B J#F m ML % 4 ity o =T %€ %) 4m 1) 16s rRNA 89 572 5
ek A M 5 S IR AR5 |3, TR B m 698 4 e B ] B) 4 VAT AL TR A R
é;;‘ PRI K S| 25 Rt AR |4 R B R LR N K A M 5 2 A A R UG L TR | 2023
- K F ;w3 ;|3 IFN—y JINF = GM—CSF 2542 3 2m i B F 09 B 5
IEN:) UF 5. BB BB CDA'T 28 Je <T 7 A R B SR |25 & 00 18 W 4 BE e R
B 2 095 A8 & AR RS AT S SUME S g AR

1.2 BB S pE A R e A

LPS) X415 16S tRNA {5 5, Hidr, 415 16S rRNA {5 5 32

Bl e G P ORI SE TR, © 2= g 20
LUPIEAEE YIRS VR0 H DL IR | PR rh
RINT g N UE I T RE R BRI . 2020 4F, Science 1] ]
KAG T Nejman 5 BFS, ZBFFEICE T 1 010 {1 fMgiRE
AR K 516 6 1E H L EREA IO UE T I8 2 2R 9 TR O AEAE
iz W BA FJH THC, FISH 2§ J7 3%, 76 K Bt &F 46 i 9
(Glioblastoma, GBM) EF'EB'ETHE‘%%(Lipopolysaccharide,

BT ML, 0 LPS A5 5 A2 76 T M F A A% . 2021 41,
Zhao %5 FHEH 205 A B AR X AR IR L ZURE AR R Y
LPS . fIE B¥ #5 B2 (lipoteichoic acid, LTA) & 16S rRNA Z:4)
FEIEAT TR, =2 TR AR R R TR IR 42U AN R
W By LPS 2 6 A7 5 & B 434, X S5 5 K250 T#%
B B 30T sl 7 PR 0 M TR B v FISH 25 2 7, 4T 168
tRNA 55 FEIRE R0 TR
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2023 4, Naghavian %52 % GBM £ 41 () fal A= ) 1
RER D REHEATIRER , BT IR @ T S I ZH 2 43 BT S
FH A28 A 40 2Pt 5 (human leukocyte antigen, HLA) 43
S PEBUACHE g 20 U84 IS 1 HLA- KRB A & 0 s 4
oK, G A 2 20T 2 L T ) S g IR AT TR B S
Bro SR NIR, B0 8 E R M L AFAEAR 5~54 Fhoh
R0 HLA- 1L A0 45 43 )7 51, IR i 168 rRNA JE A
FPEORTEMIR S0P S8 E 3 T A Y DNA . XK ,

-~
-

=
{eo

-

R RE
LI TR S
I
S LA 22 5
2.1DH 245 71 55 8 A= H f8
4190 A 5 IS R R
o RLAT 2 S

-

/’/ |

JIE 5 ) 248 LSRR T AR TR N A T, O EL R A e 5
A AT AR IRAE SR AR DU B 3 A B Al R, X
L 24 T I B T A1) Bl T A i g R 1 R 4 L (tumour—
infltrating lymphocytes, TILs) Hf5 , 20 & Bk 7] 42 7 TILs 1
200 B PR R R DA T X g SR B R e AT 4R . 2 b
L UL ARSI TSR R D A W R A E (L
K1) TES TR BRI oA B — 0 48 s e o e 2E ke
FIARSCAILTR , O o IR B B2 A SR AR 1129 7 3R .

Jifv e P oA
1R ZH 20 rp R BRAN B DNA A77E 5

72 IR A S & B LPS AR T

3. ol PeA 240 it % T A A A R AT 2 K

4. PR S e A AT S Bl

O IRIT

JYiE B

- 1SR L I B8 A8 45 1 i 1 7 A
o SRV R IS R A UL 5
a2 5 R NEI TR B DA BR AT S
IR LA B RS ST IR T I M T 1A

AT 255

3 AN TR R T 3 Bt A /08 R 30 PD-L

1A 8225 A AN [

\~¢ZB

-

1 SRR e A 4 A B R

2 MEYEEENBR BB RIS
2.1 GMZ5%ERENEE

GM FIVK G =22 18] 477645 A0 EAE IR PR 3, K b i — g
Bilro G4y 22 G 8] A AH EL AT FH U2 o — i v e g v
By, B GM i AR PR G5 2R G0 b P s 22 R S A] Y
AR ELAE AT S JE J5 98 1 BIF 5 4 (4 T g R A . BT R
B30 BILAAR S0 2R GE A 25 I A 7 2 P VR T ) T
25 GM J& A G 4 D) BE A4 A 2800 5 77, X 2533
A0 T A e R S A AR T T i AR AN A p
TR G2 S B A SR AR T g 8 Jmy AN B S 2R B
PEVE Y Th R IR EEAE Y GRS E 1 S
T/ B B ™ oA S SRR R GMOXT e &
GEES MIIRE R 7 B,

GM A] LUy 2 i AR, 40 SCFAs | B 2 iR AR
YA X S TE CNS S e PRI A A 2 vh 45 26 o
BAER . BFSE R, SCFAs W] LA 235 JC B /N B P 4 2
DRI 2 35 1% o028 I T 3 3004 /0 IS I 40 L ) g B A T
CNS Hv 14 /)N 5 240 T LA S8 3 8 4 L R - S A
B AR WA A5 07 0T CNS i e fa 8. GM s n]
F A B (0 2R i AL (0 2 R WL 2R ) Jo, mgl w2
Yy J5 418 B AL J T IS B s DR 05 7 R 32 4K (ary ]
hydrocarbon receptor, AHR) i T 5% Wi 22 T Ji8 J5 41 it 7F
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CNS e VR . Ak, Bl 4 B e R £ 51
PR A 340 RE Il 25— 26 HLAT 30 DT RE /DN S 5t 240 L 14 73
AP0, ik BRI A 2% B GM AT 3E A A R A 5 el /)N i R
20 B AN B B B AR B ) D BE L FE T 15 CNS I S i A5
2.2 GM7ZERE B R AL R 0 STt iR

R B2 WFEIESE T GM 5 B0 =Z 18] A A DGk
— R AN SL R 25 R0, GM ] i) e e AR A AT R
AR L) K S A Y7 8 B S5 A A2 5 i JE SO 9 P
JE(UWLIE 2, KI3A)
2.2.1 GM a7 S A3

GM 7E CNS ey RS I i rh & # 4 EBeAE ii
GPE R I — E RN g 5 g 18 AR AR DGR o TR S BTRE 11Y
Pegps 2 R T I R R 1) 6 A e 1 2 R — e
I 40 B, 1E A0 b oJR A G B OWE 40 (tumor—associated
macrophages, TAMs) ./INEE T4 2L K 9854 T 40 i
(tegulatory T cells, Tregs) S ML TR K& A4 T 2048, A
A HE 1 il S e 4 ] (A PR B A A . TAMs 78 it A 42
PEI SR BT (T i b 473 3 T T A (0 TAMs 1B 3
O I W 40 YR /N JE S5 40 L) B, E AR R A (ML) FE
RATE (M2) R FE 2 8] K A AL . R BLF M1 A
M2 B /N T3 240 22 [ 8 5 AR P A7 1Y) B ZH R /N
Jo 20 T L2 e e 4 e S A O A AR TR B M2 Y 3K A T
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