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Consensus on detection of microsatellite instability in colorectal

cancer and other related solid tumors in China

The Committee of Colorectal Cancer, Chinese Society of Clinical Oncology ;
Genetics Group of the Committee of Colorectal Cancer, China Anti-cancer Association;

Genetics Committee of the Committee of Colorectal Cancer, Chinese Medical Doctor Association

Abstract ; Microsatellite instability ( MSI) is caused by the deficiency of DNA mismatch repair (MMR) with an im-
portant clinical significance in the related solid tumors, such as colorectal cancer and endometrial cancer. There are several
methods to detect MSI status, including immunohistochemistry for MMR protein, multiplex fluorescent polymerase chain re-
action (PCR) for microsatellite site and next generation sequencing ( NGS) -based MSI algorithm. The consensus elaborates
the definition and clinical significance of MSI as well as the advantages and disadvantages of the three detection methods.
Through this expert consensus, we hope to promote the broad screening for MSI status of malignancies and improve the ac-
knowledge of clinicians to various testing methods. Thereby, they could interpret the results more accurately and provide
better clinical services to patients.
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MSI) |, [l 5 B0 R 4 5 9 s g s e 8, g o
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MSH6 } PMS2) J% HAH S 1 EPCAM [ 0 1t 5%
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TR AR B A B R P (MST-low, MSI-L) | fif TR A3
& (microsatellite stability, MSS) "', MSI-H 7£ A~ [
PR R A RAATE AR 2 5% HATE 0 MSI-H
e A Y S AR A O N IR R (20% ~
30% ) H5 G (15% ~20% ) F145 B (12% ~
15% , Hor V45 I 4% ~5% ) %,

2 MSIHlEREX

MSI J& MMR K 1 D REBREG S E0W 45 8 . MMR
HETIRE BB [F] o 2 S B P B R R A K
Y R MRS K A XU BG . H iy, MIST A6 10 4
£ [ 7 2% A i GE M 2% ( National Comprehensive
Cancer Network, NCCN) 25 B 7 985 Il PR 52 BR 38 7 I
] 115 PR i 983 2% 2> ( Chinese Society of Clinical On-
cology, CSCO) &5 B a2 d7 fe i HEAF T r 1 45
1% B9 ( colorectal cancer, CRC) 7', MSI £
M 45 CRC AT & W IRYE ( endometrial cancer,
EC) TE NI Z RS2 1A% 85 B BA B2 K&
2.1 MSI&NEAMFLEESLENTFR

£ 2010 421 , MRt 5 B AR RPR Mgt 4 1R
B PR 45 B 95 ( hereditary non-polyposis colorec-
tal cancer, HNPCC) , 3% & — i Yo fo 14 g P 35t 1%
PRI 25 G AL, B8 4 W B A 23807 (45 1
BN E Mg R IR RS RIE R R
PG ) i AR e g 1 RIS S 5 T o, e i L Y
B TELE g A . AT LR AR £
MMR 3£ (MLHI MSH2 MSH6 5 PMS2) 2 — %/t
2R VRO PRI 2 KR T B, Bl EPCAM 3 4] fik
4 FE MSH2 REIEHTEC" o ¥ MMR LR 1)
REAR TG MU , MR AT 23 A S AR R A B 2
IIREBIFA ( deficient mismatch repair, dMMR) A1 ( &,)
MSI-H F£7/

DAFE A 3 Bl 48 34 %5 4 B 14 ( Amsterdam  crite-
ria) \Bethesda 1575 ( Bethesda criteria guidelines) %%,
CRC K H At AH 5C I Jed 22 Ik st 2 R3] S a2 W vkt 25
BRI 2Tk H S T G005 s (1 SR 0 T 4
HIRAT LG AR BB I BUREE AT R . AR B 4Ry
ARAT LG HEAROC IR BAT MSI-H R ALS , 7374
BRI AT £35S AR o) — R g . 4 S
SRR R SR SR A iR, B AR AR S B K
T S BT AR B E s e JR A AT . anvh
FE B N2 W SR HEm (S YRR ) RS
X T st Pk F P RS AN AR BT 255 A 1 0 4 0 AE
50 % DAFHEAT , 4 <50 2 BiA ik s i EC g it
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WA T3 DR it i i o T AE CRC 4,
W 2L GMETERT T A 188 EA T RAT 25 5 ik 5 i B
MMR & [/MSIAGIN 33X — W& 7] 52 = MR ar 27 S AE
(A I SR, L WAIE S A9 A A 20 & S 21
(NCCN %5 5 i 98 i IR 52 BR 48 7 2019V1) F{ CSCO
S5 HImii2yT 8/ 2018 ) BHHEFET A7 CRC &
HEAT MMR 2 (A0 (=) MST A&7 . B2 IR 7 50
PEAS W LR (NCCN 5 iy i R 52 B 46 e
2019V3) JRHEFE T A EC B3 #-47 bR a5 25 B Ak
B GEAEPESS BRI RI2 A MK 248 Bl [
T RILP) (2018) HEXE, A S B 57 B 67 W] X Jr
A CRC BEMATIMIEALIY 4 > MMR 2 11 4]
24k 2% (immunohistochemistry, THC) B MST &l , )
AT MR A 25 A AR B W) . X T 28 0 U A E
dMMR/MSI-H {8 , f175 JEAR AT 25 A A AH G KL R Y
JIR R AR, LA iS

T SE R, DL MMR 2 H/MST G A A4
i B, A T REIR IS o R ar 25 G AR R . MMR 2R
2R3k Se MSL(HEF AN [m] iy il T2 A s BE 1) DNA
RN ) Xof MR A 235 5 ik 1) A 0 B0 BE 43 0l oy 83 % N
T7% ~89% , &/~ BMfiX i 5 CRC &5 #17 MMR
sl MST ¥ 0 , 3 7] RE A7 78 # 15 10% BTz R,
A A — I3 g A S AR W 9 SR, 29 2% (1) MSI-L
F10.3% 1Y MSS AR 2 1A 8 & JebRaT 2 G AR R
T, PR EL T DNA Kl %) MSI 4] °] GEAE 2P S 4
R T R e (1

[, SO CRC/EC S5 K87 254 ik 28 i g gt
1T MMR/MSIRZS i 2 [FIFE Al g 8w 12 . — i
T 15 045 {5549 e (A3 4% CRC A1 EC 7EN 1Y 50
AP ) (A5 R, 49% (50/103) AR AT
ZERANEEERINAE CRC/EC IR, 045 IR P& %
N R NN N SN T S N = A i
JRE JoIeE R EH 2R PR ) B R L R 2R R kAN
WIIRR 55, UESEAR AT 2R 5 R AR G I I 1 i K T L &
WS HR R L o PRI, ELAT MSI-H (4T,
far ek, Tie H M 2 A M G s, g A TR AT 25
A AR S L PR 2 2 A ey 2

Bt 00 P AR 1) R AT, T 2% R I DR S B v R
FHZ I panel HE17 IRE by BOE R B i A X 8%
LA panel 4175 MRATZ7 A AEAH I PR S HA i 5
I . (NCCN 45 B it L/ 58 06 o AU DA 4
B 2018V1) B R MAX F CRC 8¢ EC [y 835 M H K
J&  HEFELL T 3 w2 — AT AR (1) MMR IR
AL MSTAGI 5 (2) ARAT 255 AR A OG 2 PR IR 3 848
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Kl s (3) f145 MMR & EPCAM TE [N [ £ 3L P IR &R
AR, Horh MMR PR B8 MST A A A 255 1)
AT
2.2 MSIZIHZEERERRRETF

H T, IR _EHEREXS & G 1T ] CRC (B F TR
JEEE AT, N e R R AL 4G T4 (A% 534k
22(3/4 9, A FE MSI-H &) k245 VIR % H <
12 M g & 9 I A BE a8 28 AL . T AR U0 2 B 4 5 AT
BERAPE WK AL 2420, T HA IMMR/MSI-
H EAU) CRC AR E 1R A A 25, (L3 15 48
U B IR B e . — TR A 32 WwESE LT
642 {5 [ 1] CRC &1 meta 5325 R 7R, 5 MSS
B B MSI-H B35 (n=1 277) BETZ XU B (haz-
ard ratio, HR) )3 0.65(95% CI:0.59 ~0.71) ,%61=
U A 35% . HIRTZA A dMMR/MSI-H 2 11 1]
CRC w7 R4 w5 B, % T B dMMR/MSI-H
FHI T ] CRC B3 ,3/4 G4k (IR0 ek
2.3 MSI 2 Il i 45 B Ry e 5 Bh AL 7 7 s el B 7

— I T 2 I R O 5% A 4 8 o B
(n=570) Il P 2 BT 29, 11/ M CRC (85 77
7E MSI-H A] 7 i 42 32 5-FU 5028 4 By 4k 7 6
&2, 3 meta 43 MR R, B AMMR/MSI-H
FAG I/ CRC B H ANBEM 5-FU H25 5 B 1L
J7 k25, H 1T AMMR/MSI-H /% $:5% 5-FU Hiz
BT A A s i 46 58 (HR =2.95;95% CI ;1. 02
~8.54) P X eesdn R W, X F 2 A IMMR/MSI-
H RZAG TH CRC B3, 45 7 5-FU M2k B fbyr
JAEARREA AR, SO A A7 7= A AN R 2
PRtk T CRC A HRIA A J5 2 15 422 32 5 B Ak 7
DA RN 32 AR 2 ) 8 T S AT AT, T LR
eI R -5 P v G DR K L S MSTRZS . [ PN AR
Rrg X AR 42, B dIMMR/MSI-H & AU 11 1
CRC J8 10 Bt , A gl iU Al FH 30 b 1 g 21 B 2
Bhigr .
2.4 MSI 2 HfHA S 98 S % 8 T T U E F

MSI-H & 75 {1 B 1A S {4980 X6 i A A o 100+l
I anBe e iy MEFE T 52 44-1 ( programmed cell death-
1,PD-1)/FEF A6 T 37 A-B A 1 ( programmed cell
death-ligand 1, PD-L1) Hii{k | Ve Y7 1E1E HA B 97
o FAE 2016 A, KU I PRI B 25 ( European So-
ciety of Medical Oncology, ESMO) ¥ %% 1k 4% H i &
LIRS g L2, MST G X 4% o % CRC SR g
KA AR RA T HA SR ZL R B A,k —

- 383 -

TR, SRS A 400 3R] 2 15 52 4 1Y S B A
FE MSI-H 575, 5 AR F G ™ 0 3 Tk, 5%
FEl B i 24 0 W B 45 #HLJR) (Food and Drug Administra-
tion, FDA) F 2017 4EHt ST PD-1 Hriaif i F) 2k 5
it (pembrolizumab ) Fj TS5 Fif a7 Jo iE & | JC il 8
IR J7 51 AMMR/MSI-H W3]/ B M SR 0% 1
o T3P0 PD-1 HUAEGY AN L H AT (nivolumab ) 4
S350 2017 AEF 2018 AR 524 SRR
MM FEE T IR ES 40 M AH E 5L ( eytotoxic T lympho-
cyte associated antigen<4, CTLA-4 ) {4+ DT K B35t
(ipilimumab ) 367 HAW 5 236 7 LAY AT dDMMR/
MSI-H ({16 09/ 565k CRC B3 H Bl ) 2k 5
P LA AT G N 2 2 AR, B8 JC MSI-H
IR A I (EL B A ] PN e 400 3 e 92 3 I 7 i DR B
FERTEELN TR | S A6 2 s 410 ) 500 79 i 22 1= iy o
ILES JE , MST A Ay 6 00/ % 7% 1 SRR R il & CRC
R kRN Ny ORUIHIREER 7/ Avni 7/ ISR Rl R L2
3Ok Bl E 2

3 MSIRKEEM A ERETEE
3.1 IHC #ill MMR EH

MSI Z H MMR & 3Rk 6k S 301 MMR 2
REBIRA AT, ] 38 2 K U MMR 8 1 i 2k Ok e
MSI ARZ . 4 IHC £l MMR I RIX 5E T
DNA J3 B A I MST PR 2552 PEAik A ] 25 7 2% 20007 1Y
ARGy 350 o THC J7 SR 43 B4 % MLHI
MSH2 MSH6 & PMS2 ()¢ B4, BRI Rk 4L
T, WMPEREA T 4 4~ MMR 2 = 5B PEER
i, R 45T 48 2 T B 58 2% ( proficient mismatch re-
pair, pMMR) ;fE— MMR % (1 52 B %y dMMR ™" |
— 1M & , AMMR AH 4 F MSI-H &I, pMMR A 4
T MSI-L/MSS A, 1 THC Kl 25 538 0] 45 51 F5
MMR 3 5 i 2 A8 ki, Hop 2293 & MMR 25
PMS2 1 MSH6 43315 MLH1 1 MSH2 Hpfa] , H 23k
HEAEF KBS HBE AN A GO0, B MLH1 3£
RGBS FE A PMS2 IR B, T MSH2 5K Gk
FIH A MSH6 Kikdhk ., i T THC J7ik2e iy
fR] oy P S AT AT, 3ot A% 1 46 B 9 i R A2 f AR
R E L ILH) (2018) 45, 5 T i 44
FEA ) THC #5300 4 H Fi R E i K MMR/MST G ()
SEAERES S FGHR 2 THC A 5 3 38 7 AR Ak 39
G, R AIALAS (B 3hk) Jrik 5 N THEAREE G,
IETA RAFR AN S, Hod 2202 A THE
SRR, BT HATE N M IS — AU



. 384 -

T, A PR S0 B IR R BB S [ B2 K b o
(the College of American Pathologists, CAP) ¥y i 3]
Wr MMR 25 [ 33K 0 75 Bk 2% - RIFE7E AT Ar] B 2 114 i
TEANEAZ S (0 H] €y MMR 3K B, HA i 40
MR se AR A BEHE B, (4 B o> 78
PR W R I & 2 3R (2018 ) X MMR 45 [ 1)
THC K A5 AT 7 W bR >
3.2 ZEWX PCR EHERKEKRN MSI

BEHEEAR I MST IR 25 19 5 J7 ¥ 2 2 BP9
PCR B 404 1 UK 125, 3% 0 2 25 1T 22 TA 9 MST £ il
“EAMET . HETTH I EAAEZ AT PCR S 1Y
MST A5 g P 6, (H I PN b 28 7] 6 i o 3R A
[E] 2% 24 5 W 4% 11 5] ( National Medical Products Ad-
ministration, NMPA) #tb#f, 2RI & it R # Yy
3T 3 [E E LI REWF ST B ( National Cancer Institute ,
NCI) gy MS 75 LI FEAT RO AT (B0 978 1,
il 9es 240 5 1F 5 AR A PCR WA I &5 J R 4T e 8%
DA IR A0 i) MST IR ZS (A O¢ PCR Al MS
037 15, S I SR PE LR 5% 1) 2%

(CSCO g5 H a2y $a i 2018 hiL) E SR H]
NCI # % B 5 > MS fif & ( BAT-25, BAT-26,
D2S123, D5S346 H1 D17S250 ) #E 47 MST #& " .
CIEABVESS W I RAZI6 A K 38 B P [ & 2 3L
P (2018) F5 i, T Mg ZHZUREAS (1% MST A i 4
AT R, B A SRR ST BT R
3.3 Z—{XilJF ( next generation sequencing, NGS)
i MSI

VTR, A i B I P 6 1 )2 0 L NGS
P& HARK I (BRI NGS panel ) 542 5h i 5410
J¥ ( whole exon sequencing, WES) /4> 3 [ 25 ] F
(whole genome sequencing, WGS) JT-4& i FI + MSI
R A TR R I B2 B R i T
FEFF AR AT RE (24 HT 3208 NGS-MSI 3335 J5 B WL
Bifsf 2) o 2018 4% ESMO 4:4% |, ESMO HifE B4 T

®1 JET NGS-F-HR MSIR %L
Table 1 The NGS-based MSI algorithms
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YE4L (ESMO Precision Medicine Working Group ) #fE47
Bt NGS E~ MSI ) — 2R 46 J5 1 (second line tes-
ting) ¥’ NCCN %% B i 988 I FA 52 2% 4 1 A8 95
MST A5 AT 38 4o 28 354 (1 NGS panel #£ 17, G H 2
Xof TR L 2 [] I A ) RAS/BRAF 58 A2 AR A Y 7%
Bk CRC H .

CHGERYEET NGS -5 /9 MSI B35 H5HA
PR T MSIsensor , mSINGS . MANTIS . MSI-ColonCore F
MSI-FOne 2, Hor, B 32 g ol FEYE [5] 7 A7 5 €0, 2
(formalin fixation and paraffin embedding, FFPE) #f
AKG I ) FoundationOne CDx M MSK-IMPACT NGS
panel KU 7387 7 it € 48 58 [ FDA $ib o, 535 ¥4
B MSLAZI % (2 1) o — TR A H E RIS
7N, 3T NGS 1) MSI( MSI-ColonCore ) ¥ il 4t 5 5 4%
48 PCR J7 1 OB W) 5 B 15 38 99 %, 5 28 XUE A A
) THC K45 Sy 45 BE b 92.4% ™, SR HARIX
I NGS X Jifrigg 20 21 A7 MST A, AT [w) i $2 43k 32
panel £33 [ AIIME L, QI8 98 78 £ 4 ( tumor
mutational burden, TMB) MMR #:[F & £ 2878 (M ay
CEGIERIZ ) MM R A i 5 AR RS A . — T
T2 ARSI W KA B SR 32758, 36T MSlsensor 55
12:, MSK-IMPACT panel %1% %8 PCR A6 il S Jgk J32 o
5, QNAE— 28 THC-dMMR. (¥ %% D0 98 Fl (4 438 J52 % %k
ANBIL IR AR AN R AN R S R RS ) b, NGS H) R
MSI-H, 1if PCR $i32 MSI-L, #fE0l 5 H A5 X 5 NGS
AL AT [ s 41 8 LA T i TR A A AT R TR
TN I TR AR P PEAS AR G

AN, e A0 A I 4G 26 8 DNA ( circulating
tumor DNA, ctDNA) 1) MSI( MSI from blood ctDNA
h-MSI) -NGS F k7R E 7 88 3Kk A1, Ay Ifrfeg 2H ZUBOR: TR
MEBAS ML P 0T S 1A FE 2 MIST ARG i AR e %
ZA~ M4 NGS panel 2 H 4% H bMSI-NGS 575 £ 48
C &I IR TE B PRag AR 2580 b LA S8 bl 2 Bk %
(262) 7 HERLEFAR TR 2SO R R %

ST EH 32 A e = N4 :

P 3 Nﬁfﬁiﬁ"} W (%) © UREE(%)  AESREE(%) ;ZTX%?; %% 3k (PMID)
MSlIsensor MSK-IMPACT 95.4 95.8 93.9 2 30211344341 2437115403
mSINGS - 98.2 97.8 98.4 E 24987110%!

MANTIS - 98.9 97.2 99.7 2 2798021837

MSI-FOne FoundationOne CDx 99.0 95.0~99.0 99.0 i 2842042113
MSI-ColonCore YL HE 98.7 97.4 100.0 & 292776353

. ° 5 PCR &hruE % ; MST: £ LR A Fa E (microsatellite instability) ; NGS: — 4|7 ( next generation sequencing) ; PMID : PubMed M —#5

P ( PubMed unique identifier)
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PRIt , b-MSI-NGS A6 75 24 57 A Ry 5 BUAREAE , AUVE R
Bz LU FE R B MSTURZS 1 —FPo AT Be o
3.4 FEWNFAERLE

3.4.1 THC 5 PCR ¥ b BEAEMFREE R R
/I, IHC-MMR 5 PCR-MSI &g ] 5 2R W) & 28 7] 151 3k
90% L " o RIS R L E R A R A
SEAEATEE (EVGERARINE & (U2 THC H)3k) &
Al 11, THC AG I (4 DG # g2 m] D P 4 4 S 5k
MSI-H &4 1) MMR SREGIE . (F2 THC H3E6
P U B2 SR R fe AR S B v ] il o TR B P 0k
B R I O B Do SCHR & > R 2 HF, PCR L AT
MST G (4 415 FH A T THC 325, 35X F REVR T THC 3]
PN E ML R H A R S8 3 2 A2 1
b, st MMR SE R 45 25878 330 MMR 25 (4 D) e ik
BN O B ot . 29 109% MMR L REk A ) CRC
B THC 25 R R A (BEERIRIER ) , M2 &
D¢t PCR-MST Kl iF 4 1] RAFR R — A 247
3.4.2 NGS 5 PCR ¥: 108 5151 PCR B41
B VKT RS, BT NGS Ay MSI A BA # 5 )
G A, PR : (1) HF MSI-H 7E S AR H o
LA , X F 22 A0S (AR £ 3, B E AT MST 4G
AR -3 4 L AIG, 17 3% T NGS (1) MSI A il 7] []
WHfiFk 2 B L R 417 81, FIUR H b B (g o3
) BB TR AN A5, A A X bR R AT L DR 43 R G
) BIK 5l 7 S (A 5 R DX AE > 1.0 Mb fg R
panel ¥ A [7] if HE4F TMB $E48 ) 1 [ i, 5] 45 52 i
MSLARZS WA , B KAR =43 T2 Wik, 4 F TR
FEACHI Y5 (2) NGS panel AJ 4 35 ) 18 TLE 7 25
FRET R LT, 2 A% PCR kRl 5 i /)

R2  MSLREKRIMTT ik LA

Table 2 The comparison of detection methods for MSI status
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S~7 AL, AN AE CRC RE A H I  Rk
JiE 0 (3) 220 NGS-MST 55 3R I IE 3 A% 4%
TR, To T A A A LE 8 LU S 0of B, 3300 1l
PR 5 RS ) S 6 2 AR R

{HY5—J7 17 , NGS-MSI K-t £ 76— 5 Pk i -
(1) PRI B2 10 ol T3 A A L 5
VAR A G TIE 5 (2) T 5 5 9104 45 0 00 5 )
T L — B 9 O 2, ELAR S 5% B S0 B 4 4% i PR
ZHFER , SR PR R S RO R R A 5
2 S HT A5 TR B I A2 R 40

4 MSI & #3417
HEEL 1 ASERESE MM T MSLRE
=

R 2 I B $E R, NI S0 BB 3 2 R 0 AT
%, % CRC (85 HEA T AR A 25 G AR 10 30 A B T & )
W2 MMALR G B R A S8 Y
FRERBEFN 1 BIMET 25 SRR R CRAE N Kb
e ) T S R o R T TS, MSTRAS B
Fethe o HOR I 52 R XU KA Ba 7 i e R D3R . i
XFF A 2, SR UETR SO AR X AR, fH R =
IR, 5-FU B2 BIALYT T AR 45 28 38 2 R oh
ARz, T MSTARZ XS TR L T 1 22 B 01 7 Sl By
RIF RS IR EA RN SE M. 1A XTIV
WG4k CRC B3, MSLR A B T i S e A6 Ar
HIFNEIT IS AR . 45T MMR/MSI RS XS F
ARG IR CRC B H S HA R MG R XL, &
FHHER WA B2 W CRC 1Y 84, S 0 2%
JEHEAT MMR/MSI AR 1935

o 2 MMR MSI MSI b-MS][3940]

Fr ks THC PCR NGS WlKiHHK: + NGS

AT HIENQ ) AL +955) QL) AN 1L

TURE A BAK [+ [ 1%

BEATREOR 51K JiEE 5 He = 20% G =10% ¢tDNA AF,, =0.1%

R X R PSR AL, bRl U E A (88% ~ 94% ; X} AF,,,
] RERH HARER)

Al S5 % MMR & 5k 1E 0 MSIARZES MSI, TMB (panel 1K) L b-MSI b-TMB( panel &% K i) i K

2o I (RLEG MMR) IR/ ZH K (R MMR) JIt 2/ 1 40 g 5
PRI ZE AR A

H MMR.45H &2 (mismatch repair) ; MSI: f# 105 AN %€ ( microsatellite instability ) ; b-MSI; 3% T 41 J& 4§ 2R By DNA (¢ MSI( MSI from
blood circulating tumor DNA ) ; IHC ; 4 21 214k, %% ( immunohistochemistry ) ; NGS: 4l J3* ( next generation sequencing) ; ctDNA : 1 J&] Ifil f& ¥ i 98
DNA ( circulating tumor DNA) ; AF, 5 K ZFV 3 R4 R (max allele frequency ) ; TMB : Jifi 28 4% 1 fif ( tumor mutational burden)
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HESN2:MALAEEE (NBENIE. TS
MRS PR E R RREFEEES) NEER
iR TT BT MSLRZSH T

Bk CRC 4h, MSI-H Kb A7 £ T 2 Fh LA
BLAE B N TR B RS b B B
A S . B [ N MR S 167 Im R A SE Y
HEPTITJE I Rk S B s A i 410 0 90 1) il 2 b
MST A 2y W 390 g S e 1677 R Ft R 7~ ) 4 H
w0 H H AR, W R i TMB A I O
ANRERAL MST A, BT, L R HERE , X 8
ANIE TE SR DR B g R R A R AR g
S5 M R SR SR SRR T RIS A
JE IS S I TR SR P B S A A A RGBT, R T
MMR/MSI #5:0 , HASR LA TMB B AR MST A 25 5
HEFE 3:MSI &7 %8 E4&IAER IHC ,PCR
M NGS 77iE(3 AT AR RN

(1) IHC f7ij &b 35 55 05 38 918 o5 2R AH DG A,
S5 LT P A 2256 19 B S R 58 SR A T AN
%, LUS AT fEshE S > AN W3 iR i . THC-MMR 5
PCR-MST A5 45 2R ) 15 BE W) 5 SR 7 e ) 5 L 22 0A
UERYASI - 5 (JC 2 THC H352) ZEak o THC 3|
LU AMMR X 1 1 i 2 SR A i i PR 52 i P Ay
A RE BT A IR A ) Dy ROk B DL, S DR
K5 BB MR PR B 0 %of 82 1) T A Bl S 37 07 58
. JETUL, LA AR THC 1 BiAk B 55 0 R
i FURHRH ORI , B BR 1 55 o 558 — , HEA A 45 5 ]
CAP HRHf, A [7) 5 B IR E 47 B0 &2 4%, )R Al g
A RS N U PR 2R s ) ) 3 i £ o

(2) A BT NGS iy MST AG I 1 Tl PR i a4
IHEAT 3853 W AT SE PR IATIE M2 i R B diE . NCCN 45 7
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