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Specification for clinical interpretation of variants in rare disease diagnosis
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H R
3 1= 11
X = c P P 1
i =112 5 2 1
3 R BRI 1
b R L 1
5 A R I R .« 2
B A T L . 2
€ L 2~ 10
8 IR R s R U . 11
BRI o oo e 13
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]l

Hil

ARSCAHZIEGB/T 1. 1—2020 ChRAEAL TAFE N SB1ER ;. AR SO A R AR SR AR
LR,
TR ARSI I AE L N BT REIS S B Mo AT B A AT WL AN AR PR 1 B R 54 o
ATy B B 2 R B AL A B AT e 4
AR AR AELL 22 VA
AR E AL o E R 2R B AL AT R B IR R B2 2k S = IR AR KB R
BRAR . M IR A IR SR BB AT BR A 7] b5 DB AR AE DB ARATBR A ] I 22 M RR
MAMRAF . LRV AT A E A T LA IR A F .

A EEREEN: KT XU, k. BRIEIR. MERGDT . HAE. B, RE. HRiG. &
B BT BRSO e BRI, OO, AR, EYL. R, RE. ®RERE EEE. &£
PRI, B FAC HBL T BONE. BB,

1T
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ZE DL IS B I R AR 2 A U

ASCHERE T F W2 Wi B . A2 . BOwME 28, S Wk 5.
AT IE T I e8I 12 Wy 5 A DR R I ) B LA« B A i e s e B iR N B2,
T PR IR AR R AR e A (KPP A 5 s A

2 FSeMs|AxcH
RSB I 5] H SO
3 ARIBFENX

NHIARAE A E X 3E T A
3.1

FTINEEZE R null variant

SEGEFR Y CEAEL RNA) [ 1E 5 AR 452 D) B8 56 4 1 2 B 25 06k 55 (1) J6 8 7 91 e As, NORRIhfg
3.2

$EN TR missense variant

FERYmh X A, —ANBR I B e  — A, ST EUER T R A B R R IR A S — P
FR AR o
3: 3

HIEZREFITR initiation codon variant

RN X o, BRGNP REREN T (ATG) FAIMAE.
4 HEEEIE

ACGS: I PRERHARIF 442 (Association for Clinical Genomic Science)

ACMG: £ [ & it = 5 R R 40 2% %2> (The American College of Medical Genetics and Genomics)
AD: H ULk B AL (Autosomal Dominant Inheritance)

AR: H YL fofRBE M54 (Autosomal Recessive Inheritance)

B: EMH (benign)

CHPO: " NZEFEFIARIELE (China Human Phenotype Ontology)

ClinGen: IaPRFEERIH ¥V F 0> (Clinical Genome Resource)

ESP: & [ fili ML VA ST A0 B4 7 I H  (NHLBI Exome Sequencing Project)

ExAC: #MiFHEEEHIEE (Exome Aggregation Consortium)

gnomAD: FEKH S K HEE (Genome Aggregation Database)

HPO: AZEEAIARIELE (Human Phenotype Ontology)

LB: AIRERMEM (likely benign)

LOD: LODAE/PtA Nt #ic 4 (Logarithm of the 0dds)

LOF: ThRET22k (Loss of Function)

LP: AJRESUHH (likely pathogenic)

MANE: NCBT5EMBL-EBTVGECI: R %#E % (Matched Annotation from NCBI and EMBL-EBT)
MANE Plus: MANEY ¥t AL (MANE Plus)

MCR: 4 X4 [X 1, (Missense constraint regions)

mRNA: {Z/#RNA (Messenger RNA)
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OE: M%H/WE{H (Observed / Expected)

OR: EfELL (0dds Ratio)

P: FUWH (pathogenic)

REVEL: FEWAME T RER¥ %8 (Rare Exome Variant Ensemble Learner)

RNA: #ZMEZIR (Ribonucleic Acid)

STR: 4 HFEcHEE 4| (Short Tandem Repeat)

SVI: AR 3 (Sequencing Variation Interpretation)

UCSC: MM K24 2% 70 & 35 0 B BE N A B35 5 (University of California, Santa Cruz)
VUS: = X ABI) (variant of uncertain significance)

XL: Xi#ESi{L (X-Linked Inheritance)

5 FRRIZERLRIE

5 LIS T
OYRREE. RO RS B L AR, R 1.

®1 FERRISERILRIERE

VL AR
e [OR 0010 MR LR R . T IR BT A T, T
RRLRSRERATE e gompmrs, s/ eI, SR IT 208 i Rt T e 1 RAEVT 1.
. G . XA B, BRIl R e, R “ACG T
005 A S 4 28
AR (S B S B R B et B PR R R B I

MREREERE  Dommesmn, foRae shcw s R4

U RE LS IG5 Sl ot e A, AU R R IL S 50038 22 S ik« A2 5 B0 1k
n

AR S B 1 3 R

6 TRMZFRN

6.1 &N

ZRNEESE . THERIESE . ThEe SR . S S8 . S D80 . Bl e i &%, “ACNG 1k
B OBOE T 28 TR H, EEIS NP, L 2.

7R 2 ACMG $5RSIERIN 4 iR

T R
\ HE# 3 (very strong, PVSI), # (strong, PSI~4), 1% (moderate, PMI~6),
I il
SR UL IR B PEIEYE (supporting, PP1~5)
LR 50 B (stand-alone, BAL), 3k (strong, BS1~4), SUSCHHPEIEHR (BP1~6)

6.2 EURMIETRIGEE 72K RE N

AR 5 B MR UE SR I IR 3, % BOW MRS 55 R I DUA 78 T LA BEZL, IEYS - 20K &R
HARGHI T A5 UE4E IR A SR E

*3 HRMIERERER S EEN

BOwPEUESR PES
PVS1: 24— MEBRIBURNLEI AT RERE R (LOF) I, Tohaedn (B R. B4R, i £1 5
FEHIR 2 WETEARR . BIREW TR BARE NN TE, DU RNA BTERSIR45 RN S BUR W T
2252 o
PS1: 5 LA E RIBOW /AT REROR A2 57 B AR M Z B IR 88, BT e it/ S2 3R e 9 (A2 57 R BT 1)
LA AR [ PR B 42 T 2 1
54 PS2: L RXBERGR RBAERHT KA (de novo), XL
PS3: RN PRSPIIRESEEG O & SRR R DI RE A CIVEAE RNA BTRRSCRD).
PS4: 2% 5 H ILAE SRR R4 o (0 6 2 v T TR
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PML: AT EAITC B8 55 R DG R T R SR/ 8 T Th 8 R S ()8 57 44 X3

PM2: ESP. ExAC. gnomAD Z53{dfe 2 o 1E & it M RS ISR AL 28 R st .

PM3: ZERRIEIE LR, 78 B8 o 0 T S s A A i B _EAG B 55 Ah— AN B 81 0T REBUR 8
R NE N IR

PM4: R E 42 [XIRAE Pl N /B e B R 5 0 1 B S RN B K R AR AL AR

PM5: 5 ELA S I 07/ n] BEBUR S SUE T AT — MR ERM B, (HARZIER SRR .
PM6: AREALBERLZ R RIGIENHT R L 5

PP1: AR HHEBIERRP L.

PP2: BEFERI 4, U 5 i R R I IR R, I LRI AN SE R A AR S BT 5 O LU BRI, TR
4D 358 R T R B0 PR P s SR SR

TFRIEYE  PP3: THEUEYE SRR S R BB R = ERem (PR b, BRI A5,

PP4: 75 S 48535 2 1R AR sl R0 5 15 FE AR A B ol B B R AR 75

PP5: CAFH, A EEAEESRIRIRE YCZAZ FoNBURN, (HUFHE H A 2 LA S RREAT 200 = AT,
(=B

E1: ENAR: REEIEX T, FEARMLEEREZEL TR NLIEE T (UAA. UAG. UGA) HIFFHIAE.
E2: BAARS. RERNGAGX T, FIEASSURPZ TR EIE 3 PR, SEENER SRR R .
E3: 4l +1 5% 2 MBI R M TITEAMAL S 1/ w2 MIERETER AL S -1 / -2 AIAR .

6.3 RMIEFREEERE 7 KRN

RAPEA S 3 8PE R 4, % RAEIEYE K SR DT R 70 F BATT B4, 3 R T B 2 oA AR 4 1 AL
FAEHE 40

x4 RMIEREDS EEN

R R FFAE 4R 73k
ZLRYATTE BAL: —AFRLEART—ANEEIE 2000 M7 F M ABEH IR 5%,
BS1: Ht—25 A 2 [RITE S5 FR N P AT K000 R o
BS2: Xt TR HI5E e/ B, ERFERENTFRIZER (BiEsemRIais. BrEE
G R IA S, BE X EBEE T
BS3: RPY. PRAPIhEE S OB R AN 5 R (1 DhRE P AR R P R
BS4: £ —ANFK AT P AFFEEL LI 5.
BP1: EAI—ANEFR BRI R EREROEET R, FEIEER T RO B 5.
BP2: 7E5E 4R E B AR T, S5 E—ZEEN S A aEone s A HE, 838 e
R, RS R IR 5 A S E0R AR 5B RS .
BP3: THAEEARMIE L XIS/ HEN, RN BA SR g DA SR
BP4: 22 it S3IE 3 2% 0 A5 5 o) 35 IR B IR = 9% A S
BP5: 7EC4H 7 — B0 R w6 R I AR 5 .
BP6: CL4&FH, A AHEEZRIERIR S AZZ A RN, (HIEE A 2 DU R AT 5056 =)
LARYARZEH
BP7: [F] U S5 1A S BT B R
VE: BP7T AV BP4 B AIEH

SCRPUESE

6.4 EFEIZEN
6.4.1 PVST

AR IOE H T BUR BRI ThRgde sk (LOF)  MITCINREA R, 454 2015 4F ACMG/AMP #EFS.
ClinGen SVI TAE/NAL. 2024 4F ACGS 72773 4 SLER AR 1 S5 AH OC 70 bt 55 45 v kAT 1E 45 T o P8 1
AIAHBYZ A ST T2 (i PVS1Pro JCIhREAS ik B4k th, https://pvslpro. bgi. com),

PVST HEH8 s RV -

a) ZF ClinGen, GenCC NI — A e, H T id 0% K BUR LS Th g 3 2%

(LOF) , TEW# 5;
b)  HEAZE MANE B MANE Plus 363gAC, AN RV AN B 1A% S B0 1 Tt &6 SR A — 2,
ST A E AR T 98 B2 3R A P 2+
c) RATZIEARRAALT NMD bIRIX, MEEGAR R S R G D R, R A IE 4 10 FE
17 B
3¥1: NMD (Nonsense—mediated mRNA decay) —— XS5 mRNA B&f#: ERZAEYT S ERSTFH nRNA Fis i
3
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S35 R, @R 50 PO BT B A Y R IR AT AR B T mRNA R, BHORERE 2 ek
BIESMHEANA R, NS5 IFEE T AR nRNA RIESEREN.

JE2: NMDAIRX: mRNA FFJSCRISAE N AR e X3, 1% X 3PN B $R BT 2% 1 E 3500 Je kA Rl R 6 A 1) mRNA [
fit (NMD) %, SEEERATZLED R nRNA 18 IR AT R A I R AW R/ B AR X
W T 3 s — AR T ERECE AR T INRIE0 ~ 55 MEHIRIN, LK 5 MGEi100 MEEF

TG FE A -
d)  AETCTREAR R (NE TR FCRRE) , MK RNA BTHEESLIGHEE, X AiEMH PVSL ik
PRI T A 5

e) AEMMEH PVSL uEHRMAS T, AR PM1, PM4, PP2, PP3.
F 5 LOF &mHLH I E A

dERE PVST RGN, N R DUT 2% A
N —POREHMSES N “STRONG”  (38)  BE  “DEFINITIVE” (HiER):
=3 A LOF R F s e B0/ v Be B0 G ARAEH PVST IERID, HAEZRImAHCH TS & RE0H 1
AR, LOF AR 5 EE>10%, 1% LOF BRRER 1 AN EIET (AR TFEERIN.
E YR SR PR — 2, e LU 254
N — R A BESS% Ny “MODERATE”  (FF&5) ULk,
H=2 4~ LOF R 5RMMIE, % LOF AFNER 1 MLLAAE T CRNMMETFERERID;
LRI BN RS R LI T e R A
UEPE R R 2], NI R DL A
BN — i S SRy “MODERATE” R LA I
H=24 LOF BRERMME, 1% LOF BRNER 1 ML EANE T (AN FRERRIN .
ol DRl p /S RS R R T R AL
WA IEE R LOF AR5 mT LS EO5m, A B AT A 5 B K/ PVS1
6.4.2 PS1

R4 2015 4 ACMG/AMP f8Fd . ClinGen SVI TAE/INH BB & WL, 0 C R0 AH [F) 28 B R o
S B /2 AR T PP AN R A B AR R B0 M, HEAT PS1 UEYE 58 FE 1 %2
PST R DA FH R -
a)  BYBRLIA/SZOREL AR RVRE PS1 B, fRr 2R R 5 CUEUR/ PTRE S0 AR S I BY B A
MrEAe—I, K 6. K T;
b)  CAENEUE/ AT REEURE AR B N A IR RIESE R SCRF.
c) PS1 AL P4 BEH.
Fz 6 PS1 [El—REBRFRE /A% B iU RIS I 21
KA oy K8 S AEL/
23 S S T AE PR SRR R o7 B A ) R R 2 P B0 28 S
TR0 A8 BN IS AR 57, TR B SR B O ESOR A 4
TR0y KA FONARREG RNA SERIAS S, HLPTTE A IR AL B CAFAE SR AL 57
543 KA S T 7E ) B L R 7 B A ) R IR o3 O T e B0 A8
KA T NI ER AR, T E SR E O AR T BEBUR A 7 2
KA T ARG RNA JERAS R, e M IR A B CEAE T REBUR 2 7
PST 4B X 25 2%
PS1 Moderate PS1
2 4

®7 PS1 BHEM/ZHEFER (EMWFIE) MIZMNEIN

55 CAIEON / BEAUBON A2 5 B AT A R B4R BN (¥ PST 3]
R4S A SEAT VUA [ LIS AT VUA 1 PS1 454

PS1

(VuA I T VUA B CHERAN P | CAER LP

4
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PVS1 Supporting

L B % PP3 A A% R PS1 PS1 Moderate
>3 7~ 4
N 5T A — Bt/ A2 4k
1,2 frzd P F [ — By it/ =% .
A& i b PP3 HFFR B L1, 2 fi) PS1 Moderate PS1 Supporting
P F B — By it/ 2 Ak )
PVS1 10 f PS1 Supporting N/A
P F F— R BT it/ %
PVS1 REF A, (BfE£L, 2 PS1 Supporting PS1 Supporting
BrF B e ES.;
+1,2 fir - S T A — Bt
# fir PVS1 Moderate ﬁLa:Fﬂfl igzi/Jlﬁk PS1 N/A

PVS1 Strong
PVS1 Moderate
PVS1 Supporting

A — By it/ 52
EFN, B, 2
fr 2 4t

PS1 Moderate

PS1 Supporting

6.4.3 PS2/PM6

PS2 TEH TARXBEG R RBAERHIRKE R (de novo) , H B FKIR L5658 KL R IRHE, &
B HRM G RRER RE SRR & REEEREG R R AL 57 1& FH T-PM6,  UEHE 15

JEVE RS, K9,

PS2/PM6 UEHETIAE LA R 175 T H BL 1 E A A

a)
b)

TEF 0007 1 TR A
c)

AAEIRON . AR, IRRG RSN, i A8 IR SR ;
PARTMEAREE BAR. M) LAETHRER FH B, H AR 0 M R AIR N R E R IR, 1%

PS2/PM6 IE4fE I 4 S FH AR R A — BV SR, BEHIEERH] PP4 RS

*8 MALFBLITNE

/S
FA B R HEMHTR
A EZE AL B CRIAEI D
0 5 3 R P A 5 2 !
F G5, (R 1 0.5
TSR B R, Ak iR 0.5 0.25
R4 14D
S 0 :

RO TRIZRGHTDINAFLIUESE (PS2/PM6) 53 ERIEREE Y

Supporting
(PS2 Supporting or
PM6_Supporting)

Very Strong
(PS2 VeryStrong or
PM6_VeryStrong)

0.5 1 2 4

Moderate
(PS2 Moderate or PM6)

Strong
(PS2 or PM6 Strong)

6.4.4 PS3/BS3

PS3 UEHETUE T2k . PRSI RESEE B #IESE i S EUE R DI REZ I 5 2, THAESLIGE
SEEER T REAR Z AR AR 5, & BS3 UEHE I o AIE4H T 5 = EARHE B E JLE (odds of pathogenicity,
OddsPath) H5E, HEMWER 10; HIIEIKEL 0dds {H, WI4E5EMEELI. SRR S ThRe it Fuas R
R IR T 5

PS3/BS3 LS T4 FH K «

a) DIRESEIG ARG XAt SEENE, MEREN. ISR, T RERES 5 EE L,
b)  SIULECHR AWML S S35 iEE Y, BT Dh RESEIRTEmE AN RNA BTHESEEG .

%10 PS3/BS3 JLIEINRE
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0ddsPath {# L3 58 15

<0. 053 BS3
<0. 23 BS3 Moderate
<0. 48 BS3 Supporting

0.48-2.1 Indeterminate
>2.1 PS3_Supporting
>4. 3 PS3 Moderate
>18.7 PS3
>350 PS3 VeryStrong

3¥: OddsPath fHit4: 0ddsPath = [P x (1-P1)] / [(1-P.) x Pi], Frp Py = Sns8umst A% / (D806

XPREAN KL + O R AR A%

; P2 (T

REFH) = KA DIRERH A/ (RIS DIRERFE N + 1) 5 P

(HBEIERD = 1/ (REIREER A + 1.

6.4.5 PS4

AR AR R RE A TR A5 Y A R 2 e T AR, TR OR A CSCHR AR ] — o BT e 45
R, HUTFRANR G S 8>10 ], OR E>5 H 95% BEfEXEACE 1D BtHLIEHE ZEIEE,

K Z AR 4 T 1 538 5 R AT R R
PSAIESE T 45 AR -

a)  ORMETIE: EXFrrRA R, R AAAE R — X R AL S5 R, HF e NI B B A e
AN#=10 f]. OR fH>5, H 95% BEfFIX[H (95% CI) A 1, niEH PS4;

b)  IFRESCUEE ZEIE: N 2 DL AT 2 A
1) fer AR Rl e R BB (AD) B X IEBEHE (XL) #pE, Hgwkdh el —

Xt AT TE Hcdi 5

2)  OR fELTHEAN AL _EIRIE RN, (HiZ A2 5 45 2 ) BAT AR [R] J LR AL ) SE TR S eAer Y

HAPERER 11,

F 11 PS4 EEEREIL
R T i PS4 PS4 Moderate PS4 Supporting
Sl E B =15 6~14 2~5

ISl BB PS4 RTINS AL .

a)  fEr AR BRI AL PM2;

b FSiEE CRESCET) RAE 4.

6.4.6 PM

AR AT R R, CORBLH SO R EIWAE SN/ AT REBOR AL 7, WAL T-iZ 08
SERSR AR SO RS AR S AT SR PMIL IEHIE T o S ik D] o OR W D e 1) DX A7 A 22 A BUR /7T RESUR AZ 52

KR PML F#ET . AHICHIE T 2% gnomAD. UCSC 26 FF Y5 B4 FE i il 45 5, 40 gnomAD 1 MCR
missense OF %, 24 0<0E<0.2112 B}, f#/H PML; 24 0.2112<0E<0. 3747 I}, {#iH PML Supporting.

6.4.7 PM2/BA1/BS1/BS2

FRAEESP ExAC. gnomADSEE 8 e 11 1E 5 X6 HE N BEAIR 5045, JF R PM2/BA1/BS1/BS2 1EHE I B

PM2/BA1/BS1/BS2 4 FH #17G «

a)  REVPAL AR AR IE 50 BONEE o R R A E R SS B, PI&E A PM2 IEHE . ClinGen SVI
TAE/NHECHE P2 IEHE TR R M\ Hh 258 55 i 18 8 Ry S p 1 5

b) AR AEAT AT 2000 NEALEE R NS AR >5%, A& BAL;

o) S BEPRTE XS RN P A v TR R I R %, ATIEH BS1.
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XFRE RSN, 2R RN RIS (a7 o B OrET)
o X EBURE CEaT) BAFE, WEHBS2.
6.4.8 PM3/BP2

TERS VB AL, AHRI SRR 5 — AR R ARALIRAS O A s AL AR A X MR R0 88 1)
Bow A e RAEEREM . KHE ClinGen SVI TTAE/NHEWH PM3 PE-RN (R 12, % 13) , X/
PM3 IE4E T AT 58 B T %

12 SVI LZREEILAY PM3 TES N

SFUEE RS
3] / BFRE
AMEFIAR [ ETR FARR R
e o 0.5 (P)
How BT e SUR AR 1.0 0.25 (LP)
i
B 140 0.5 N/A
BRI A
0.5 40) 025 0.0
13 ARIRGIT 53T RIAT PM3 IEHE LR 58 E A AR E L
PM3 Supporting PM3 PM3 Strong PM3 Very Strong

0.5 1 2 4
AR, MO EEBURA TS 5 — AR R T BN, X AT DME e 2848 R (1 R A S RRIE bR
I (BP2) .

6.4.9 PM4/BP3

PM4 UEHEIUE F 4R 5 R XIS P HE AN B K 2 DR IR , B 1R 1 2k S BUE R
1385 ; BP3 UEHETUE H] T DB AR AN E R XN (i WSTRE & X 1) A3 HIBP3EkPMA)  FIHE A 4 N/
Bk AN G IHERR I AL 5 (R XL FE T 2% UCSC Bl e rh I B AR o % T DI ReSRA3 R0 B (]
R — MR ERE AR R, &L EEESE S BRI, RERA PM4 IEHEI

6.4.10 PM5

AUEHETOEH TH F 2R RIS B, A SR E0R /v ReB0m it HAb A 5, HiZA R 55T
{525 S SR LR AR . PM5 IFHE T A s R TE R 14, £ 15,
PM5 A A AR -
a) NP FRIPE AR R B R BT T RE s T Ae SRR R BT R, N R R A UE 4 005
b) RN B R B0 A2 S BRI BE B0 AR S AT BUR VR, AN AHAORT PMB AEHE T, DAEE G iiE 3 I
PE G
c)  CHEIEURE/ AT REEUR A R N A G RUEYE CCHERD SCHF.

=14 PM5 BRIEEI

et} PPk AH [F] 205 7 ) HoAth A5 fk S8/ T
BRENEERMNE, O SEARRIEIER S MBURE B, HIFE A RR
Revel BY Grantham $F43 = &A1 0% 28 = 2

HEPY SRR BE B 5 HURA 7 HE BN AR

o R M ARG, Ol SRR AR o AR B R 5, LTS
fg Revel 5% Grantham $¥45 = 0L A1 T L0 48 527 !
HE PO Bl B RSO A ok BRI
PM5 738
PM5_Supporting | PM5 PM5 Strong
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1 | 2 4

= 15 Grantham distance

Arg | Leu | Pro | Thr | Ala | Val | Gly | Ile | Phe | Tyr | Cys | His | GIn | Asn | Lys | Asp | Glu | Met | Trp

110 | 145 | 74 | 58 | 99 | 124 | 56 [ 142 155|144 | 112 | 89 | 68 | 46 | 121 ] 65 | 80 | 135 | 177 | Ser

102 | 103 | 71 |112) 96 [ 125 97 | 97 | 77 | 180 | 29 | 43 | 86 | 26 | 96 | 54 | 91 | 101 | Arg

98 | 92 [ 96 | 32 | 138 5 22 | 36 | 198 99 [ 113 | 153 | 107 [ 172 | 138 | 15 61 | Leu

38 | 27 | 68 | 42 | 95 [ 114 [ 110|169 | 77 | 76 | 91 | 103 | 108 | 93 | 87 | 147 | Pro

58 | 69 | 59 | 89 [ 103 | 92 | 149 | 47 | 42 | 65 | 78 | 85 | 65 | 81 | 128 | Thr

64 |1 60 | 94 | 113|112 195) 86 | 91 [ 111|106 | 126 | 107 | 84 | 148 | Ala

109 29 | 50 | 55 [ 192 84 | 96 [ 133 | 97 | 152|121 | 21 | 88 | Val

135|153 [ 147 [ 159 | 98 | 87 | 80 | 127 | 94 | 98 | 127 | 184 | Gly

21 | 33 [ 198 94 | 109 | 149 | 102 [ 168 | 134 | 10 | 61 | Ile

22 12051100 | 116 | 158 | 102 | 177 | 140 | 28 | 40 | Phe

1941 83 | 99 [ 143 | 85 [ 160 | 122 | 36 | 37 | Tyr

1741154 | 139 | 202 | 154 | 170 | 196 | 215 | Cys

24 1 68 | 32 | 81 | 40 | 87 | 115 | His

46 | 53 [ 61 | 29 [ 101 | 130 | Gln

94 | 23 | 42 | 142 | 174 | Asn

101 | 56 | 95 | 110 | Lys

45 |1 160 | 181 | Asp

126 | 152 | Glu

67 | Met

7: Grantham distancef@e M TiHSEPIAE LR L MBI T7E, BT = AR . ik
ANO>FARRR e XA B ORVPAG 6 A7 (KR2 I, BE S8R, AU B % .

6.4.11 PP1/BS4

PP1 UEEIUEH] 22 5 SR AE X R h I SIS . B PP1 RS TR, A5 P A5 28 7 il 4
BRI 5 (B3 2 PM2-Supporting ) o ZAEHS A H A4 B AR I S 70 B Bk 55 LoD {8, JF
SR 16~18 BATHIE (AFRZFKARM LOD (HAT R o Hrdr, Sq2my MR H 37 B o8 s Koy
EE, IR RS S E BRI 1. R, HR R ARMERIL 5, WRHE R BS4
UEHE T

FERNERE A, BAZSESK R A ARG R R, HERIOR. RERTRA W1/ TR
LHMARE ARG R AR RIS R B HIR AN B adh . RIS o e SR/ M) SO A B 2

x16 FAE PP1 SIEIEHREBIEERIEIN

PP1 PP1 Moderate PP1 Strong

0. 6=<<LOD<1. 2 1. 2<LOD<I. 5 LOD=1.5

%= 17 AD/XL ¥&J% LOD {EXTRFE

LA B IR 1 2 3 4 5 6 7 8 9 10 11 |12 13] 14| 15

LOD & 0.3]1]06(09]1.2]15]18]21]2.4]27]3.0]33|3.6[3.9]42]|4.5
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<18 3k 18 AR &% LOD {EXTRIFR

— A
B F R B

0 1 2 3 4 5 6 7 8 9 10

0 0 0.12 | 0.25 [ 0.37 | 0.5 0.62 | 0.75 | 0.87 1.12 | 1.25
1 0.6 0.73 | 0.85 [ 0.98 [ 1.1 1.23 | 1.35 | 1.48 1.6 | 1.73] 1.85
2 1.2 1.33 | 1.45 | 1.58 | 1.7 1.83 | 1.95 | 2.08 | 2.2 |2.33| 2.45
3 1.81 | 1.93 | 2.06 [ 2.18 | 2.31 | 2.43 | 2.56 | 2.68 | 2.81 | 2.93 | 3.06
4 2.41 | 2.53 | 2.66 | 2.78 | 2.91 | 3.03 | 3.16 | 3.28 | 3.41 | 3.53 | 3.66
BEIE 5 3.01 | 3.14 | 3.26 | 3.39 | 3.51 | 3.63 | 3.76 | 3.88 | 4.01 | 4.13 | 4.26
6 3.61 | 3.74 | 3.86 | 3.99 | 4.11 | 4.24 | 4.36 | 4.49 | 4.61 [4.74 | 4.86
7 4.21 | 4.34 | 4.46 | 4.59 | 4.71 | 4.84 | 4.96 | 5.09 | 5.21 [ 5.34 | 5.46
8 4.82 | 4.94 | 5.07 | 5.19 | 5.32 | 5.44 | 5.57 | 5.69 | 5.82 [5.94 | 6.07
9 5.42 | 5.54 | 5.67 | 5.79 | 5.92 | 6.04 | 6.17 | 6.29 | 6.42 [ 6.54 | 6.67
10 6.02 | 6.15 | 6.27 | 6.4 | 6.52 | 6.65 | 6.77 | 6.9 | 7.02 [7.15] 7.27

6.4.12 PP2/BP1
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PEIEYE BP1. %4b, PP2 AR5 PM1 BEAH.

6.4.13 PP3/BP4/BP7

2 AW S22 TI0IN J 32 DA A8 S o) 35 R B R K] 7= ) = A A 5 A B e v, TT AR S IR
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PP3/BP4/BP7 A F Mt :
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6.4.14 PP4
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Supporting 1 -1
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