<EE>

QHED < ERRD X Ry Tk LT, HEHFEET L A-W_NILS €75
N EEA LT, 4RO T X B s EEEE D(A) ISR L CERRRIIC
HE L0 L, FEBRANCEIN Sz ol & OFERE (CO)DEE TR L
TW5., LT, TOMBURKDMENS, 2MED X X EE3>D T N—T
WKL, FNENDIN—T DR IRIEDT d—NT 4T « AH=R
AW, CTVL—AU—7 ETNLT, HDHWIE, EER—EEEET L
DELLNEZRF LTINS, 22T, 206D, ZLXIBDOT 3 —VF 4
YT A= ALDETILE AW NILS TF /L OEEEZFELHTND,

iz, 27MED “EEEOX L R7E” OFnb, MEOSHIRAA 7 7 2
U—DXZ 7%, 1SRM, 1SHG, 1FYN, 1BF4, KUF, RKAMEESEEBIO
IPGB &2PTL ZHu v B, OfEICKT 2D, F2R & BERORE R 2 5T HLig -
ML T 5.

ZORER, T2 27 X BESOFLEN NS &b, RARFEESFEL L
TWHIZE, 74—V T o« AB=ANE, REREED FRaY—ick-
TRESINTND EHREDLEAI EHELTND. LML, Zn
2 IBFAD OAEIE, 3EDSHIRAA 77 IV — Z U7 LT R D
BNEONTZ. T3 =T 4« ABT= RN, SNEEED AR o =0
AREWTEN, 7 BESIOEHRLEETHDL LML TW5D.

KIRAEE DFALLO1PGB & 2PTLD @ ED /3 AR 1L & /I HHE L TV T, =
DAY, 74+—NT AT« AR ANI A DE T BEOT I ) B
FNAKIGF L TWAHITH D ERfL T D.
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510 B HiEs & ERIC & 2 QEDMRBEOREE £ D 1

O omEo “sros o om o3l @RIk - Ol & R8I
KL= OEEDIEES

278D “FEEED & T E” TR LT, HEtFET L “A-W NILS 7 /L7 ZiH L CHERIIC
AELZOMEE, FEROICBHI S OEE L L 5. R “Table 1”7 IR LTV,

ZOEL, —o07 X A O BAEWTEEEE (Cutoff distance, D.) ZIRD X 5 73 4 T DL A
%LU TCEE L2 :D.=4.0,5.0,5.5,6.0(A). 1L A EDX L7 ETIX, D. DIRTFMEIZA BRI,
WS ODDE 3T BT D DIEIZ L - T, BERICEHRE L oL, EERAIVICEIN S 7z OfE &
DOFHEIFR%EL (Correlation Coefficient, CC) DAEIZZEALA A H LS.

FMERE (CC) DEDOKNE, [TH—NT 4T « AD=ANIBITHRN)—2 3% 5R- LT
WAL LEZLND. MHEMEE (CC) DIEIZEL ST, X R_IVBH LD T —NT 4T s AH=R
LOEAIT, OFV, “TL—2TU—2 EFFIIL” 9, FIER—EHET L hEERLL).

Table 1 ORI (CO)DIE) 1D, ROX I3 ODDTN—TITHFEL, TDOTN—TI1T3%4T
HRARTED T —NT 4T« AN=ZAL BIROLHITHEE LT :
(i) CC=06 DIFTE -+ [“TL—2U—2r FFL" RZYTHAI ! ]
HERIICHE SN Ol L, ERTBHNINT-0EELZ X< HHL TS, “A-W NILS E7 V7
DIENZY THD &R D.
DB RTEREUTDH (9 ) -
I:1ENH, 2:1IDY, 4:1SRM, 5:1SHG, 7:1SS1, 17:ITEN, 19:1URN, 26:1AZU, 27:3CHY

(ii) 03=CCL0.6MIZFE - - ‘[“TL—2U—2 EFN" 0, “BEEERET L Hho,
ELHLTHUAEE ! ]
HE R r— AT, 2RI EOT X BRREOH HHE CIEFEREZFEL T D, fthofE
TIXIEEAEFH LTV,
WDZ T ENFEET D (11{#E) -
3:1PGB, 6:1FYN, 8:1BF4, 9:3CI2, 11:1CSP, 15:1TIU, 18:1TTE, 20:1N88, 22:2ACY,
24:1RNB, 25:2VIL

(iii) CC<K0.3 DIFE - - - BR-EHET LV BEETHAH ! ]
HERIICHE SN OfflE, EBRCTBHISNZOfEE —FH L T\ 2w, “A-W NILS E7 /L7 O
REZD S DODEHRE L TN D &Il D,
WDH X ENEEET 5D (TH) ;
10:2PTL, 12:1UBQ, 13:1AYE, 14:2ABD, 16:1BTB, 21:1RIS, 23:1FKB

< 3Lk > H. Wako and H. Abe, Calculation of Free-Energy Profiles, Folding Rates and ® Values by Means of
a Simple Statistical-Mechanical Model of Protein Folding, Advances in Protein Folding Research,
M. Hale ed., Nova Sci. Pub. Inc., pp. 19-63, 2016.

< 3C#k> H. Wako and H. Abe, Calculation of protein folding by a @ -value calculation with a statistical-mechanical
model, Biophysics and Physicobiology, Vol. 13, pp. 263-279, 2016.
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Table 1. FEERICLD QELERICLD O EEOHES

B 2o vB BRI PDBO | 7L/ KM FABEFR % (CC) FLav4 €
5 |(PDB code)| %% | BEFE | E#l| oW 55A [ 6.0A

1 1ENH 54 3-56 13 All o 0.59 | Engrailed homeodomain

2 1IDY 54 | 140-193 18 All a 0.58 | cMyb-transforming protein

3 1PGB 56 1-56 25 atp 0.36 | 0.31 | 0.09 | —0.02 ] B1 IgG-binding domain of protein G
41 1SRM 56 9-64 34 AllB | 0.63 [ 0.62 | 0.64 - Src SH3 domain

51 ISHG 57 6-62 14 AllB | 0.23 0.74 | a-spectrin SH3 domain

6 IFYN 59 84-142 9 AllB | 0.35 0.39 | Fyn SH3 domain

7 1SS1 62 -1-60 31 Alla | 0.28 0.63 | B domain of protein A

8 1BF4 63 2-64 21 AllB | 031 | 0.36 | 0.35 | 0.32 | DNA binding protein Sso7d

9 3CI2 64 20-83 40 at+p 0.45 | 0.37 0.3 0.19 | chymotrypsin inhibitor 2

10] 2PTL 64 1-64 46 atp 0.12 | 0.25 | 0.28 | —0.36 ] B1 IgG-binding domain of protein L
11| 1CSP 67 1-67 20 AllB | 0.49 | 0.58 | 0.54 [ 0.5 | Cold-shock protein

12| 1UBQ 76 1-76 20 atf | —0.03| 0.03 [ 0.01 | —0.01 | Ubiquitin

13| 1AYE | 78 [4A-83A™V| 18 otp | —0.22| -0.22 | —0.21 [ —0.25 | Procarboxypeptidase A2 active domain
14] 2ABD 86 1-86 16 Alla | —0.76 [ —0.73 | —0.75 | —0.74 | Acyl-coenzyme A binding protein
15| 1TIU 89 1-89 26 AllB | 046 | 045 | 0.51 | 0.44 | Titin 127 domain

16] 1BTB 89 1-89 28 a/p | -0.09]| —0.18 | —0.10 | —0.18 | Barstar

17] ITEN 90 | 802-891 26 AllB | 0.61 0.65 | 0.66 | TNfn3 domain (tenascin)

18] 1TTF | 94 | 194 20 | anp | o046 ~0.10 | —0.02 | ENfn10 domain (fibronectin)

19] IURN | 96 2-97 10 a+B 0.89 0.94 | 0.94 |U1A
20] 1INS88 96 1-96 16 at+p 0.49 [ 0.59 | 0.59 | 0.47 | Ribosomal protein L23

21] IRIS 97 1-97 20 at+p 0.17 | 0.1 0.03 | 0.03 | Ribosomal protein S6

22] 2ACY | 98 1-98 22 at+p 0.37 | 0.45 | 0.42 | 0.42 | Acylphosphatase

23] 1FKB | 107 1-107 22 atf | —0.47| —0.40 | —0.50 | —0.47 | FKBP12

24] 1RNB | 109 2-110 28 atp 039 | 042 | 0.4 |—0.21 | Barnase

25] 2VIL 126 1-126 24 at+p 0.46 [ 0.55 | 0.47 | 0.45 | Villin 14T

26] 1AZU | 126 3-128 17 All B 0.65 | 0.64 | 0.59 | Azurin

27| 3CHY | 128 2-129 19 o/p 0.81 | 0.15 W- CheY

7£1)4A-34A,34B,34C,35A-42A,47A-83A
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%10 2 PG & FBRIC X D O EOHBORKGE £ 0 1

18 (EPEIRY BOIA—IWT 42T - A DZXLDETIL

Texlx, 2o VETH—NT 4 TR DRE 1T T A DT OE & BRI R, FEBR
ICE DDA « BEtTT D2 EICE - T, 4= AT 4T« A= ALEHEET D Z EICHD
ITND.

BURTBEDT —IVT 4T« AN=ALDOETIVICE LT, FIZ, ROX IR _DOFT VN
BINTWS., [JL—LT—%4 ET)L) (the framework model) &, [#feE-&#EETIL] (the
nucleation-condensation model) T 5.

© [Z7L—L7T7—% FETJL] (the framework model)

[TV —LT—0 BTV DT F—NT 4T « AH=ALOBEINTIROEY THD -

[ TR AERAEECH S 2 IEREDTER S, B, H - REEBFHAERICEL Y, Zhb
D 2 YHEERI LN EIR LT, BEIICRMEE~E 7+ —V RT 5. DFED, FHEEHEAER—-FR
BEAE AAE > R IEBEE AEFH ONRIC M RIER T 5 & 2729 ]

Fexd TA-W NILS =5 /L) 1%, 20 [TL—AhU—27 51 ITEL TWADBIRDENE -
TWD [T —ATU—7 TV, “Tr—NT 4 VI TRESTZEHRHD, a~) v 7 AR
B — h72 8D 2 WHEIER R AA V70 E ORI RS D BRI IE R S D™ & 5 RGE & Riffe:
IZLTCW5. TA-W NILS €7 /v OFlE, boL BNy 2ET LT, a~l v 7 ARLB T —Fh
72 E D2 i (JRATHEE) 25, ENLORMHERICL > T, [LEDIEF TR TLHZ ENTEDH L
HIRTET N CTH D, WHFOTT /NVOEELIGE ML, [REBEHEAIERS, EEEEREA/ERIZRTNCE)
SHIFARW] LRELTWAETHSL. ZOETFMIL, BHZ, ~U v 7 R« 208 (73 )%
M OHEIERAR AN T L Bl D) v 7 ZADNEEN DR SN TNWD) OT7 5 —IF 47
WA AT 2 DI TH S.

ZIT, MEAFEETALTHD “A-W NILS TV % “EHEO X 378" [+ 5812, “IKk
DEIIME” ZLTNWDZLEMERLTEBI)

(7 2 BRI OMESERIL, 7V BEEOX A TEZELR2NT, —EOMENEIIEDS
NTW5.

(2o ROy T A= a Nl fTbHTy ha B —IH%E, 3T 7 BITR LT
BH LB 220 EFHAT 5.

IIHDREIZS D0 LT, £ DX NI BT 2 FEERIICEIN S 7z OED D e b FELE
NTWDEN, LnLRnG, BFEEINRh-72 00885 (B, (i) €C<03 DHE). B
i & ERO QED B NI —BOEEIL, Mt 1FE7 L TA-W NILS 7 /4] 2324 TIERW
LEbhs.

“TL—LU—7 TN OEGEDOOEDZAILED L ITRDDIEAS D ?

Fersht Hi%, ZD 7L —AU—27 EF)L] BFLE [OEDOHA] L ORRIE, ROLXLH>THD
LHER L TOD [ RIEE T oY v 7 AR B T— M LD 2 IRIEIEZ TERL L TV D HEIBICE 415
2 OT I WFREO OEN 1.0 ITEVWVEZ R 7, FHRINROEL & 57 X BERENZE A
LT, ]

© [#HR-EfEETIL] (the nucleation-condensation model)

“BIERBEGET IV DT 4 —IVT 47« A= ALOERIE, ROBY THD :
72 7B Lo DT, SRR AERN EE CTH D 2 kigid s, EHREHHAEIERIZLS 3
WAELED, WL O0OBUKMET X /IR A L LT, 2 i L 3 IS N RIFHIERR S5 Hy,
HHNL, BICREHFHAEAERIC LY KED7Z2 3 RIEENTE S L, Ok, FEREHHAEH S 2
Th D 2 WHEED AL SV CTHES OFGRFE S Tod, BfkINCRIEE ~& 7 +—/L K (BEfE) 35
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EWVWIHETNLTHS. ]

L RER, WS OMDRAAL BB H R EEREOEEE, BEOEERNEIEL, Th
FINT, BER—SEEIC LD 74—V T 4 VBRI D EReT. 20 “BEE-EFT TV OEE
PR, TERREEFRAERAMER T 5012, HDWIE, (RIEFEMNS, R AEERMB ] REL
TWDRTHD. Himd ERIZL D OEOMBRED, CC<03 DHEAEITHY T4 0 _7EIZZ0

EFETABEELTWD EHEESND.

s kaqoo730—<hH3 3 BOE 5 E (1SRN, 1SHG 1FYN) QO

EDIEEH & RERD HLER
Table 1 OFHBILREL (CO)YDIHE) 26, X LRV E%E 3 DOTN—FIZHE L TWAER, EOH)N
5, “[ZL—AU—7 EF)] framework mode) N %Y THHA I EEXOLND X NIE” L LT,
SH3 (Src*-Homolgy 3) KAA L 77 I V=D 3fHDZ /378, (1) “ISRM” (RDOES :4), (2)
“ISHG” (EoD&EF :5), (3) “IFYN” (RO&EF :6) M0 B, OfEICHT %I L BHamORS
REigL k).
*Src (Y—72) ; sarcoma (Vv=—-~, HWIE) OEHNEE

INBDOSH3 RAAL 77 IV —0F X781, REMEENELIL THDHR, 1372l T7+—b
T AT e AB=ZALBFELCTHAIN?  FEIFET /L “A-W_NILS 7 /L7 T, 73 /B
FIOFEEZE L TR0 O T, HERICE D OMEITIZER U THA 9 E PRI, ERICLD O
BEOHZESTHAH1? FROGFBFEL LI ROMEOERROIE, T7+—NT 47 « AN=X
A, “KREREED hAR R V—ICL o TRESNTND” LR ED7EAH. ZOZ EaitL k9.

“SH3 NAA L7 OFFEITIRDIEY THD :

- TR BBIREEBDK 60 H B2 B RAAL U ThHD.

- K9 300 FEESTFIEL TN A,

C SEERREE I, SR, W LIZ6ADBANT U RInbRRY, 2D 5B 2 AKRREATO B — FETE

N APNGAYSY

s FREN Y T IAREEICBE 535 Z L R IR RDWTEZEN TV 5.

c WDOEIRIEREER > TS [H 7 E07 0 ) U TETefER & FRANHE LT, oy
B L a0 OO EVER ZH#ET 5. ]

“Church at Dawn”

155



10 B Bl & ERIC KD QOB OREE_Z0 1

(1) “ISRM” (Scr SH3 domain, #£DE 5 :4) DPIE

- TOOT R IR OB HIBIEEED, =6.0(A) © L&, MHEHREUL, CC=0.65 THD. CC
206 LV KTHLDOT, LI F “ISRM” D7 =T 4T « AD=ZANL “TL—LTU—

7 TN BRYTHDL LHEESND. HEmICEHRE SN OEIT, BTSN oz K
SHBELTWD.

cFEZEBRZ LA PEONF D, BRIRTETD “T+—F 4 78 1%, TB3 & B4 EFES “the distal

B -hairpin” OFEIR] Th 5D EHEE SN D, FFrZ, REZLOEEZ HOT I/ BEREITIROBEY TH 5 :
Val-27, Ala-37, Ser-39, Thr42, Gly-43

T, “ISRM” OFERICEL 2 0L, HmIc L2 0EA B LD THS. 7T/ BEds| EER
REEEICERS LY T, 3SATHHL TV TWAS.

< 3k > Riddle, D.S., Grantcharova, V. P., Santiago, J.V., Alm, E., Ruczinski, I. & Baker, D. Experiment and
Theory Highlight Role of Native State Topology in SH3 Folding. Nat. Struct. Biol.6, 1016-1024, 1999.

. Src SH3 Domain (1srRm) D P {E (B =)

-—®—-4 ——5 —&—535 6 O Expr ¢ o-helix p-strand
: o S/ Q
': ~
: Q
.
; ]
]
L]
]
H o)
. o
? Q
B3
Residue number
Bim— ———— .
15"@%&% [ o0 & 66 o

© 00 00 0000 00
10 20 30

40 50 56
TEVALYDYESRETETDLSFEKGERLOQIVNNTEGDNWLAHSLTTGQTGCGYIPSNYVAPRS
—" """"" ——— S - = — =

B1

B2 B3 o i/34 Coaf i~35;
® (64)
@ o75<0<10 W 0250075 A 0.0(0(0.25
i1 =
i BR
CX i
CX i
N>R i
(D=6.0A)
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(2) “ISHG” («-spectrin SH3 domain, FD&E S :5) D PIE
c ZOOT R BRI OBERCHIETERRED, =5.0(A) @& X, MEREIE, CC=0.75 THD. CC
M0.6 LVKTHLDT, ¥ 3U'F “ISHG” D7 4+ —NT 42T« AD=ZALE “TL—AT—

7 E®TNLN BRYBTHD EHESND. BERIICEHE SN OEIL, FEBRTEH Sh - 0% &
<HBILTWA.

CERBIRRETD T —T 4 KK, [B3 & B4 &S “thedistal B -hairpin” OfEEE] TH D
EHEESND. FRIZ, KEROMEEZLOT I/ BFRIEITKROEY THDH : Val-4l

TIE, “ISHG” OFEBRIZELZ2OMEE, HHIC L2 0EELE LD TH D, 72 /By EE R

SREEEICERAE DY T, 3BTHEL THWVW WD,

< 3C#k> Martinez, J.C. & Serrano. L. The Folding Transition State between SH3 Domains is Conformationally
Restricted and Evolutionarily Conserved. Nat. Struct. Biol. 6, 1010-1016, 1999.

« -spectrin SH3 domain (1sHe) D PE  cEme=E)

Ls --0--4 T § —8— 55 6

o  Exprl
A Expr2 0  Expr3 ¢ ¢-helix

[-strand

85
Residue number
Iggﬁ_) | | [ . |
FER— (] oo &0 o0 0
1 10 20 30 40 50 57
K!L%‘L‘ALYDYQEKSPREVTMI{E'SDILTLLNSTNKDHHKVEVNDR‘QGFVVPAAYVKKLD
B1 B2 B3 B4 B5
(6) (62)
@ 075<0<10 B 02520075 A - 0.0(@(025
I# =
=A
o £ )
B 5/_, \f/
. S )
Cokif Cokia BJ / ‘[34
NESH | 82 B3I
Y Ll
m N>R i

(D=5.0A)
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10 = B & FERIC K 2 CEOHBIDKRGE_ £ D 1

(3) “1FYN” (FynSH3 domain, £D% 5 : 6) DP{E

TOoO7T ) IR OSEAHIBIEERE D, =5.0(A) oL &, MHBREL, CC=042 THD. CC
H7S 0.

DEN 0.3~0.6 DFFATH DN, EBRT — X /b 7pnint L& 2 51, 1SRM, 1SHG & [FEREIZ,
L—2AU—7 TV BNRYTHLEHEESND.
. :\L N ~ |

BRRIREETD “Tr—NT 4 VT8 1, WOREROEELOT IV BIRIETH D EHEES N
INHIE, a TR L TWABKMEERETHSD : [Te-28
TXIE, “IFYN” OZEBRICL A OfEE, BRI

Ala-39,  1le-50 J
PEEEICERS YT, 3B TH

LD QAR L72bDTHD. 7/ ks EER
PHEL TN TN D.

< 3C#k> Northey, J.G.B., Di Nardo, A.A. & Davidson, A.R. Hydrophobic Core Packing in the SH3 Domain Folding
Transition State. Nat. Struct. Biol. 9, 126-130 (2002).

Fyn SH3 domain (1FYN) D P {E

(EimEEER)
1.5
-~@--4 —o—5 —*—55 6 © Expr ¢ o-helix B-strand
\—( "-v-\.
L] ]
o RSV
y LN v
SR
Q !
v
o )
L] Ql
30 40
B3
Residue number
IEEﬁ—» ]
5%%%—» ® o [ °
10 20 30 40 50 59
'u-TLFV&LYDYEAHTEDDLSFHKJEKFQILHSSEIJDHHEARSLTTI ETcY@PsNYvaAEvD
B1 /32 B3 /34 al B5(142)
@ 0.75<0<10 B 02500075 A 00025
I# .
gﬁ Jrh
A y,r_,/
3 l.
L ] 4
N>R I *B
/.81 B2
( D,=0.50A ) CXi
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B 5o 0B0I+—LF08 - ANZKLIE, REBED FROS—T
RESINTWLNS? » = = “SHB RAALT721)—=" Dl

SH3 KAA 77 IV—Thd, 3MEOF /374 ( I1SRM, 1SHG, 1FYN ) O ®fEDER & Hiq
DOFERZE TFTEICW R THRRLTWAD. 7 2/ BRI E & KRG ICERGHOE T, 3 B THELTH
ARGAY:E

INBIE, MrVWERZSL L L0, IEFTHEELTWAZ EnE, INHLDO3EOT7 7 I —0D7
F—IVT 4T e AN=ALE, IZFEFRILT, “VL—20U—27 FFL BERYTHAI LHESN
L. R, T2 A7 I 2 BESNOELEN NS ES, REREENEEIL TWhUE, R 7+ —vT
4T AHZARTHD EHEEEIND. DFED, “Tr— T 42T « AN=ANE, KIEED b
R V—IZ X TREISNTND” LRREDLTEASD.

@ o75<o<10 W 0250075 A 0.0(0(0.25

Src SH3 Domain (1SRM)

(D=60A)

a -spectrin SH3 domain (1SHG)

Ck i

NZKi&

(D=5.0A)

Fyn SH3 domain (1FYN)

S =~ ;
A k& \ﬁ~§(//
B5 0‘ )
NI - Y
(D.=0.50A ) CKi#F' a1 B2
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0510 T Hae & FEBRIC L 5 OMEOMBOREE_Z D 1

Src SH3 Domain (1SRM)
ﬂ%—’ . ' __________________________________| |
1§§—> . ..0 o o 0 00 00 0000 00
50 %

40
TEV A[YYESHTIT-S-GleV NN TEG DWWLAHSLTTGQTGYTESNYVAES

e TG
= T,
(64)

a -spectrin SH3 domain (1SHG)

ﬂ%—’ [ 0| | m

%ﬁ—» o u . . (N ooo

IVEAEYEY Q‘s[ﬁvw-smu LNSTNED |"'|*'E NDEo GIV]AAYV
| 5 1= J ) d l\;

g1 82 83 84 85
{6) {62)

Fyn SH3 domain (1FYN)

L
Zg- © e o o
10 20 59
VTEV ALYEYEA-ijS'H@G-QE:N s :m'n}j'w_axj, i G.TIG YE:s NYVAIVE
B2 83 84 35(1421

@4 B1

“Trees beside River, Autumn”
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I 5508 “iBr0” polED®ER & =BOHE

4 737 'E “1BF4” (DNA binding protein Sso7d, D& 5 :8) 1%, 3D & /X7 E ( 1SRM, 1SHG,
IFYN ) EL[ABRIZSH3 RAA 77 I U —"T, 2 k&L, [B1-B2-al-B3-B4-a2-B5-a3 ] TH
L. ZoO7 X BRIEAR OSEAREWTERE D, =5.0(A) &, HBMREIXCC =036 T, CCIZ
3EDOH L NTEIV/NSVMETH S . Blim & FEBRO OEOBERALEX, [B4-a2-85]) OFEKTH
5. HERTOZ OERO OEIE, 3 HDF R0 8 LIRFELL L TEVWME GEBIRIE TEIERE LT
WA EHEE SN D) ThoHN, ¥ “IBFA” OERO OEITKMEIZR > TWD., Z o
7 1BF4 OEERO O, [ p3 L o3 ] TEWMEZ > TWT, 2O ERRIE T,
B L Cnd EHEShS.

ZDZEMNS, ZURIE “IBFA DT VT 4 T e AH = A NT R —EEET T L L
HEIND., DFEY, 3EOX L /NIESH3 RAA 77 IV — & REBIENFRIL TV 523, 7+
—NT 4T e AN ANTERI o TND EHEESND. ZDOZ L, T4+ NT AT« A=K
LE, SAEHEED MR O—NAREN TR, TR BESOERLEETHDH I L ERL TN,
TXIE, “1BF4” OFEBRICLDOMEE, BHEHIZCL2OEZ B L-bDTHD. 7 /8IS EER
SREEEIC ALY T, 3SETHELTHIVW WD,

< 3Lk > Guerois, R. & Serrano, L. The SH3-fold family: Experimental Evidence and Prediction of Variations in the
Folding Pathways. J. Mol. Biol. 304, 967-982 (2000).

1BF4 (DNA binding protein Sso7d ) D O {E (3 E=ER)

IS =3 ——5——>55 6 O Expg +  g-helix B-strand

i }]

0.5

0
4 B1 B2 a1 g3 B4 a2 B5 a3
P S PE444044
-0.5
Residue number
@ :075<o<10 W 02550075 A 0.0(@(0.25
a3
=
; % ™ g aw
= E& ) CXKifm
B5 B3

(Dc=5.0A)
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%10 2 PG & FBRIC X D O EOHBORKGE £ 0 1
O somarmpicincd, 8980 I+ —ILT4 05 - AN=ZL

(FE%4 5?2 - - - “Protein G” & “Protein L” Ml
KIEEDFRIL TODD, T4 =T 4T « A= ANFR > T D EHEESND, RO
ODHX L RIE, “IPGB”, “2PTL” Z#HiY bBiF L9 :
O “1PGB” ( B1 IgG-binding domain of protein G, KDFE = : 3)
7 ek - - - 56 1A
TH—NT 4T« HAT + o« a+f
QWA - - - B1-B2-al-B3-B4

< 3Lk > McCallister, E.L., Alm, E. & Baker, D. Critical Role of (3 -Hairpin Formation in Protein G Folding.

Nat. Struct. Biol. 7, 669-673 (2000).
O “2PTL” ( BI IgG-binding domain of protein L, FDZ5 : 10)
TR W - - - 641 (PDB D7 —#;15-78)
THA—NT AT ZAT + + « atp
2 - - - B1-B2-a1-B3-B4
< 3Lk > Kim, D. E., Fisher, C. & Baker, D. A Breakdown of Symmetry in the Folding Transition State of Protein L.
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