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MyoD #v &£ 5 bHLH %47 DNA % & A7) > @ Idl &9 58 H *7% § o HLH &
MyoD 7 bHLH 438 ) & § MAciteh= FA[27] > @ 17 b MyoD & DNA & & e ]
v 4p Bk Fl i (] - ) © Peptide 3C 21 % MyoD 1% 5 #icis #73k 3~ &1 eh &7 1d1
MyoD fr# # DNA % & F=v (4orfmdrdlin B cn bHLH $45%)5 ) 2 B enfa 5 157
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712 DNA § s e i o 975 F5 @ % 2 45150 100nm 3 F 4er o Lk < &
Heox g EEFATR E oriB P2 3 %}:éﬁbzﬂ;{,? DDW # % iﬁ»?aif‘i%“i"t3 = e oo T2 K

GeT A A ER K

3-3 #u88 Cetuximab 48 £ %2 ¥ éﬁf‘%

3-3-1 #u4f Cetuximab 48 & 7 X 467 2 & &

i3 &F {5 0 100 nm 3 ﬁfﬁiﬁf%ﬁ- %% 3 3 5 h# 4k -COOH » COOH & EDC/NHS
F Rsi$2;= 73 NHS 0 esterbond ° £ 5 esterbond 9z K 4PF & & 7 5 e fl
g & o A1t * gl Cetuximab 3 K% x B4y g ark ik o

P~ Img %41 2 100nm % # 4% 4 »~ EDC (0.04 M) 500 uL = NHS (0.01M)
500 uL FEiR fe B i F o it 22 3 K &F‘i% A2FETF R 15mins > £ 12 HBS-EP ‘F PER= I
6% 3 =% 0 f 4 r ¥ R sodium acetate (1.5 mg/mL, pH=3.5) 800 pL f= +uid
Cetuximab (5mg/mL) 200 uL %4 C 7 & & 2 hrs {5 4~ (1000 rpm) P~H b 3% it
7 BCA tk Rl <& » HBS-EP /=2 X 4FF 3 = { 4 » 1 M ethanolamine ( pH = 8.0)
blocking % /£ ™ & & 2hrs > — $ 2 HBS-EP ik 3 st b s B i = & 2 7 50 i 2 %

F 4% 3t HBS-EP ¥ mg @ o

12



3-3-2 #24 Cetuximab 8 & 7 F 4P7 2 T

3-3-2-1 5* MALDI-TOF MS # %324l Cetuximab 8 & 3 # 407

& * MALDI-TOF MS | & 3+ & » & &4 B 5 a. A B AFh 2 K &?5% b, Y
Cetuximab ~ c.® 8 & en2 K 4T > 2 FRIFZBI 1% T 3+ 450 & 80% & S A& ~ 150
shots f= 350 ns 2£EPFF T » 7@ * L F % sinapinic acid ° +k Cetuximab /R &

WA 02% °

3-3-2-2BCA 3¢ FREAFZLRHHH

oo FRE G S| 2

v F BSA nk* 20mgml kR FHHFES S 1.0 (mgmL) -~ 05
(mg/mL) ~ 0.25(mg/mL) ~ 0.125 (mg/mL) §= 0.0625 (mg/mL) % = fAE R - & kR
2 BSA Bt A Bl 18 uL A Bl 4e ~ 180 uL 7 BCA 4 o 2 541 % fic® & % &
FHRPIE (562nm = EE) > Tk B E T BSA R M2 05N o R F R e
A & F kis 2 2 A 487 00 ik ¥ BCA working solution vt & 131032 & (2 i
7% 18 uL > BCA working solution 180 uL ) » (Z £4F) & AEA > 96 L4 ¢ » L 1U4ri5
We Rk s x s 15 A4 (37°C) > 2 15T BB Ak k i khip R (562nm vk

B)e Btz @ xSt BRI FERE TF RFpE Y BSA B4R
)i

13



3-4 737k peptide 3C 8 & 3 F 467 2 %

3-4-1 747k peptide 3C 2_ & = ~ 3L X g

Peptide3C 2. & & ~ % it 2 g 305 L A BV § kv h X sz orid = 2. F
Bt ik oMEERL R AT h 2%k % FAROARR A &2 (SPPS) o wAp B vl e Ap A 45
% (RP-HPLC) ¥ it iirx > & @ % Ao G WM gER{FERTHR
( MALDI-TOF MS ) #%_o

3-4-2 52*5 peptide 3C 8 & 2 K 407 2 £

B~ Img 2 &t 2 100 nm ?%&?‘f%éc% EDC (0.04 M) 500 pL = NHS ( 0.0IM)
500 uL FER{SETFac it 2 2K 47 & FE T F & 15mins, £ 12 DDW %% 5F 4F

% 3 =,f 4 » ¥ R sodium acetate (1.5 mg/mL, pH=3.5) 1000 pL f= peptide 3C 1 mg

E$
>\.L
=
>
"_'.'_*
ek
Rd

BT F & overnight £ 3o fSBH bR BCA 34 % %% » DDW
R K 4T 3= 4~ 1 M ethanolamine ( pH = 8.0 ) blocking # & 2 hrs » — & 14

DDW ‘qat‘/}a = B fs ﬂé?—‘@lt%%zn% LS i Tf&?i}'/é ;ﬁliézg'{,fé f/l—"'""é’c °
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3-4-3 717% peptide 3C 48 & 7 X 407 2 F L

3-4-3-1 MALDI-TOF MS & BCA 3% F 2 & #1722 F %% s

Foo FARE A Mend]

39 % BSA " d % 100 mgmL ik R 0 #F FHE A 5 50 (mgml) 2.5
(mg/mL) ~ 1.25(mg/mL) f= 0.625 (mg/mL) + 7 #E R - 2 kR 2 BSA kv 3"
Bl 18 uL 4 W 4e ~ 180 uL & BCA 24| 2. {8 1 * fic g & £ Lz & p|E (562 nm %
X E) T Agprck By WA BSA RS M2 o ol F R REm i F B2 2 K
GoF it 7% 22 BCA working solution 12t &) 1 1 10 32 & (/% 18 uL » BCA working
solution 180 uL) » (T £4F) R AL > 96 FU i8¢ L 14EiHA & Bk i r g 15
B (37°C) > 2 5417 MR A R AFRRIE (562nm Rk E) o # iz m k@

AR Rk Rl T K 4p g 2 BSA v Fek R o

3-4-3-2 E{IE R b k3 (FTIR) #F22%% peptide 3C 48 & 3 K P22 A2

=)

bk (IR) PREILJI* » 39 i 2 Rt B it » F B RE 2 &

—_

FRCRU P S ek R B A @Ik d N MR A T B
PALATAR T LB RS J B A REE T R 2 e LB

B4 v SR SE 0 KR iR| peptide 3C 48 & 2 N HET 2 B el S o
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3-4-4 PrestoBlue™ Rl3&i2 RILZ F % &

PrestoBlue™ &4 5 — #87 % & (resazurin) 3% o v f* Flwre i@k it 4 k@
BBl TR ALY lwe E 1 o PrestoBlue™ #F| P ¢ 77 - el Bt E 5 %

AL &4 E Sy K ¥R fde » e i PrestoBlue™ EAALE e B R ¥ S

AP BT RHAK X S Rwe )l RPMI-1640 32 %% » B &3 me i £ 47 o § wwe
AENNBREDOALBFE ORI RBARE > 2ml 0 TE ¥ # g (trypsin-EDTA,
TE) > & 3~5 248> BEEY e € WMEE £ 4 &% (trypsin (F% 5 A f2l
PR E A R ¥ B9 F 0 EDTA fv% L 3 T Ca> ~Mg* & £ ha+ » NEL &
A+ B trypsin cniE® 3k > Riwre S B FE A B ) * SmL R R R FEw
PR AR X ER ALY BRI ISmL e g p g 1500 rpm T ode 54
& > B (S B-H Uk o 40 10mL B AR T B e iR 10 pl e kR @
2k B L Ix10%cells/mL » B~jm®2 % 300Ul 3 24 U4 7 14 T IR X & e Rl o
4v » 32K peptide 3C 48 & 3 K 4PF 2 Fo 5 B2 % 24 ] FF R 4o~ PrestoBlue™ (1
10 PrestoBlue™/Medium) B| & ‘w*e 1375 5 ¥ ¥] PrestoBlue™ & 7 * DMSO 3 f2% &

#e MTT {82 % > o
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4-1 4 Cetuximab 48 & z ¥ ﬁ% 26285

it

© gz kit ehd K 4E7 1 EDC/NHS 472 6 Fii AR 4 F k> #EF ester
bond > ] * FH N =2 B & - EDC/NHS e i & i 25 i & pH 5.0~7.0 Hcpiiz
BB TF B F BT L 15mins oF EDC v NHS R & 23k ? PFif ¢ B4nr
oo F R EEFE ol 4o m jprbrend 4 0 FIPE 0 F RPFRFEHR [Smins o £
2 HBS-EP buffer % 3 = » &3 sodium acetate (1.5 mg/mL) 800 pL %% @ & 4=
& Cetuximab (5mg/mL)200 pL 48 & & & 2hrs > 48 & (53 Bt Fie 0 BCA 3o
Atz TE(BIL) -

w! L N g
0 [ N o 2 oy o @
on , ek CT rf N A PLN ?
oKy e P A e A

[4]
- '}{i’\,’\ o &} T‘\tl o
CI >
EDC NHS o
H O

i (8]
0 — f( (8] Oy N,
Nanodiamond N I)ﬂa
anodiamo H N o
N Semi-stable
Unstable reactive acylisourcacster amide-reactive
NHS ester
o )
N
(] Y o M NH )(i -
0 0\/\ 0 ‘F
; -~
ﬁf o= /ILO/NH\\‘F NH, o
Antibody i Ethanelamine o
Q i ©
I 0 &
= —
—F S
\“\ b
Nanediamon conjugated antibady

B 4 - 48l Cetuximab 48 & 3 F 467 -
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4-1-1 F48 Cetuximab 8 & 3 ¥ FrTELITLESE

Al Cetuximab 48 & 2 5 4B F %% o2 7 4734 2 L 4E7 48 £ 1+ #u8 Cetuximab
kR 0 A idEd T Fl Cetuximab E % § coff¥e Fh > A A5 S P G R FIR R0
BCA 36 JF R 245 > @ B~ % F 4F7 9 & 4248 Cetuximab 2. 1+ ik Bl it o 241

3l kRS L G i (BSA) 2R kR B Yl BSA B M o B R EE A |2 F

S
2 1~ LRK BSA 2 fiMmE 2 2 A 407 ht iR 2 TR
BSA ## 5 E R (mg/mL) Abssex (L 327E)

0.0625 0.1523
0.125 0.1713
0.250 0.2240
0.500 0.2983
1.000 0.4650
2.000 0.8527

#48 Cetuximab 48 & 2. 2 5K 407 ch iR s fT @ (7h) 0.330333

#7utll Cetuximab 48 & 2. 2 K 47 0 i e e i@ (12) 0.299
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B+~ &% BCA ¥v A7z 2 i & o
R A w5 0.0625 ~0.125 ~0.250 ~ 0.50 ~ 1.0 ~ 2.0 mg/mL » >%;

=0.9983)

£ 562nm T Pk B oo (R

i * JE R A S 5 0.0625 ~ 0.125 ~ 0.250 ~ 0.50 ~ 1.0 ~ 2.0 mg/mL 1 BSA &% Rk
Rz o fo R Bl o S5 d P E 5T @)D AR5 y=0.350x+0.125 » #-1 i 15 e e R
F o~ 3N > e R PR Cetuximab 38 £+ 2 T Gk B (BlL) o REpT

Img ez K 4% 748 &+ 4 0.087mg (5.8107° mole) +ikf Cetuximab -
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4-1-2 MALDI-TOF MS # % +#48 Cetuximab 8 & z e 2 5%

B* MALDI-TOF MS 4 fiindid 4.3 2 # 484 F 2 K 407 26 > 7 d L - |
FIA~B~C# 585 F 5 2 4 46% ~ #idl Cetuximab £ 748 Cetuximab 48 £ 2 i 487 >
- (B)™ # 3|44 Cetuximab ¢ & 4 152,635 Da » (C)= 48 & $udll ch % A 467 0f

£ 5 152,690 Da» r4 gt msn kg & 1 2 K 407 o

3000
2 2600) ND only
2 2000;
E 1500/
10004
500 .
0 : - . . \
50000 100000 150000 200000
B mi/z
3000, Cetuximab 152,635
. 2600
'E 2000
£ 15004
= 1000
500
oc 50000 100000 150000 200000
C mi/z
5000 CNDC 152,690
50004
%4000-
§ 30004
£ 2000+
1000+
0 T T Y J
0 50000 100000 150000 200000
m/z

B - - -~ &* MALDI-TOF MS 4 {74448 & 3 + 467 2 F3# -



4-1-3 % L EREEAS 1THRAME 2 A fer B i 1% 2 B %

£ 52 fidl Cetuximab 48 & 2 A ML RSP RAEFHEF—A B F2 1k
HEZTXF > TR 2 ERRETETDFRBIF (B =) xS Fwre
HT-29 # 4 4748 Cetuximab 8 & % A 467 13 hehF Lk hlmie 45 (A) & * ¥ - &

7 & anti-EGFR 8 17 5 ¥t (B)» ¥ #-E Fip L4 (C) -

A. ND-Cetuximab B. Anti-EGFR C. Merge

Bl =~ R e RRASR T HT-29 yimie 22 B if
(A) ND-Cetuximab (B) Anti-EGFR (C) Merge 2. 1§ °

FEEAFRAERS - (A) Fuil Cetuximab 8 & 2 K #FF it # ¥ A M wie 4 6 >
(B)= # & anti-EGFR 4l » & 588 G fptss 7 HM(C)» # FRATA RNz E & 4p

oo M Futl Cetuximab 7 € F1 5 2 2 K 4e7 488 A 4 3 H | o
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4-2 34 P% peptide 3C 48 & 3

R

4-2-1 " < peptide3C &£ = - B B L F EFT2 2%
R F AR IEIR & A2 & A 9EPK peptide 3C 0 T * RP-HPLC
RP-HPLC it z_ 3+ P5x g MALDI-TOF MS #=%_

ftl.(z\2 Fg]—L__),T—s"KcJ-%_K
Hm B (- D) o

fLazrs > B - 9

% 2~ 975 peptide 3C & - 27 g7 2 X

2 Ba
A B 7| Bimb + & FHEAFE g R
(Da) (Da) (min )
Peptide 3C | H-YIEGLQALLRDQC-N 1520 1521.7
H»

14.73

@} HO N Qk 22 eq HOBT + 2 eq HBTU }/ QKD/N\
‘ + 4 eq DIEA T

\ Immedlatelv !
N*. 1. 30% Plpendme 3. Coupling
HaN

”0 min, 3 times

2hr,rt. T %

Hy

s

t

4. Repeat steps 1, 2, and 3 with subsequent amino acids }/Y“J\i‘/ V'L )ﬁ\/ J\H‘/ J\ /qj J\gﬁ‘/ J\H\/ Q’L .

12

&
|
S
|
Trt
\ \
Bu Bu

o
Linear peptide bound resin

H\
o N
5. 30 % Piperidine
Linear peptide bound resin ———————————> %r/ Qk )ﬁ( Q:,gﬁ‘/ % /i;%}i‘/ % %
20 min, 3 times H H
\ 0 \
Bu Bu

'™

6. TFA cleavage, 2 hr, r.t

(89% TFA + 4.4% thioanisole + 4.4% DDW

+2.2% EDT) A% %H/;\/%Jﬁ(&:{gﬁ(%ﬁ;%i‘/ %\%ﬁ(%

OII 0
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Bl L= - F4poirk s &2 £ &30k peptide 3C o

4-2-2 92 %< peptide 3C 8 & 2 K 47 £+ 2 B %

4-2-2-1 %+ *x peptide 3C 8 & % K 7 TE S 172 % %

FI* BCA 3-v 41772 T & 7 A 467 48 & peptide 3CPF -FIE & ¢ B2 5 H &+ fuid & o
FARBS AL EREBTE S BEREEY A7 Bgg > FPE P HRDE R
ERRPFAR O AR RFRELAER e AP RRARDEL T B0 (BSA)

2 kBB BSAEEY R o LEEENELE 2 £ 3o

B Lo ~ &% BCA v A 72 2 {£8 W &4 o
JER A S 0.625+1.25+2.50 5.0 ~10.0 mg/mL > >t £ 562 nm T i Bk A o (R2=0.9912)
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# 3~ & k& BSA 2 "i*kxpeptide 3C 48 & % A 4PT b iR L BftiE

BSA &% 5 E B (mg/mL) Absser (< 35 18)
0.625 0.3271
1.25 0.5308
2.50 0.8416
5.0 1.3622
10.0 2.2184
i3 #% peptide 3C 48 & 2 % 3F {p}i\i} e b ?’- % BT B (W) 0.781
7225 peptide 3C 48 & 2. 2 K HFF 0 i s T i@ (18) 0.656

RT3 h‘:é}{ﬁ%j e193 PX peptide 3C @ #7 BCA T & » 47 > » B~H } %‘ % P

Yo B o B-H it iaentR B AN O 2V REF2ZER R EIET F & 1 mg 9 100 nm
A4 7 488 1 9 0.6mg(3.9107mole) "7k peptide 3C (% 3) -

P % 87 (5.8101° mole) #7248 Cetuximab 8 & % S 4Pz 4p2t » 7 # M AAp b 03

FHEFFETHR LT AR NS 1:650 B ET R AT A F R R EIRT

RN PV TR AT E M AR A EREBIREA S o
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4222 J&* MALDI-TOF MS &% _peptide 3C 18 £ % § 467 2 % %

J&* MALDI-TOF MS &< 72*x peptide 3C 48 & # 5 4E% FF » » 4c » 7 peptide 3C
A KT H ez (T R A 0 7 4 r EDC/NHS # i o & (2 BAp b 78 %%
5> 41 DDW B2 iz 24 % » £ @ * MALDI-TOF MS i {7 2 A 45 o % %
FRER-+-I 2B e

Inten
1520.4
1500
1000
500 —
1763.4
1 e a AR
o -1 y y y y
1000 1100 1200 1300 1400 1500 1600 1700 1800 1900 m/z

Bl 7 - 9225 peptide 3C 48 & % # 47 2 MALDI-TOF MS 73 o (4 + £ : 1520.4 Da)
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Intens.
x1041

1522.2

17115
1593.4
P Y .

s s o e T L
1000 1100 1200 1300 1400 1500 1600 1700 1800 1900

[ +MS

B - = ~ 3%k peptide 3C %7 % 5 47 2 MALDI-TOF MS §73% - (4 + & : 15222 Da)

FEFRATER AT 3 FRFIAR (R ~B+-2) &#F O 2 K47 L
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4-2-2-3 f&* MALDI-TOF MS 4 4514 fo ¥ i dd 8 i3t 2 X HPF RIS 2 B %

EHEE A HRT L 3 PR RS 0 RE T BT R AR N sk o
* )%ifé_l e ej% A 2 /'g‘;t o Mrig H m,%r;ﬁﬂj"ﬁ DDW ~ ¥ g ~ ¥ fiEfre #7101 i%ﬁﬁ
P é‘, »omojeH E"i’m;}_’?':i?} 3:,@—’: %?%::E}‘ﬁ%% Eﬂ;’?%iﬁm}r’@*ﬁ‘}]‘a;p MH 2-4 > x__)fflp\—:'l'—w—l

Lulie % BAFRZ ST s Bfs £ DDW T f Fik (s * MALDI-TOF MS 4 17 » &

SAET A h AR R EAER 2 K gET A DDW o7 RIS i § nenit S g iR
Brom B Y Eifee M LI 2 MFREDZRTA L3P REOR > TTI R
WEERENG K GEE 0 B E RPN MR AUELY E L UBLM R A A kR
£ 11" MALDI-TOF MS f fi t17 £ #r i i i 8 F Gl 0 AU o 5 % s oo ] -
Z B+ N o
Intens.
1837.3
80001
1847.2
60001
40001
20001
' 17|00 ' ' ' ' 18|00 ' 1900 2000 ' ' 21|00 ' ' ' ' 22|00 ' ;‘nlz

Bl = 24 4% S92k MH 2-4 (272 )2 MALDI-TOF MS 7 3¥ -
w4 DDW-~ %4 : @ ﬁg N _2‘;_‘_::3 v ﬁfﬁ_kz, o b pRiEET "R 20 % A 3};—‘}%_:_:)( o
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Intens.

1837.3

60001
50001
40001

30001

2000

1000

T SRR M
B -~z {Q?F?E' — 325X MH 2-4 (4£%)2. MALDI-TOF MS ’F’}E °

¢ (DDW ~ ¢ 1P EE S FES D TR o SBA AR E T AR 2 5 Bk

I S E a
2050 miz

=X o

2

X2 EE IR SR F Y s S R R N
LAY FAAGEE A F AT R R R FAT FAPEATFE GRS T A
F AT e s LB (e R T B 0 E P S £ F e
TEOME R AME PO FE AR TR €2 ES - st
TR oom AL Honk o

ER
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4-2-2-4 &* FTIR #&3% peptide 3C 8 & % ¥ b2 22 % %

%] MALDI-TOF MS # i# 2| %] % X 4F7 £.F 33488 1 o2ek > a |7 & {1
b k3§ (FTIR) » 5 G 4 #8 Sc e 3 22 A8 45 ch KBr b % - AP B iR Y > 37
F2E B487 R REA L R4S Bl BoE SR 0 % & KBr 4 & & peptide 3C 18 £

A
=

a

EER BT I3 RGBS (R 4) e

SRR e S HE O 3BHRAEA N L BAM A H 4T - peptide 3C

i¢ A F 6% 115 peptide 3C 488 A F 4ET o B PR L

A - B

B -4 - & KBrfs & 2 peptide 3C 48 & % A 467 2 M R # T 2 FTIR B3 -
(A)1:1(B)6:4(C)7:3(D)8:2-
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76.6
754

70]

65

1632.87

60 ]

1640.61

55 1094.02

371441
504 369553 345100
o606 3B701
163391
%T

45

40

354

304

25

3444.99

204

18.0

4000.0 3600 3200 2800 2400 2000 1800 1600 1400 1200 1000 800 600 450.0
cm-1

Bl = -+ - KBr & peptide 3C 48 & % f 467 2 & ¥R+ 5 7:3 2 FTIR Fl3¥ -
(A)Z ¢ 2 kit % H 47 (B)iz ¢ :peptide3C /27¢ 2 K 46F (C)F ¢ : peptide 3C 84 %

#r -

145 % 43 L FTIR #0 O-H 4283055 o fb 1% 1 2 3440 e 11 2 1632 em! »
Bt X 1384 em' 5 C-H a5u50 0 % 30 % 5K 487 ~peptide 3C &7# 7 £ 487 12 2 peptide
3C 8 & 2 K 4pF 307 WELE D 0 @ M AT peptide 3C 48 8 2 S 4PF &1 X 1454 e
FOABLE v pr A S CNgElg 3R] 5 R F 4B% 52 peptide 3C ik i 4tig o2 FTIR
2475 K #PF LT 48 & b opeptide 3C KAt K ¥ B %k > R A@P 1 2 K dbr 2

peptide 3C 8 & & i £ 5 £ B4t (B=- +)-
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4-2-2-5 J&* PrestoBlue™ R332 R334 5 E 2 K2 2 32 8 %

ROERAAGRTE TR HAER R sk T T FRE SRR iF
- R iF LR o T IS¢ chpeptide 3C ek R 355 0.1 mg 3%t 200 uL DDW £ &
¥ans %3 v B 1.5mL Eppendorf £ T # 3 24 3v4 »& 3¢ 450 uL Medium + 50 pL £ 4 >
EBHEIZL 4E4 o Fli e BCA v A 472 T & 1mg 5 K477 4 0.65mg
peptide 3C » ]+ 0.1 mg peptide 3C 5 + 428~ 0.3 mg peptide 3C 48 & 3 + 407 #5 %
7 %> 200 uL DDW £ T 324 % 1 w B 1.5 mL Eppendorf - 1% 5k & 4 %] 5 peptide 3C
(0.025 mg peptide 3C/50 uL. DDW) ~ 2 £ 4% (0.05 mg ND/50 uL DDW) ~ peptide 3C %
@ % 2 58 487 (0.025 mg peptide 3C + 0.05 mg ND/50 uL. DDW) peptide 3C 8 & % 3 47

(0.075 mg pepide 3C-conjugated nanodiamonds/50 uL DDW) > = Bk & > & E4r# 4o

# 4~ Jig* PrestoBlue™ jpli 2 p3d HT-29 w@ &2 A& ER

* & ER(GAR S 50 uL DDW)

control #

peptide 3C 0.025 mg peptide 3C # %

ND 0.05mg 2 5t 467 4 %

ND+3C (%i2) 0.025 mg peptide 3C #: %+ 0.05mg 2 5 4EF 4> %
ND-3C (4£.%) 0.075 mg peptide 3C 48 & 7 F 467 4> %
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% g E ¥ peptide 3C F i 13 F 5 84.0% @ peptide 3C iEie 3 3 5K HET 1
% peptide 3C 8 & 2 K HEF R4~ %] 5 64.9% fr57.4% > #8v %F peptide 3C § ¥ * &
e s s (Bl- - - & 5) Bk 2 X é?‘iz-ﬁ;&t?_g_g AF M2 ESERETHEEG 84.8%

H1F ’53 #E./?J?;b@?mi“fﬁ;ﬁb ?Bbg —T‘F'é' °

Bl = - ~oirkin g A K gEE 2 HT-29 i 3 4o i g o
# & 5 control ~ peptide 3C ~ND ~ND+3C(;%7¢) ~ND-3C(4 %) - X#hs 355 Yhi & o

% 5~ &% PrestoBlue™ p|zfi2 plix HT29 wmie i 352 %%

% o control peptide 3C ND ND+3C(iz72) | ND-3C(4t%2)

100.01+% 84.0+8.8% 84.8+6.8% 64.9+5.5% 57.446.7%
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FIF RHREAKREY

f1* EDC/NHS = # i % $ -COOH 1% 5t #FF = # 48 £ 5275 peptide 3C 14 2 i
Cetuximab - #4748 Cetuximab 48 & 2 X 487§ & © 11* MALDI-TOF MS & BCA ¢
&1 iE FERL AR Cetuximab = # 8 & 2 K47 > 30 0 2 0 d X e B R e R iRl
Cetuximab 8 & % & 4FF i &7 anti-EGFR - ki = # % & $| HT-29 w¥e t @ % % 2 foif
o o3Pk peptide 3C 48 & 2 K #FF R % ¢ 4 & * MALDI-TOF MS ¥ 3# # % ¢ BCA
B A 49E T B AR ® A % Y 3 I MALDI-TOF MS 7 i 2 %] 74%% peptide 3C
e AHMPT AT LR HaES > Tt FTIR $ & § 458t 247> S5 4R
FTIR & 47 B3 7 & 330 C-N eh G455 1454 cm! o 2 Fimfe® 1% 2 A br § &
# §4 48 & peptide 3C Jk A& 5 — K pFi H 4 gl if peptide 3C 5 & L av Frdl R me e
BEZ A HET AT G A 0 frdE g b c peptide 3C fhE g vg i o

A YA RS A G TR ES P R AR PR R R E R i e s R

A

Bew £ 2 SR LA W R R RS - A A KR L) 8
HE¥e 74 5 mj&é‘,{mi\.%ﬁ s doil s A Tf{g?iz, 13 eI WL H W3 ?ﬁ’m fggg 3B
MR- B UE AR AR PR ARBETLRLERE BRI Z AT L LR

WEFHE -
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45— ~ Peptide 3C RP-HPLC 7B oA d 10 % 5 ACN (7 0.05 % TFA)
FHRII Y% o BFERd 0 _-f'J 40 ~ 48 o (A) Peptide 3C 4 & F 55 E’ RP-HPLC 4 471 »
SRR RSR O FTRER (retentlon time, tr ) 14.73 ~ 45 (B) Peptide 3C
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5 918 ] e 45 % -

(A)

ooooo

650.0 2732.7
a1 121{: 8 1730.0 mng 1
v " b
o bl A TPORTTRRE T | 5 i
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Y
(B)
520 1
099 T
ay i
0
o - . y ki - T . . *
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ELA

4% = ~ Peptide 3C ¢h MALDI-TOF MS A& +7 B (A ) Peptide 3C #2 & 4~
MALDI-TOF MS §3#® (B) Peptide 3C % it ts 7 MALDI-TOF MS 7§ 3# B - (
WA+ 2 115207 Da; FERIEAFE 1 1521.7Da )
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