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IARIRIZE R ARSI S ) 2% BEIREHE T R Wih:

H SRR 73 AT ORI B 1 5 Rk A BN R GE 8 4
F&[E BIO-RAD 22 w7 il s e RO (35 A3y 26 [
Waters A & 7= its a4 i A (FACS Calibur) 4 3
Becton Dickinson '~ #fi; Typton. Yeast Extract
) H OXOID 24 #); IPTG. X-gal. OPD. #: /& [/Y
INZE e BSA I | Genview 22wl JB G W43 1 1
2<% DB Difco 4 7]; NaN;l [ Sigma A r]; K
B TG 1. W B ki pCANTABS A1l By W 14 4
M13K07 ) H Amersham 2 7] ; HRP/Anti-M13
Monoclonal Conjugate % [ 3¢ [H GE Healthcare 24
7 ; HUMAN MIP-1B ¥ H 52 [& Peportech 2 ] ;
VvMIP i) H % [E R&D System; Transwell #41k %% %
) 1 5% 8 Corning /A 7] ;5 Fluo-3(AM) 1 H 3£
Biotium 22 w;  HABRKFIE A =7t 2l
1.2 7%
1.2.1  EWME R s e E S AR B
> (NCBI) #2 fit DNA J¥ 41 £ #% F GenBank (http:/
www.ncbi.nlm.nih.gov/GenBank/index.html)_I 77 $% 3
N KB 40 o g 2 [ B Ar iRk AD169 1) US28 56 %%
B4, A TMHMM (http://www.cbs.dtu.dk/
servicess TMHMMY/).  DAS (http://www.sbc.su.se/ ~
miklos/DAS/). TopPRED (http://mobyle.pasteur.fr/cgi-
bin/MobylePortal/portal.py?form =toppred) %% 77 1% K
AT HCMV US28 BSR4k . da HIms ik
FAELPURNERR B(AD T BioEdit 2 L&
DNAstar J/F3E1T US28 45 S B 1T, 2545
DL T i3 8t , kP US28 1 N Ui 14~ 35 ({23t
I8 J> 1| (Phe-Asp-Tyr-Asp-Glu-Asp-Ala-Thr-Pro-Cys-
Val-Phe-Thr-Asp-Val-Leu-Asn-GIn-Ser-Lys-Pro-Val)
TE Hbs B IR, R B 2 ik 44 4 H22.
122 ZIRIG . g 580, K Fmoc-
AL 8, H HPLC 4liAk 22 Ik IF 23R4T v 250 S AH £
W, AR H 0 2 IR TR A 20 i R H22
HRTBET 50% M EES, 4% 20 pl EAEE] Kromasil
CI8 HWN, ZMEUEME, 220 nm 3 KAS I H22 14k
JE, WT B AK T, ABI2000 ESI-LC-MS
HEAT JF i 43 #r . LA FluoReporter Biotin-XX Protein
Labeling Kit “E %) % (Invitrogen 2 A ) 45 ic 2 JIk .
HPLC f# fl XB-C18 AR 4L .
1.2.3  BgEEEAA AR A

PR A S O E IR R TV, B 2%
BR[12]3% B H br Fe 20 kg 1 IR, 5 v 1 i

a. FEHL DNA FBt. PCR 5|#)AM 751 41K
G54tk HRYE GenBank A C 25, CC 2%,
CXC M CX,C b A -3 25 Bt PR 4K
F5, H Premier5.0 Beit 514, & g NJEPEE{L
A7) DNA H Bt PCR 5N 514, [N &
BT 14 12 BRBEHL DNA F B 57 5 A 37 i
PCR #4519 e 514, LA E& R Be4: PAGE
%5 I T B R 4lifk.

b. HEAL: BEHL DNA F B ) PCR ¥ B3 47
5 MEFR, 95°C 2.5 min, 42°C 4 min, 72°C 4.4 min.
P3G 7= Y4 PAGE A6 5 KIRE Sfi 1+ Not 1 ¥4
b, eI U B 7= 5 pCANTABSE #4434 #2
HL AL K2 2808 A TGL, M TS H AN 5%
. HIAIPET 2xYT 40 B [ AR IR IE(2xYTAG)
b, 30C KR, BEALBRIE 12 ook, $RIE
kL, Sfi 1/Not I XUEEY), Rl b2, &4
W 18 & M13KO07 &g, 30C #R i, sk b
M, LA N 3%-PEG M 4%-NaCl ¥t H W # 14 ,
PBS & 7 Wk B AR DUUE , B R W B A 2 1 I
25 Bl NHaLk N 75 s 12 BEZE, KRk E A 4ok
R. Ch-12.

1.2.4 R. Ch-12 W& {4 Ik 0k .

a. LLH22 ZCHHESr 1, H PLAS ¥EIEAT =
Bk LIBESEMZ 100 wl/ fL4C it s,
B, 4CHCE 2 h, AP 1 wg Biotin-H22 5
W BT K ZE2x 10" pfu) E LI E 1hy B 45K
Ji H 0.1%TBST Peti 6 ¥k, A ik H22 5 kA
AW, =i 1h; A Biotin ¥ & 5 min, ¥k
N H 2R - SRR ve & i, =3 10 min, H
1 mol/L TriS-HCI H ORI . B 1 wl &4 F
TN E, LR . ditk. A it
i, PR RS> T Biotin-H22 6 & (0.1 pg M
0.01 pg), VEECH 0.5% TBST. 2 =4k /it
T B R R

b. W B PRI . BRI ER2738 /N B VK
R g2 BRI E K I (A 00=0.5~ 1.0), 1 LB 5780
Ve (RY B LA 107 102, 107 2 11
PL 105, 10, 10-°)Fi ke, HX 10 pl B in 21
200 wl ER2738 B, =& S S ming SR 54T
TR W BEAACRE JE (pfu/ml) =M B K< 1 05 i B4 4.

c. WERAY M H2lith: HL 50~ 100 pl ZE—%
PR PN 20 ml LB(F7 1@ 100 FFe i) ER2738
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M FEFEH T, T 37°C 250 r/min PROE BRI R 7R
4~5h, EEENELET. & 4KBELAT,
10 000 r/min, 15 min,  _[iF, 2 min)4ifh, B
R BRI, TRk,

d. WETEARBEA G4 LB JigRbkdk 1.
100 LL A A B £502E K I ER2738, 2 ml/ 45 73 2%
FRRE A, BEALHRIE S 507 BEAR ) (s g B
FERDBIBM, 37°C PUERBIMIE TR 4~5h. HBAE
OV, B0 2 R(4°C 8 000 r/min, 15 min) fE HX I
s BB RD B3, T-20°C fRAF.

e. MEBE AR TR HBE DNA (93 E: B 500 pl
Wik TR A R 9%, VA1 T 200 wl PEG/NaCl , =
i, 10 min, &0 2 X(@4°C 10 000 r/min, 15 min)
22 B3 N 100 wl S 1 S i 78 3 s DUVE
TR 250 Wl To/K 28, =%, 10 ming BSOA53T
Vs OREDEV, EAE, BT 30 wl TE it
HIJK %58 DNA 45717 97 T-20C, HIT-IlF.
1.2.5 WREEA TR S E.

a. WRTRR SO RE S H22 2 R4 & S5, H22
(25 mg/L)F1 0.1 mol/L Tris-HCI(pH 8.8)%% 50 wl/ L2
PEBEARIR, 10% /B0 5 93t P, K B A4 e (50l £L)
Syl o\ H22 AL 8% 5 A6 4% Tris-HCL (1 L,
37°C 1h, M HRP- $i M13 84, 37°C 1h, OPD
EIL@’ 2 mol/L H,SO, ggﬂ_}iﬁr’ {)rlﬂ A 490-

b. JiEE H22 ZIKFHETSLE. BESRFI#(5 mg/L)
DA 50 wl/ FLELHE,  10% T 93t 15 I\ Bio-H22
(10 mg/L) 37°C 1h, [A]IH A FIW B RS H22
No.5 WE B AASEARBUR A 37C M F 30 min. K Lik
REPMASL 37CAEH Th, 0 HRP- $it M13 H.
U, OPD B, 2 mol/L H,SO, ZK 1N, I A .

¢. HUMAN MIP-1R S54+IHI525. 5 me/L 3%
FIZE 50 w/ FLELAERE AR, & M5 A Bio-H22
(10 mg/L) 37C #¥E 1 h, MIASEART No.5 v & Al
AL MIP-18, 37CHEHE 1 h 57 HRP-
Pt M13 #.41, OPD {7, 2 mol/L H,S0, 111
[

d. DNA W7 R 5B 741, AT fh IR B
w5 ik AL ) I Invitrogen 2 &) I, AR $E DNA
FPHIHE R BT ).

1.2.6 BV IE A

a. S B I BN #% 48 L (peripheral blood
mononuclear cells, PBMCs)[1] 73 B 2lifk.. ZH Ficoll
PR 04 B0, SRARH BE IR T 2520 U/ml)

PUREIAL 5 ml, JH2G4AF PBS #ikt, ZERil T &%
AR LA 23 B R T, 400 g 2540 20 min,
W UK A 2, FH Tris-NHLCl ¥ AR5 A7 21 40 i,
FHH PBS BE¥& 2 k. RT3 308 4 414 1) PBMCs.
F 1640 58 4= 15 97 2L U8 2 41 U 50 R 2x10° 4> /ml
%H.

b. RSN EIEE BT, 24 FL(0.5 um L)
Transwell #f/N%, T2 LL 600 pl AN[F]HK B2 H22
HALYE, hMIP-18(10 pg/L) K BH LN, 1640
B FRE AR, BN 100wl 40 A 8 vt
irth. 2h JEECE BE, R R 2 96
FLtt, MTT AR K 570 nm, &%
B 630 nm, W S FLEGSE A, Hd Nt
St es. BRI A EIE BITEA
A fH %M.

c. LI HIVE R SEE:. 24 L Transwell A2 T

% LA hMIP-18(10 pg/L) 600 wl Aafbsi, L=
TN 100 wl ZAN[FIR E H22 5; vMIP FilAb#E(4°C ,
30 min) (40 0B, vMIP R BHYE XS R, 1640 B
FEHE A BT, TR B iR AT AR A /A e
B, F4e P AT B, S Re=(1-5E
B2 A EIEC BIPELL A (HIYE0)%100%.
127 AN EFIRFERE. K PHA(S mg/L)N
NIRRT, 37C, 5% CO, FE5 9% 24 h, 1508
SN hMIP-1@ B8 H22, 4°C 4P 30 min,
A Fluo-3(6 mmol/ml)#4l, =L Y% & 30 min
J5 FH PBS WEd, ok EARR A, WoRBEK
488 nm, Y%K 530 nm, EFEEFES KD 10 000
AN, FREEHE F CELL Quest 73 By 45 JL09,

2 & R

2.1 ZHRKEBE AL E AN

2.1.1 H22 il Biotin-H22 (1] [ AH & B AN 4l 5 A0
I Fmoc- [ AH A5 2 B A B T 2RUE T US28 1)
Z Ik H22, H A & 64T 5 4% 92 Biotin.  F
HPLC #F— P kil & B ¥ 22 ik H22 Fi1 Biotin-H22 [
ali [ 7359k 93.618%H1 84.753%, R4 B 44k )5 1
2 JIK T IA B0 R4 T 75 126 W5k TRT AR DA B 75 TR A

2.1.2  ZIREG IUER MR 2o Tk 6
Z JIKF Biotin Arid A B KA M T4, Rl EfiE 4y
Sl 55 S Y R (AR, UE B A 0 £ Ik H22 AN
Biotin-H22 Z ik TLiR( 1, 2).
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Fig. 2 Mass-spectrum analysis of Biotin-H22 peptide

2.2 BREETRIE

2.2.1 R. Ch-12 WRRAAIREE M %08 EE Y i
)G, BOREHEAT PHcv 2, 25 R E A 2.4x10°
A Ras e bE, B REHLIKEE I R 5 2.4x10°.
JE GG KRS 38 5 PR AT P AR BOR 1.6x108, BT
A BRI 1) 25k M R AN A T 2 P K

2.2.2 R, Ch-12 BETEARJKZE R BEME . 75 LB K
TR HEAT 10 £5 R AW B ARG RS, ke
P IR AR RE IR B3GR 103~ 107" Ry 1
TAEVEIR h 1071~ 1074, FLAT W5 (0 4 B A4S 52
5 P s SRR R AR ] 3 2R LB/IPTG/Xgal
A T35 R o 25 3%

@)

(b) ©

Fig. 3 Titering of phage of 10-fold serial dilutions
(a), (b), (c) corresponding to 107!, 102 10~ of dilution consistency.

2.2.3 ViFE H22 ZIRTREIAEE(PL4S 7). LL PL4S
EIIEIREE, e ARk, B FEIC Bio-H22 2
N, Wik Jy. LD HUMAN MIP-18 h%F 5+
PEBCHE, TE4rvb i 4 & H22 22 JIk 11 e 1 4 e e
P STVN SN ST eI € Ve SR IC B

Table 1 Affinity panning of phage library
by using free peptide H22 as target

Round of
. . Input phage (pfu)  Output phage (pfu)  Yield
biopanning
1 2x10" 0.8x10° 4x107
2 Ix10" 1x10° 1x10¢
3 Ix10" 0.9x10’ 9x107

2.2.4  VEREAHEE DNA kS e, BHIEWS #iAZ
i, aifb JEE R BE DNA,  1%50 it ik
ST AT WL DNA A BUEEA 3, H 4k b T [R—7K
e, KNSREBE R DNA K/N—30,  BfUE b W5 44
H4E DNA(A 4, 5).
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Fig. 4 Electrophoresis of No.l ~ 10 phage
single-stranded DNA
M: 250 bp DNA ladder marker; 7 ~ 10: ssDNA of No./ ~ J0 phage

clone.

bp M 11121314 1516171819202122 23 24 25 26 2728 29 30
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Fig. 5 Electrophoresis of No.11~ 30 phage
single-stranded DNA
M: 250 bp DNA ladder marker; 77~ 30: ssDNA of No.// ~ 30 phage

clone.

2.3 FHMER{RTERNEE

231 WRpAsERE S H22 Z k4G, A ELISA
TIER B R T i BEATLP E 1) 30 AN B 4k e [
HEAT %58, DU Wit g AR ve 3 5 H22 [ ek &5
A, SEU R BESTAY Tris A0 4% (0T 47 6 B, DAHERR
e PR e pE. &SRB, A 18wkl
H22 HATRmas o, ABHIMETRE. BHTE% R 60%,
UEHASR R 1 /7 P AT

232 WEREATTRERE SIS . e AR R
SilE A HCMV US28 Nu &5 517581, FliEE H22 £
JE BEL BT IS 4 6 T 4K 0 [ No.5 5 15 1) H22 &5 45
ERWoR(E 6), H22 ATHESMEIH] No.5 5 b5 [
SEAE N RS A (T8 SISt HEAS REF Sl W3 11 4 5 e 5
N k&G, B R R A, Bl g ReEoR
No.5 TR0 et 44 N K41

2.3.3 HCMV US28 N i BqL A7 (1 %552 . 75 CiE B
No.5 Wi B 7Rt & 7= ¥ 1 24 US28 N uiii 45 A 17 41 )i
A 2 BAIE 12 T AR 2R 0K 32K Human MIP-18
BERLAL, I HUMAN MIP-18 #0 #] No.5 3 & &5

H22 Z k4 & . 4 R B x (B 7))k % HUMAN
MIP-103 WFEFEAG, HAMBR WL, 3278 No.5 7e
B L) 41 AR Human MIP-18 247

100

S
(=)

Inhibition ratio/%
N 0
o O

Ne]
S O

10 20 30 40 50
p(H22)/(mg-L"")
Fig. 6 Blocking of the binding between No.5 phage

and Bio-H22 by free peptide H22
@ : Observed; — : Logarithmic.
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Fig. 7 Competitive inhibition of the binding between
No.5 phage and peptide Bio-H22 by MIP-1(3
A : Observed; —: Logarithmic.

2.4 DNA NFHESRERFT

A5 T 125 N36 JHAH 28 SR 2 6 2L 10 ANBH P 7
BEEAT DNA Wy, #ESHEIEmR)ITH, 4R M 5
{57 41 LNAHCAL(# 2), Hb 8 N iafs#i ik
LNAHCAL /351 (/5 80%), #2715 A fgA% 81 Human
MIP-18 15 US28 N i ()45 &4z, M5 & 2 Ik
H22 454

Table 2 Amino acid sequences deduced from

the DNA sequences

Number of hydrophobic

Phage clone Amino acid sequence .
residues(L, W, V,Y)

1 GSESLNAHCALW 3

2 EIDGFNAHCALL 2

3,9 VIARLNAHCALR 3

4 ATECLNAHCALW 3
57,10 VIESLNAHCALW 4
8 DNGSINAHCALL 2

16 VKKTLNAHCALR 3
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2.5 HEYFEMSH M4, 0.1~1 000 png/L ) H22 &4k AE A W3,
2.51 20Kk H22 ARAMEER RN M T IEW XS ZERLGiEE (P> 0.05, %3, K 8).

Table 3 The result of peripheral blood mononuclear cells migration caused by H22

Control p(hMIP-18)/(ugL™) p(H22)/(ug*L™)
Groups
- 10 0.1 1 10 100 1000
As/Aen 0.217 + 0.081 0.883 + 0.069 0.319 + 0.095" 0.438 + 0.096" 0.376 + 0.071"  0.284 + 0.094" 0.35 + 0.062"
Chemotaxis index - 4.08 1.47 2.01 1.73 1.31 1.64

Compared with control group, P> 0.05.

S PBMCs BLIER AT, JF VTR H8U,

1.0} N
ool i ECs 4 30.9 pg/L(P<0.01, %4, K9).
% 0.8
207t
£ 04} 52?
S 60
S 03¢ é sol
02} =
0.1} £ 407
0 g 30
Control hMIP-13 0.1 1 10 100 1000 =20}
p(H22)/ (gL 107
0 L L L L 1
Fig. 8 The migration effects of peptide H22 shows ! 2 3 4 3
H22)/(pgL"
on peripheral blood mononuclear cells pH22)(ug L")

Fig. 9 The inhibition effects of peripheral blood

2,52 XAEEMEEAE B IEIER. 2k mononuclear cells migration
H22 7 0.1~ 1 000 pg/L ¥ 8 ) i B {2 4] hMIP-18

Table 4 The result of peptide inhibitor effecting on cell migration caused by hMIP-13

Control p(VMIP)/(ugeL™) p(H22)/(ug*L™)
Groups
- 10 0.1 1 10 100 1000
As/Aeo 0.889 + 0.084 0.215 + 0.037 0.821 + 0.088 0.649 + 0.146" 0.459 + 0.062" 0.320 + 0.075" 0.270 + 0.082"
Inhibition Ratio(%) - - 7.64 27.30 49.40 63.30 71.30

Compared with control group, ‘P < 0.05.

Table 5 Fluorescence of calcium caused

2.6 ZBkH22 WEEFIESIBRENM

by peptide H22 and chemokine
AR T IR0 B4, H22 REHH T 5 40 i 455

Groups Fluorescence

BTIRIERITF (P < 0.01), [FIIF,  ARN; T BH R Control 861 + 70.61
A1, H22 FUALBEAN f ] A hMIP-18 5 5 (145 1 1 hMIP-1B(10 /L) 11208 + 47.25"
i&ﬁﬁﬁﬁ?ﬁ%@<0.01, %5’ g] 10, 11)' H22 (100 pg/L) 1271 + 80.41"
H22 Handled 950 + 87.32%

Compared with control group, "P < 0.01; Compared with positive

group, ?P < 0.05.
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1600+
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1000+
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Intracelluar Ca* fluorescence intensity

Control  hMIP-13 H22 H22+hMIP-1
Groups

Fig. 10 The influence of H22 effecting
on intracellular calcium

090715-control 090715-inhibitor

Count

10 10° 10* 10°
FITC-H

102 10° 10* 10°
FITC-H

Count

090715-chemokine 0907 15-chemokine+inhibitor

Count

102 10° 10* 10°
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102 10° 10* 10°
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Fig. 11 Flow cytometric analysis shows the peak value

of calcium fluorescence

3 it it

i DRI RRAT T2, ZE LN 1 L
HRARMBAE RS, DAL 124k
RAEARR RN, Tt A7 5 FE 2 AR AR IR 4 2 R
HORBEIN 20, ARSI A, SRR T 15 R
Jig LI AR Sy e A0 BT KA I TS24
(¥ B APIAAES HRURE (1 SOk o 28, O AR K S A5
S ER OB 1 SIS AR E T AN 4k
RAFERA SRR L. MR, BT 2N
S (SRR D, T E 2R R T e A 1)
I LA, AR At 7 ML AR 45 5 1)

H— R TS SRR . B2, 18
YPIRE KL DT IR, ) LSRG R R A
Z A N sinA BAE AT, BB KEM, M
Tk 2955 1% H 1.

BT Z IS AT R T A5 B2 7
W, T REHLG BGEIE B L BRI AR
FE3R#3 HCMV [E BrbriERk AD169 [¥] US28 58 48
FERITHNZ )G, TATTTHFEX US28 HEAT 5 ik 45 14 1k
(RPN, AT R4S ISR 1) N 3741 BT TR
FIMELLGE &, DRIk U B 6 e I RTAE S 2

SRR 0 HE 2 1R TE 55 T7 VR SR 6] e 45 R AT T

. TMHMM. DAS. TopPRED LA /& PHDhtm #1
PHDtopolopy 55 14 JIs W i Tl 24 #0842 3 i 20 A K 75
HI4e vt & sl N\ T4 28 X 2% (artificial neural networks,
ANN)HRZ B AR 5 R e . 30 s A L IR )
i TR 7 SR TIUIN A 13 0 PR 5 5 5 g =21, PR kg g
1% T TMHMM. DAS A1 TopPRED 3k 3t [7] 7
M. T34k, X US28 N i 45 G AU BEAT P, ]
b5 s 2 R SR 4 N N S X T NS SR d RS R IW R
eI A4 & H Kolaskar and Tongaonkar Jy 74 i3E
AT M, BT T PR 2 120 S R i A 4y
M IF Hal i — > 250 B 4 T 50 15 201
PR R S IR EAE ) >R PO R 1 B P iR R A
BioEdit #f4: LA Kyte & Doolittle Mean Hydrophobicity
Profile J7 V2 /&t i R A1 11 Sk P00 22 JIK (1) 56 7K
PEFIGE A PERR S, — SR AR S 8 3 T M s
. H JA . A ) DNAstar # {4 DL Antigenicity-
Jameson Wolf J7¥2:%F US28 J7 51| 34T Js P =,
Jameson H1 Wolf A4 7T Al 2R, @7 T P st v 1l
M4y Ai=30.3(Hi)+0.15(Si)+0.15(Fi)+0.2 (cFi)=
0.2(RGi), AifH = RIPUEAL snT RePE .

NAZ AR S, el e, AR
L, H HUMAN MIP-1@ #li14> 7, E& T il
LBV, MR RS RIS E 60% L F, Bk
AR TBER 1%L, HERTReAT W R RE: a. i
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Biological Functions, Screen and Identify Research on Chemokine
Receptor Antagonist Encoded by US28 of Human Cytomegalovirus*

LI Lu™, HE Tao™, MO Xue-Mei, LI Xiu-Ying, ZHANG Guang, SUN Han-Xiao"™"
(Institute of Genomic Medicine, College of Pharmacy, Jinan University, Guangzhou 510632, China)

Abstract Based on a large spectrum of US28, planning to find out new antagon. Membrane spanning domain and
epitopes were used to predict a binding mimotope that US28 bound with CC chemokines, the result of which were
used to design and synthesize the peptide. The 12 peptide phage library was built sourcing from 25 different
chemokines random phages including four families. The binding mimotope of synthesized peptide was screened by
phage display technique, and assessed by ELISA assay. PL+S method was used to screen the 12 phage library with
the target as biotinylated soluble form peptide H22. Biological activity of H22 were measured with cellular
chemotaxis assays and calcium mobilization. Amino acid sequences of the displayed peptides in 10 phage clones
were deduced from DNA sequences. They are GSESLNAHCALW, EIDGFNAHCALL, VIARLNAHCALR,
ATECLNAHCALW, VIESLNAHCALW, DNGSINAHCALL and VKKTLNAHCALR. Every peptide sequence
contains at least 2 hydrophobic residues. Fight of the 10 clones have a conservative sequence LNAHCAL.
Chemotaxis assays showed that H22 induced migration of peripheral blood mononuclear, and H22 suppressed
PBMCs' migration induced by hMIP-13 and EC5=30.9 wg/L. H22 itself was not remarkably associated with the
normal, rapid mobilization of calcium from intracellular stores. Instead, it blocked calcium mobilization induced
by endogenous chemokines. It proves that using chemokine sequence of human source to build a peptide library
and screen effective sequence is available. The conservative sequence could simulate the binding mimotope of
Human MIP-1B interacting with HCMV US28 N-terminus to bind with synthesized peptide H22. The study has
demonstrated that peptide H22 cannot stop the biological function of hMIP-18 and block the signal transduction
from hMIP-1B by the way of calcium pathway, but itself did not affect cells activity.
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