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RO IR A LeJaE, 1 RN S sk b (L
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1% DA RO G IR HL 6 T4 e 0 33 3 2 1) G A
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JECCRS 5 MR AR C A & 4 DX 7 Figp 12045 & 1) 3=
T, AEANHAE 5 1 5 FIHTV-190 # & e b il 5
FEAERP, jfiMaraviroc il 15— AR F AL )
HICCRS 5 a4k K -1 Flgp1 2011 45 755431, {5 & X Fp
PR 5 LR — B RE B A i W] . CCRS
2l Ky 7R, Maraviroez 1 52 74 5 R R JiE X N 3, 5
CCRS N K AhLoop X 6 A1 H.4E I, He 45 4547
AU NAT 2 A AL TR 7 Figp 12011 32 B2 45 &
MO E S, X IR B IX TN 259 5 1 11
ARG HUEIPE AL T HE . b Ak, CCRSZ: FAIE B,
Maraviroc/F by —Fl [ 7] 2l 71, 7] ¥ CCRS ) #4 %
R 7E — PR TR A . BRI, IX R 254 23 1 i
Tk o ) 2 P AL A RSO B ) H ),
A CCRS 1) 14 G, A 3L Ak T — FIHIVIR 85 JF U
AR A, AT BELIT 9 25 55 CCRS I 45 &, {1599 85 0
UG ARG . A EL 2 T, CXCRAZE # HF [f ]
] 4» FITILRICVX155 CXCRA i 4hLoop[X. % %

B Extracellular view

ECL3

C Intracellular view

CCRSHFFLL (AR, CXCRAM B (2327, Maraviroc H ¢ (A BEFR IR, ITIUH FE R Ax DAL B: 4140 X SRR L 1L C: 40 i P DX Jsl A R

K.

CCRS5 is shown in magenta, and CXCR4 is in yellow. The ligands are shown in stick representation. Maraviroc in CCR5 and IT1t in CXCR4 have green

and white carbons, respectively. A: side view; B: top view of extracellular side; C: bottom view of intracellular side.
Ell CXCR45CCRSZMEELE
Fig.1 Structure comparison between CXCR4 and CCRS
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