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Abstract; The research progress of curcumin stimulates mutant
CFTR chloride channel since 2004 is summarizes in this review, and
the process from discovery to refutation, from resistance to recogni-
tion of this theory are also discussed. Scientists prove that curcumin
is a natural molecular activator of CFTR chloride channel, and plays
an important role in the treatment of cystic {ibrosis and the drug de-
velopment, according the investigation of the experiment methods,
mechanisms and pharmacokinetics. This review reveals the potential
problems such as safe dose, and aims to provide references for cystic
fibrosis drug research and development.

Keywords: CFTR; Curcumin; AF508-CFTR; G551D-CFTR; Acti-

vator

ELTBR: T M A HFTIT“+=ZH"B%HEARTHE (45 5.
JJKH20180795K]) ; ¥ AR KA L sh Wi A (4 5 3
I 2016013 50 PU ST BHE & BRI T H (4 5.
2016056)

VEE B A 2880 . £, 35 BRI 4 PRI A

BIEIEE AR (1964 A HAARIBTE K #  L .
E-mail: 14314880@qq.com

Y75 B #9:2018-07-06

1 EWEHEYH CFTR
L1 Z=#HE®AN

229 % [1, 7-bis (4-hydroxy-3-methoxyphenyl)-1, 6-hep-
tadiene-3, 5-dione | j& M\ AE ) 3% # (Curcuma longa L.) [
P, LEET TAREE, T 13 a2 mi AslA
WU 5 AR B 0 P £ AR R . S AT TR 1208 4E
Uy [ w0 B 0 30 00 T B B A 32 8, T 32 TR R [ AL e
24 L S BV RE 1 B0 R B R BT AR 24 0 v o AR A R R
WAER T A FAE T3, CPEZTH2010 AR d . 22 2
. AMLFS . B AT GBE . R E kG
I IS T R TE XGRSO TIE i JE T B IE

B 1815 AE BRI R X EEEN AR - ERZ
DE H . Aot 22 8 R il 52 AR &, de i vk 12 g/ dL A i
PEA RO TS S5 R PR T . 25 2 3R 0 100 IR A 4 ) B AR
FERI K — WU B I E R K 2 HE PR
ST, Y E AW MR K ED T R ET T
AR T R T L B O I R R R e 22 T
PEVAE 2 F 2 B L A S BRBEIL Ol “ The yellow mag-
i R AL L 1.
1.2 CFTR REZRTF

FE Mk £ 4 b 85 K 5% 32 98 9 B 7 (cystic fibrosis trans-
membrane conductance regulator, CFTR) J& — Fl & {5 T 23 W

HO O O OH
CH,0 ~ AN OCH,
0 0

Bl ZFZFOHFEH
Figure 1 Chemical structure of curcumin
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Figure 2 Curcumin, Calcium, and Cystic Fibrosis
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