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HETF PKC BERIFEIEH P2X3 S EXERHHRHE"

WMIRIR, HIE, MR, Hake, AR
(AT BE 25 50 — IR R R 2B, #ivL Bl 310053)

B PRI R L f e WSR2 — AR T R BT N S 4 . AR SRS T H AT P2X3 S2 AT
PKC il BETEPIR LA T BIBIESE , P rE s Fa SR e i
KA P2X3 2k PN /NIRRT K L

FESES: R285.6 XERPRERAD: A

VIR 2 UL B AR LS IR R R R
KIiilE 4t . Hoil R 273057 k2 57 30 & 1 25%) . H
RIZ I, RS2 P2X3 SZ A Ry e Bt Hh 33k Iz 4
FEAE B /N R M 275 (dorsal root ganglia,
DRG)#ZT0 11, 25 Z i 289 B 2 #22); PKC
(A 235 | RS B BN A e R B, PKC 0 57 R 11
il K B U N 59, BRI P2X3 A2 AR 351 A AL
PKC 3V 75358 38 1 910 o) 590 8 328 5 Bk — o B3 7
T3 BT, P2X3 Z R AT PKC i85 AN
SR AR ST AT 1) 22— A SCHE PKC X
P2X3 ZARAEPIR Th IR A R AT LRk, DAk
Il R _EIGSTIm 25 iR R B2 2% |
1 P2X3 =k

P2X AR AR e B A ] B BH S @ T,
A P2X1-7 7 FilE AL, Horfr P2X3 SZARTE SR 5 15 4%
Hh kS J A I,
1.1 P2X3 ik kik

P2X3 ZAR F B A TIRGE M 200 . A A% Al
—BSE IR A 2T, LA NELRR T AR 2,
TEAMAZ EIEW R Rk, BATERM LTSI
LR Y I3k, P2X3 2R BRI G Rk T4
FIEAZ AR AT R BIE R B SR A TR )
BLAZAR

Xu GY 4 NPHIEWITEME IR ph 2895 728 77 1 1) 42

XEHS: 1000-2723(2015)03-0092-04

PR FRPESIR T, P2X3 2R T B EH . F9E &
i, P2X3 SZARTEHLIAR IR T i 2 235 T DRG 4
DI N v e e L v B ) S A LR W R L 2o
= X F 4T (Trigeminal ganglion ) F1 45 R #ft 28517
TERH P2X3 22 (406 25 Fh 0 T 1 — DI A5 5 o0
J, ALFE SV S AR Y 2 5
1.2 P2X3 AR AB T a9 1E A

ZMZ RS 5N SE S, B W 2
T, R M2 -5 T 1R M HAZ AR, P W5t
S0 S AZ IR P2X F G H i s B 5 S 1%
S RIS Z AR, OB K IR P2X3 2 RN S
PIRR 51, T E A g Te et e, 5 R A 3 B b 22
TG 28 BRI U2 e T SR L P2X3 A2 AR
f e PEE HD 2 5 A ATP(—Fh B2 (IR (5 5
Rk AR ZE 500 e ATP 4035 J5 7] FLiF Nat (K
Ca*B it . W5 R IALI BT i ATP L Fl
2 OB, S FH T 166 A0 40 A 5 8RB b 25T 1Y
IS SZ RS04 ATP 55 % P2X3 SZAR AL, 3 H.
ML JEAE T A5 B BT 2, R B 22
W, P2X3 Z A% ATP 8 H3% 807 o, B—methy—
lene ATP(a,B-meATP )ig & I , 7= A Jii B 94 0
R AT A28 X 25 AGIEBAFE 48 Pk i e 40 ok
B 25 1 DRG #hZeotH, P2X3 Z KA T 1Y ATP
HL AL 3 AR 1314341
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5531 BIRIRAE KL T PKC 3l BRI P2X3 2 ARTE IR h AT 5T gk
2 PKC PES R 2 IIHE AL, X STRATH /T & BLAY A

HH HP4EE C(protein kinase C,PKC )& Ca>#KHi#i
PERY G 8 FURERZ AR R GE P 980N ), AR 5T A Hy
F—FREELH BN Z2 D) Re 22 2R M 2R M . PKC
IR AEAE TSR IS b, B0 5 A I 45 6 Y T
2.1 PKC E&#

FIHAT Y I, E#5E 10 Ff PKC T3, 700 A
B.C 3 41, A dFR MR s /%45 ) PKC(conventional
PKC,cPKCs) , £ 4 o BI.B I Fl vy W2 B 2H My
#1 PKC(novel PKC,nPKCs), f145 8§ .& . m(L)F1 6 iF
25, C 41}y AR LAY PKC (atypical PKC,aPKCs), /1 ¢
N TSR, PKC VR 2RI JE Ca MY
I 8 o AR DAG (diacylglycerol ) 2 [F] 4 F (1
[F] Tkl
2.2 PKC #9342 5%

PKC 507 : PKC FEEAAE T M, 4
Z RS , PKC LA Ca? {Ks i I XML rh RS fir
FI AR |

PKC A : PKC AT P T55 2 7 AR
MIAEAE, S C AYITE 5 2 DAG fA7E R [F] I
Ca™ e BE . 24 DAG FE RS BRI, BT 1
T AR T C B4 A BB I SRS 7E Cax I
PR WS .« BF9E K B DAG #5145 7] LU S 2L PKC (1
BERRAL, 7Em MRS T DAG & it —Hit
PKC & {551,

2.3 PKC 758 4945 A

T EoE & B PKC 74N R G i 2
YEFT, e PR /N BR A PKC sl 79 o
BB ATAF R IR PKC S50 R &) [l # 2
J#% ZZ (Diabetic Peripheral Neuropathy, DPN) % 1] #H
K, g, PKC S BEREARRE PR /N R
i, 5 DPN 1R E B g B, ShJE AL 5
PKC 1 50 J5 9 o0 i SO s e B8, 5 4h
Cameron NE & A M=% 30 /N5 2 4 PKC 1) il 550 &+
IE TWE PRI K BT B 2845 S 3 (nerve con-
duction velocity, NCV ).

SR, DAG Hl PKC 71 28955 722 1 A L 475 AN
WIEA . B4, DAG TEME bR sh ) h I F R TS el w22
TS 2 R 30 A 50 mM R A 4 B b ks
I 1Y Hh JE A 2 e A i vh B R AL 1Y PKC il 21,
WA K BAE AR EE S PKC 4657058 2> PKC 7%

fiHOAZ,AMJO

3 P2X3FMEN S PKC BIRERBLIHNAT
HL

3.1 P2X3 & AkA~F 69 PKC 38 38 21 0 £ A b
#4383 AL

MRS P2X AZ A4 (1) AL AL 2 9 P IR v o I
I AHILTR 2 — 04, R APEA B AT DL 0 PKC, 97K
P2X3 SZ AR ABERT HL 9, 5 i v A A, A
HHEE AOH DRG #2808 PKC 81/ 38 13
fifk P2X3 SZ RN 22 2 R o A B O TR 45 9
VAT P2X3 SZ Ry PEES2 | Bl ok — SRl B R ok
[#:% 5 P2X3 SRR i,

Wang C %5 N9k BLRTSI IR R 2(PGE2) 1 T 1)
RIERI R DRG M40 P2X3 SZ KA T ATP £
TLARRN BN, 1 PGE2 mlil i PKCe(P2X3 214 W]
M 32 R ) P BH 1E ATP HL A3, Of Hatk— %
PR E) PN 2185 28 T8 ARAE SO H ol o 1 Ak PGE2 WG
PKC K A5 538 i, NItk PKC 1 P2X3 2 iRk
Tl T AN CE B ME, 0T AR TR T A E
2R FH A 0

Wang S %N B RIMEH PAR-2 #ahFl 5,
P2X3 A2 A4 DL 2 oy 81 L 5, WA L 3 34 5,
FEIRI L AE ) PKC 750 00 ) 1 5k b s
N o 5UCAHRT , PKC BRIl T PAR-2 /- Rk
[ P2X3 2Z AR FL 3 (3G 5 AE F  IESC PKC 3 3
fgfk PAR-2 3855 T P2X3 ZARAYFE A,

3.2 P2X3 AR5 49 PKC i 34 12 12 M AP 2 55 72
£ oA AL

PKC #IE S 25 | AL ph 20 BRI, 1 P2X3 32
PAJE—XF PKC i 3 AUsR i) e AR T O,

Wang S % A B LB PKC fEMS5R DRG #MZ00
P2X3 SZAKINRE, {EiE P2X3 3244 WA I J5 v i Ji
B WA R AR Y 22805, PKC sl PMA 1]
B P2X3 SZAA A 5k s L A2 i FH PKC 0 41 741
F e S A B 0] 52 4 BELIKT P2X3 3244 B i/ FHE.

Mo G % NP1 B PKC il 77) 52 00 1 25 ol 6
EH CRRKT o, B-meATP S50 Nat il 85 1% 7,
AR DRG M0 i RO s FEAIK p-PKC ZKF 35
55 P2X3 2R T DRG A& e HL i , PE T
il DNP K BRI R 9, LI I, PKC RETHE
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Advances in Studies on Chemical Constituents of Ziziphus jujuba

LIU Shijun'??, TANG Zhishu"**, CUI Chunli***, LIU Hongbo"?*?,
LIANG Yanni'*?, ZHANG Yu'?*?*, WANG Mei**
(1. Shaanxi University of Chinese Medicine/Shaanxi Collaborative Innovation Center of Chinese Medicinal Resource Industrialization,
Xianyang 712083, China;
2. Shaanxi Province Key Laboratory of New Drugs and Chinese Medicine Foundation research, Xianyang 712083, China;
3. Shaanxi Rheumatism and Tumor Center of TCM Engineering Technology Research, Xianyang 712083, China;
4. The Affiliated Hospital of Shaanxi University of Chinese Medicine, Xianyang 712046, China)

ABSTRACT: Fructus jujubae is the dried ripe fruit of Ziziphus jujube Mill. which belongs to Rhamnaceae and is used as a
medicinal and edible Chinese herbs in China. Jujubae tastes sweet and acts on the spleen and stomach Channels, which can
strengthen the middle warmer, tonify didney pneuma, nourish blood and calm the nerves. In this review, researches about the
chemical constituents of Ziziphus jujube at home and abroad in recent years was summarized in order to further development,

utilization of jujube resources.

KEY WORDS: Ziziphus jujuba Mill. ; chemical constituents; Advances
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Progress of P2X3 Receptors Regulated by PKC Pathway in Pain

WEI Junjun, SHOU Shengyun, HE Xiaofen, JIANG Yongliang, FANG Jianqiao”
(The Third Clinical Medical College, Zhejiang Chinese Medical University, Hangzhou, 310053, China)

ABSTRACT: As one of the most common clinical symptoms, pain greatly affected patient’s behavior and mood. This paper
summarizes the mechanism research of P2X3 receptors regulated by PKC pathway in pain, provides the new thoughts for the research

and treatment of pain.

KEY WORDS: P2X3 receptors; PKC; DRG; pain; mechanism
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