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Hh 24 FIURE s BV AR R C (5 538 0 B S 0t

FH, ok, RZE, KRR, KRI6H, )i, Rm, tHe’
(% M$¢E@%,%m ﬁmM)

[(WE] HRESHESREC BN IEF R 50 R % (diabetic nephropathy, DN) i #4822 — & MiE a3l K 71, 15
G C(protein kinase C,PKC) {5538 BV & IF AR #F DN R AE R RIS A2 1, 18 25 R PKC {558 B =
WG S5 7T DN kA LR, B HFEE/EH S B W07 . PKC {5 53 B0 v 0 552 0 10 3h F1 27 386 00 il 58 38 3 4 A K 40
JHa4h 3 5 (extracellular matrixe , ECM) YTLAR ##] Na ™ -K " -ATP 3% P M1 S 5 40 004 56 55 . I H PKC #4177 9 65 H >4 DN Bii i
TERE T H M 5842 . BFFEIESE , Bk o 2 S L3R W) (28 3% 1 R AR WUy Wi 45 ) M— 2o 2552 U5 (N3 & A 7 oS Bk
B NBE e 3 4 ) Xt DM EUE IR B4 Ry AE L X PKC {5 538 B A Rl 7 . (B30T i 58 R 4l 3% B PKC {5 538 %
0 2 o AR e M, ELRIE FH R, i A M PKCC A 538 B4 a0 590 o8 A6 B 55 b, ELY2 4 JC R g B0 IR ) Se ). DX, Bl
rf 2 SR AR AIE ZE PR, TR AE S T 25 3 ] PKC {5 5 38 B 350E 6 NS 5@ % T 1 DN #F g B f 8 ., ASCs i h 2+
it PKC {55 i 5 DN WFoR ik e i ik, S 4 Ja A 257 S PKC #0461 500 2K Bl ¥ DN 2 4k — 5 52 50 5 SR 4R 40 .
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[ Abstract ] Cell signal transduction system has become one of the hot research of diabetic nephropathy
(DN) in recent years, as the initiating factor induced by high glucose, protein kinase C (PKC) signaling pathway
activation and promote the research development of DN occurred, people pay more attention to the. Many studies
show that the abnormal activation of PKC signaling pathway is involved in the occurrence and development of DN,
and its important role has gradually established: activation of PKC signal pathway can significantly affect the
hemodynamics, increased vascular permeability and extracellular matrix deposition, inhibiting the activity of Na " -
K" -ATP and involved in cell proliferation. Opened up a new perspective and approach and the use of PKC
inhibitors for the prevention and control of DN. The study confirmed that, Chinese herbs and their extracts, and
some traditional Chinese medicine compound has protective effect on DM of rat kidney, also have good inhibitory
effect on PKC signal pathway. But the existing research evidence that PKC signaling pathway inhibitors are usually
nonspecific, and the side effect is big, but the specificity of PKC signaling pathway inhibitor is still in study, and
so far no successful application to clinical precedent. Therefore, with the modernization of traditional Chinese
medicine to accelerate, in-depth study of traditional Chinese medicine inhibits the activation of the PKC signaling
pathway, has the important meaning to the signal path from intervention in the progress of DN. This paper will
present the intervention of traditional Chinese medicine progress in PKC signaling pathway and DN research, for the
future use of traditional Chinese medicine as PKC inhibitor for the prevention of DN and provide experimental and
theoretical basis.
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DN 24l JR 9 ( diabetes mellitus, DM ) 5 5 0L (4 % IfiL % I
RIEZ —. HET, M FAEFE A DN Bk &AW S % 0 £
ST A PR R R R B . SR T, DN
VIR IRHLH 2 A AR B 5EIE 2E , Bk Z B8R IT . o
KNNAZMNES ST DN LA KR, i i 3h 71 2%
A5 AR RS R A 3 ROIE B A AR T
% A5 5 BT A 1% 2098 BoR PKC {5 S5l B R
WIES 5T DN WKL KR, B & 2 E i
Xk ) B DN 19 % 995 AL 4 43 1B 9 3, IR Uk, 4 il PKC
55 8 A RN IE T DN A — Fh OB 8 5 . (B3 OF
FEIEYE B PKC {5 5 3l i 0 il 0 2 o0 e e 5 vk, BRI E
Kt GF109203x) , 1fi ¢ 5 ¥ PKC 5 %5 i@ #% # &l 7 (
PKC-B #1551 ruboxistaurin) [ 7E 8 58 v, H 12 4 76 1% 2 i H
S PR e o O A 245 5k 0 PKC {5 5 3 % 19 iF 5% 1
BRI, IF H IR A ok Wom 1  RR i AR S5OF iR T — %8
B
1 PKC BB PKC IS @ BEENEA

PKC J& iy 2 P 456 A Ta] A W3 PR (] 0 (W) T 6t 26 B 7
Z ) he 22 F R A AR R E B AT AR
T2 S0 M, I LA 20 A0 ) 40 M 015 S i Sl R i
EEAEH. 245 WA WA LN 2 10 F PKC [F] T [
BB %, By 3 A5 — AR Oy LA PKC, U fE
PKC-a, PKC-BI,PKC-B T HI PKC-y W2, H i PKC-1, PKC-8
17 5 B A R R 2 i TRl — mRNA B9 AS 6] B 4 i 3k 5 55 —
2 % B PKC, 345 PKC-8,PKC-¢,PKC-n,PKC-0 W25 ;55 =
N AE SR PKC, g PKC-¢ Fl PKC-N W7 K41 pk ™, 4y T o
Ve M BTN AT AL MM o A 2R g
B W b 42 35 77 7E 49,45 PKC-o, PKC-B1, PKCBI, PKC-¢, PKC-6,
PKC-¢,PKCp W&, 71 H At M0 2 IR 7 B I 3% 38 8 3 R 75

IEH A0 N K fE R ERY 5 C oK b Ak XY i
WAL S5 Al PKC AR F 200603, I PKC # BIRAET
FEULTCIE MY X AFAE T MO b, 24 52 21 S 0500 8 e 32 Ly
SRR 5| E T A RS S 22 R IR 10 el R AL
Ve R HL A G e As B0l PKC 5 23 B 30% . Ik, PKC (5
Sl EE R e R, R T PKC LIS
Pk N2 PKC B0 AR,

PKC {5 538 I 0% WL )AL 35 - 8 B S v BB 5 % i i 2
=) 2 ooiER AR s Bk I MAA N %, 2 F o
JYF W] PKC {553 # 76 DM B 3% P 19 &5, Y o Wl vik 2 1 7t
R 40 A P9 — 155 & 3 ( diacyl glycerol, DAG) % 2 Bifi 2 B it
FIET L BESER R 51 R v DAG EEIE A M
LA MR R . ARMEH 8 C AT AR & BL7E BN
T TS 4T A P A e R R B b O R A B R 2 R OR
MKE S DAG Ty 32 22 34 Ui Sk 2 25 0 1 v 18] 43 fdk 7= 0 o

[ b2 2 058 & B, PKC {55 30 B U0 n] BT Sk 52 0 1, 4
sh 1 2F B L A E & PE DL K 4 BB Ak B 5 (extracellular
matrixc, ECM ) JUAL (] Na ™ -K* -ATP B3 M A1 2 5 40 g 3%

g AR M WS ) o e R DN SR ) 2 B, LR AT
WU R /N ER U S R X T BB R B I S PKC fE SR
615 1 IF A2 i 11 1) R 3 ( prostaglandin, PG) 38 i fir £ & Y
PG 51 5 /N A BRI 8l Ik B ) R B, 38 0 e/ Bk ket T
R E kT B — Fhom A ok ) — % 1k &L (nitrogen
monoxide,NO) JRE 51 & B /N Bk U8 i K T+ &, £ DM Blrh &
I, NO i 7™ — 4% AL & (nitrogen dioxide,NO, ) , = 4 L&
(nitrogen trioxide,NO, ) 7£ JR o HE b 884 fin . © 4 B & 1l 4% 51
A NO Tl g PKC il 0 BT 40 10 5 i 5 8 o 4
7E DN R B G, 32 B phy 3 O 6 1 el A i /N R P R 38
T8, PKC {55 1 P& B 1 A8 1 4 F 11 25 11 (albumin, ALB)
SRS T I 3 5 5 /N ER B A A P B A0 i R G 3 i
P 1 0 R R N AN S L . 53 A1, PKC AF S
7 B 32k 3 it 5 P9 Bz A= K P (vascular endothelial growth
factor, VEGF) F1l Ifil % 3 i 14 I F ( vascular permeability factor,
VPF) (1 2 1k ok 8 5 1L 45 38 % 1, PKC-g 3 £ o4 3 1 7
LY333531 ig #0 #il VEGF F#1 VPF 5| & #9158 & M %
AR Na T K -ATP [ H A 2R A 35 A, 1R SR Bh
Y /NER R % B Na * -K " -ATP B35 #: T B 3IE 55 7T B8 55 e
W5 PKC {553l 0 1k A 06, n 1 fr ik, DM RUE /b Bk
PKC 155 3B WG AL T B PGL, 38 w5, JF i 76 £E DU 4 198 K2 3 1%
BB, E RS & AT Na*-K*-ATP B9 I54E ) fsie 4l
RSy F A% K BT DN ) DM U /NER 5 0 B B 3%
AT B /N Bk JEE IS 4T M v R 2 B ECM A s 38, 9F 55 3 0wl
e &t F PKC-BI H R iF ECM pi 48 A H ik, ik
WG R A K R -8, (TGF-B,) Tl £ ik, 2 B ECM 3
T, SR T e W B 3 M R R, AT PKC 40440 500 BT BEL B, G Ak B
JE ATl TGF-B, 23kl ECM SR AE WMl , 3L & i Hk & &= IF
FOACE M MR RSN ECM B 7 A 0T RE#8 4 th T PKC {3
530 BT T 5 1 s PKC {5 538 B 7T LU T — A KR W F 1
ik, S G MBRE R . 00, Xia 251 4R, BN BB
A5 3 B R ik PKC-B, AT I Bz 4 ff AE & (R 7 5 22 25 i g 3
AR A% A I AT B PKC- 410 4 57 B W7 . 53 41, PKC-g 7] 75
HE NG A C-y (phospholipaseC-y, PLC-y ) fi% 22 i % % 1L , A\ i
WG VEGF, 51 B /N R B 40 M A5 4 5 70 o S A4 I () B T
B PKC- 41 il 550 i 390, 5 Oy 32 B g 2 o W R Il A Bk R
I A B fig 38 5 0% PKC {5 538 B 42 08 il /N ATT AL AR R PR 7
( platelet-derived growth factor, PDGF) & ik 34 il , PDGF £ 5
24 0 355 5 Ak T B
2 fZgst DM R BiE PKC B9 &0

EA BFITUESE, ok p 24 K R B (W 4k 35 7 4R
By MR R A ) Ke— L 252 07 (U4 75 & 30 /S BR b 2
WR e 6 45 ) X DM BB IIEA 5 43 AR 3P 4 T, 4P PRC {5 53 1%
WA R A 0 A L BB 4 i M T PKC 5 53 B 0% o, B
AL RS PKC {545 38 I 006 1, 1 Ff i 55 M B PKC 336 M L 1B
P e, I [R) BF 400 ) B IE B2 BT TGF-B, & X it i %35, 4 IE DM
T T v A e W T, DA 3% R ONE 5 45, € 2% DN
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2.1 5%t DM BB IE PKC (& m Tk L
P MIT R T R4 56 DM RUE I PKC {5 5l 5
BT ST, IR R AL MU . o, 3 D 25 BT 5T N ok o
IR S 2 (S MR BB L R O R S BT
XT DN BB AE PKC {5538 16 1 9 52 M, 25 3 7R 7S 0k L 3%
ok T 12 JH S AR 2 M PKC I o B AR T X R
21, J B PKC 35 4 S 35 85 T F 201 3 1 7 Ik . 8 o o T
Xt DN BB AR AT BT S (4 AR B A AR AL T e 2 2 v
W PKC 3 P 5 M i PKC 3 ¥ b, 3t 5 BRI 7 TGF-B, /K-F
Ko FAIEMREE BRI AR (i 3E LT R P I
3 BRI A X DM U IE PKC 76 P 01 H . #E 2 i
ERTF W12 JH G, HmARiCm = T Mo s Bl ([CH]
PDBu) 25 47 5 K BB AE PKC 75, 25 31 & 34 & & 7
JRYT 12 A S RE T B 0 DM BB IE PKC {5 5 38 1 3T,
PR B B 2 203 4y 3 o 1 ) PKC 5 5 38 [ 06 1
IRE, BLER AR YR 4 B X DN RUEFIE PKC {5
% S ECM B 43 14 5% W, fe 3 41 Ak 8 4638 B 4% IS 3 9R 9T
Jei ,PKC {5 5 10 B 86 0 3 M AR, W) ik DN RNk BRUEF E
ECM 5k /0, 35 7 380 B 4% e 4 vl il 3 ok [0 11K 7 245 9 4 iz
EH-1( glucose transporters, GLUT-1) i) 2635, 4 PKC (55
T8 HE S L 0> ECM 5k MO & #E X+ DN U E %) 8 9 7R
Flo Rz % BRERE = % A % DN RS I PKC 1 TGF-8
F S o IS FH B 8 2 Ak A 0 I PKC {5 5 3 % 0% 1, TGF-
By K, 25 J R BB = 3 ] S DN R IE A PKC fF
S P IE M, NI TGF-B, A ECM & s 2, #E iR
BagifeatfE, M2SP ARh g E T 1 552 5 (EE
JAT A R R T B AT A v A A E 2 Y A R
W), TR AR 35 ) A kg %of BB 4l B8 35 b 25 &2 O b DML R
/N PKC {5 538 % 0% VR A2 A . 45 SR 22 AT R,
PKC-o 3 P P 5 BE AR I f1 45 TGF-B, B 3RIE T M, DI fli ¥
/N TR ECM 1) 3 22 AR 43 &7 4 3% 3 25 1 (fibronectin , FN) Jji
RO /D B0 T /NS ] BT A Ak, JE KO 5 KO0 3% R 48 T
W4 22 5 o FR UG BT v 2 52 O )RR SRR 3 R B A A [ BIL
il , B3 3 30 ) PKC-o {5 5 38 # & Pk i TGF-g, 1%
I, B AE PN AR B8, ECM STRLE A, T % DM B
R ER .

VL b2 i 255 g 4 BN 2 B S 08 i oY e, i G ol
PKC {5 5 3 I % M 09 4E FH ML A5 20 3 — 20 e . ik oe &
B WA = B 5 T A 3k 22 A 40 M A1 1 S, TR AR i K
VG R AR, B AN JE A 2O R AR 0 R R A0 ) 4
N Ca® " R ER, BLIBT 22 24 5038005 1) PKC 15 538 B 25 57 45, A
Ml PKC 3& ¥, F 8 TGF-8, /K-, ECM g />, g 5] #E 3R
B 2T 4 Ak 1V F 5 3 4% i 2 ) BB B 3K R IK DN R A3 IR I v
(fasting blood glucose, FBG ) , ¥ 1k Ifil 41 2 11 ( glycosylated
hemoglobin, HbAlc) &% 24 h mALB, J % 5 UF 7 575 B 2% ol 4%
T 5o B AR I A A BE TR 22 GLUT-1 B9 3235, MUTT 8 43 B I
S & ECM R ZEZE DN BB Uk s B ok A8 1) i 5 24
TS AR IR SE % 22 A L 2 E I L X DM R
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B R R 1R R 3X — 1 B S ) N Bk i B PKC T
B TGF-g He P Iy e ik A 56, W 1K J ) vl B Ik DM R4 1l
Zh DU O T & I O F 2 T o2 B 28 A AR AR B R
R /NER ECM AL, 8 1, 4D oh 25 52 Jr il DML
JIE e PKC 336 4 T R R H A7 R0 43 EL A W AT ol 266 2 | o i
WBh 12 P B s ) PKC I A O, (ELAL 4 R
HE— BB IESL
2.2 b2 RO AR ST DM OBV BE PKC 2 m [
P 2 5 0F 9 Bk b 2 SR O X DML IE PKC B2 Wi Y
WEFE RIS 2, 3F BLRCR B3 Bilhn, 20845 20 BF 5 BF 5 A
JExF DM BUE HE PKC 36 0 1E F o 76 37 3% B4 IR A U7 R M
FH T B % 9% 35 ( enzyme-linked immunosorbent assay, ELISA
)M E B BE PKC 3G b, 4530 WOR B T FIRYT 4,6
J5 L B PKC 5538 38 16 MEFE A, 8 B PKC py 38 1) i P 11
R AR, A P TS R DM AR A 4 A
P, AL AT RE S 4338 3 T R B PKC {5 5 i 0%
4P B E DR o A% 1 4 WS e 0 DM JUE A A
PYEM .. DM RZ M F IR I7 5, & TR AR 3 A W R B,
& DA Bz 25 0T LA o 10 ) PKC {5 5 58 0 1, 38 B B
IUREDR 25 5 17 A0 A A A R T BB i 5, FLn] R 9 TGF-g, %
K> ECM JE A, 4 22 ' 0 A K oF B, 4 DN g 28 47 44
YERL . B0 5 4 PO BF 92 40 8 2 8 (HPS) XF DN db/db B
AR 4 15 I B HxE PKC-oe 55 VEGF 33k 19 5% i 34 R F I 5%
SR IR A R 2SN G E B SIS T B PKC-a 5 VEGF 3
ik, #EEEHIZ HPS JAYT 8 J&J5 , HPS & .| 40 PKC-a
5 VEGF 1) 3235 LU AR 2 21 FIG 7 i 2 B 0 &, &5 HPS 5
R BR8] B, 0 52 HPS B 697 db/db B DN 9 1E
R BT 1 RO T [ 1t A, T 2 a8 o 0 ) PKC-a B 3L
FWE N T VEGFE B3 B3R5k, F Wi 98l 22 DN AR R il g . O
B2 T R g 2 0 R SC e e DM RUE TIE PKC % A 1y 0 6
fEA . KA ELISA &0 %E DM RUF JIE PKC /3G H . Rt %
W32 8 AL H DM BB IR 40 PKC #4735 1k, 4% DN &
IR R B NERAE K. WY B R A T 4R
Iyt DM BUE JIE PKC {5 558 B M EH . S5 R R4
35T KSR U T A AR DMLY S/ R H el
PR mALB, I 77 47 %0 M AIG B 4 i i B PKC 1% 5 38 6 0% 4, BIL
b AT R 1) R A%, DA T AR b T B 9 HAIE ST 4 3% T
T 25 9y 2 HL K B g ORI 7 S S B3

2 L RFITUE A < ok o 25 R FLER Bt DM R I G AR
B SEA BB A, 2 T LR 1 T 5 L 1 T
— B ERIT SR RS 25 I PKC {5 5l B R 25 B AL 5
[l 412 35 58 PKC #4500 19 25 3R 3R 4% &, Lo U o B
2 o A) 422 ] PKC A5 5 30 38 800 , 42 = MOV 5 M PKC 3%
PELE . BRI S S 3 BF SY & 3 HPS BE A R0 ) S
MO NO B | AIK — %04k &L & B8 (NOS) §ifi £, HPS 7] fig
I 3o 4 T A AL B AL 8 (superoxide dismutase, SOD) i £ |
F% AR 5 % (malonic dialdehyde, MDA ) %74 , WA T {47 i i 8
A0, I B 1k s 19 A i A S L T S 80 5 [l B HPS A
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AR EHZS 5 PR SOD frp & JIE 2 21, 8k 4t %2 NO, MDA J}
o T RSP A DT R B R A A 4 5 BT S R R A
TG R AL AR B RO T- AR R, B T RIESE
B A PKC B3l 1 5 W e 3R O B 28 25 9, 918 41 18t v 411
i PKC J% % &% B 11 34 W ( tyrosine protein kinase, TPK) 7%
P, IF R PKC IE 384 56 5 22 8 22 M\ b 2 22 B¢ b SR My — Fi
MAOER, BA Z W IAEM, B2 iR Pua e B
A AR R R B A LA AL B VE o LA LR 2y skl
HE— 2 B B I A B/ BROUE A R PN B A i o DL
i ECM JUAL $ w5 Na ™ -K* -ATP F§ 3 M F1 52 ni 40 i 334 5
FIE LI E s DN Stk , (R 37 B Tk .
3 BEERE

H i, PKC {55 38 B4 i 700 A9 BF 58 A DN B I8 19 8 2%
G, IT B 2 2 i DM R IE PKC {5 538 B8 19 F
AT T — R T A R A B4R R M PKC (55
T B 7 (4 PKC-B Ml 58] ruboxistaurin) (4 BF 5% 1 £ 5 56
B 3E T 2 55 3 BF 58 PKC 40 7 70 ) £ Al 40 GF109203x,
GGP41252 il H-7 K58 PKC 15 53 s %I DN 945 A, 48 th
FHARR: S0 H PKC DA &I 4E T, (45 K B 05 L 2
PKC il 5 3Z BB . #F 5% PKC {5 538 % 5 DN 19 AH B 1%
F H BTE T G R B PKC i) 50k B 36 DN, {HIZ 4 2K WL g
Ty Z2 5, HL 75 R0 FH 00 AT R R I R N vh e KBRS . A L2
T, g B AN BB AR N BT R A, o PKC
500 o B T R T i A

MR DM A B Bl AR R ) B ST R AR R P AR, —
Fp A RS R, —FhRiE A SRR, X PR B
R 25 A7 HL R A5 {0 v R 25 WF X DN B, 45 KR 2 B0 %
RUESN YRR, SRTE RSN R R SIE IR A — & &R,
B LA R 25 %) DM BB IE PKC Y 52 i B L ) A0F 5 B,
BURIE S5 H AR R, R AW 0 s P s @~y Jr ik, )
G, A% G5 v 25 7E I B DR 9T HEIE IS YA P 2 DU R Bk A 2
PS4 S8 A, BT ARG h 25 30 i) PKC {55 @ B e, i T
rh 2 A% B LA B B R €, N2 B AR o T BT P B 24 1
WRIA 2 B R 25 8 05 0 DR 2 3A , DL B 5T B 0H 4 5 45
2 0 B R v 245 K v 24 5 O il PRC {5 538 % 58 L 4 %)
P, LAt — 25 = 2 3 AR U b 25 % PKC {55 38 B 1 30 )
PERT CELAE 45 S P30 ) PRC {5 53 3 70 58 v v 30 i) PKC
FSEEEM)

AT TE AR B A 2 B S0 ik 5 R B 5 b 2
DM U IE PKC {55 38 B (9 52 i S AL BIF 52 sF | BT 8 2 (9 24
Wi Z It B 25 b BT & 4l T RN W) M T R
[F] 25 WA RO AS ] GRS TR, S 3 Th oA RO 4y o i
WA, 3 AR it — F 50 AR A A BT &k A= 0 B i B8 A fif
WAMESE, BT LA 25 4 v BR800 -8 AN E R itk 28
AU — L A R 2 AT IR ADESY, B B E, W1
H R AR BB 85 B A AL, AT 4 B 2l 4 52 58 1)
TS PR S0 K SR, 3 T 245 4 S PRC 40 i 57 19 22 4 Pk LU R B
BT DN (B iAo
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