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Abstract In recent years, diabetic nephropathy has become a threat to human health with increasing prevalence rate of diabetes.

Diabetic nephropathy is one of the common complications of diabetes, also occupies an important position in nephropathy. The

pathogenesis of diabetic nephropathy is very complex, as it relates to the molecular level human biological metabolism. Therefore

the research on it is more difficult and so far there is no clear pathogenesis. Nowadays, most studies show that the pathogenesis of

diabetic nephropathy is related to heredity, abnormal glucose metabolism, abnormal lipid metabolism, microcirculatory disturb-

ance, the role of cytokines, inflammation, kallikrein-kinin system, and so on. According to researches, the treatment of diabetic

nephropathy with traditional Chinese medicine has obvious curative effect.

Key Words
525 R587. 1;R285 SCERFRIRAG : A
W R % B 9 ( Diabetic Nephropathy , DN) J& 48
PRI AE s 72 - A B /N ERBE AL, SCRRME PR '
INERBEARIE o MR AT # ST UT 5T, B3 2030
A, TS0 L P A B DR HR R A ) 3. 66 42, T B
R B R RE I 142 o TR R 1B 1Y
RIRHLE S BE 253597 D 5T dE AT ik, A B o DUs
WEERE R B i S L B e i 2%
1 &wRHLE
L1 sfEHEE WREERIEA 2R RKHR
SR, RIS 35244 PR 28 A M bR s ' s 1) 2 A= BIL
Al A EEAE R, X A AN S T R PR R

Diabetic nephropathy; Pathogenesis; Traditional Chinese Medicine
doi:10.3969/j. issn. 1673 —7202.2015. 10. 044

T B I RAE o 5t R R AE W PR B s ) I
ﬁﬁﬁkﬁ%?@%oﬂaﬁﬁﬁﬁiﬁﬁwﬁi
H ORI B R RS T B s S R SR AR
PRSI 1 s b R ) 2 1 DRFN B /N g o e st A%
AEYIERD . ARSI RNA i
L5 3 I A SR R WL S BT R DR R
HEREAMENIE ., 258 KR RGN ACE

25 Z il i) AKR1B1 L[ ; 2 5 R
WP APOE JEH ; 2 5 4 M [ W 1) CCRS L[ |
VEGFA JLHF EPO LA ; 2 5 5 A0 #1111 HP
HEDR, X LR B R RS B I R R R,

FEGIH [ F R E KL H (45 :20112X09101-004-04 ) 5 10774 b B 7 25 16 TUBURLIG FRIFST (4 ' :20112X09101-004-04)

VeI IREF I (1993. 9—) , & du st R 2 K2
18629952005@ 163. com

B2 BE A B2 A R 5 1) < o 2 0 W DR e I A iE F 5 KoK 25 A ) , E-mail .

HFAR AR (1969. 10—) B, W1, 3808, BE5E 5 il « o0 25 JEBHIE PR 1 FLIF: B A W58 K B 245 8], E-mail : thxu@ yahoo. com



- 1622 - WORLD CHINESE MEDICINE

October 2015, Vol. 10, No. 10

Hi, ACE JE [N (B RAG B R e R T e 2

L2 R

1.2.1 AR IELZL =Y ( Advanced Glyca-
tion End products, AGEs) JLFH MR AL 5 &
FI 5T IR BT A% R 25 R 4315 ) 4 W s L Ath 3 it o
WE4E G IE M AGEs , AGEs TEME JR I 5 1) & 1B &
A A M. IR B KORE ) SEBFSE, 7E AGEs
Hh, IOE R AE B/ N BRI R AR B W B A ORI
HRWEIRGE B /N ERBEAL ) FE 25 A . I Ah, AGEs Xf
5 JEE 180 S W] %) 78 PR 2% ] R e e IR T A 40 e )
RAVF AL, AGEs AT BTG N ot 9 5 4 5 sk Y 1
ATFA {2 E B /NG b B2 20 5.5, ATFA S8 5 5
20 B0 A i 5 1Y) 4 3K A W DR ' O TR] BT 2T 4
167 BURESE 2 AGE S EUBE R B s 3= B 1d 2
Fhifs s : AGEs Xt P A BL 42 d AR ) i st 32
I REPEVE . AGEs & 7] LA i 2 Fh A K A -1
Ptk KA 7B (TGF-B) . ML N B4R K T
(VEGF) hiBM 73755 5L R 1 23k, DT Jon 0% PR
B 2 R R

1.2.2 S Z ol g W PR B A0 S AE IR
2 B/ NERFIE /NG BE I IR 5, TR X S ad F v, 20t
P S AR B R DR B i 25 4 FH D) e 2
PRABI LG BT B o 22 0T 30 5% Ay ) 2 AR 3o TR W i
T JC LU AT 1) B s ok 1) B e 0 & T B R
B R FUMH I o W A i B B ik FLBE Y
ERE . FERE DRI B 04 v IR RS TR o TR
R I IR B, R BRI P LU A SRR AR R 2ot
Z WL R I R I R, e A B N ERECE
PNV SR R IR i SR R R i R A e
1.2.3 iS58 H S C(Protein Kinase C,PKC)
TEME PRI B s 1) S BPIR AT, by ) 2 A A3 L 3-
WA H i A i 22, R BRI T b A Sk B
Jn, ZRRmEH Iy PKC Yy Py P 0TS R, A2 £ PKC
P AV 2 40 B T e i o PKC 0T e AN BE A 8 1t
U B/ INER T A A A WS e, B 40 A
LA LA B B A Na ™ — K* ATP il 9 375 M 45 1L
il , S HERE RS B Y A R g . PEAIESE, PKC-ou F]
FE I I 1 5 B /N ER A LA P B A0 A A R T R R
ik, 7 PKC-B1 W] G oo 4 5 B /N ER N e A A K
“F-B1 ( Transforming Growth Factor-g, TGF-B1) ) 5%
KB SR BRI At R

12,4 SFALRIEEE  TENUARIE R EOLT 61k
AR AT B T R Al G R S A B
IR A PE T, I BAUAR Y B 3 00 77 2 FUE BR

SN T BRI, — B M BRI, 77 A KT
W, WA i 1 b MR, DTG 365 5 1 5 I A
TR E | 51 A AL AR 475 o

AR 4 A 7 A U B IRSE
AECH T LA A A5 T A, A L 200, 2 4 A
AR , YO B O € &5 RIS MR
TS M B2 T AR, 8 2 B B /NER I 3
By AR R R B I R A A S
L3 e BRI R ER TR R
R NS P XU S BN B 1 ) T
2. MRS o 7 KB =Bt H I ( Triglyceride,
TG) /K T+ i, w5 % B2 i 2 (3 I [# B ( High-density
Lipoprotein, HDL-C ) /K- [ , 1% % B2 i 2 11 IFL [
(LDL-C) Jhisi o 8 B 2r 451 WF 52 115 5 45 SR
AR G, % BT AAETE ] B R B AR S, F
LS R PR B % K T . A, M I it 48 Ak 7
WIRENS SR , 3215 AT 67 45 5 10 2
1.4 AEERRERS
L4 1 M¥Esh S B 3h 27 oiois
GRG0 B 2 2R R R B AR . 4 e
IR W BRARG B  BIL T v 0 R B o T R
55 - M K 2K T R R S B L 3D ) 2
SRR o IR B RS SR 1 R
ft R N BB 25 P LA B 2 I i KO, 4R
TR R - Bk R - R 2 S 46 b5 5 LR 3 J1 2%
()56 2, 235 SR 2 IR DR S50 10 7o IS T i 5
EIIRER TS [ e eI N IR e |
K- 14 TSR L A, B NER S B 2 AR
B/ INER T A LA PR T, e 2 % R R M PR 17
142 PUMASRS AL s 28 2 48 FR 05 i 26,
5 LH AU B R Al B L) R R N B
FE 20 AP B SR AR RS MR J5E R A 78 1Y
A A RPN SR ROOK T35 5 L 2
TR B RS Kok R R % Rk %,
Bt 15 /IR A S ) 22 K, 240 0 /1 ik I 586 4 e
T, B R 0 I Je K P EOR SR 0 10 A
B /NERBEAL S BE R
143 MRS SR I B I I A 2
SR T A U R L 2 IR S LA A S e
TR AT B, 48X 2T 1 % 140 (514 FR 9 28
L9 A 2 B AT 81 B 2047 , 76 8 3 I 20 A7
w8 B4 AT U R 3 T, 20 240 A T AT
T4 35 1 SR N, TR S BRI G 2 2R R Y
THE,



TS R 2

2015 410 A %5 10 %58 10 ]

- 1623 -

L5 MR TR 40 BT 60 0 T RE L b
VR B G S 1 R SR LA 2 — o FRTIA AT
S PRI A 20 L R T A4 - A A K PR -
B(TGF-B) ML/ MR IR A KR T~ (PDGF) | fifig IR 3T PRI
F-a(TNF-) | M55 N B2 42 KR T~ (VEGF) | 25 47 41
YUEK R (CTGF ) LA B A% % 53 I T--«B ( NF-«B)
sl e B R SR SR R TR SR
o I A A T R R AR 2 4 A L TR T T FE SR
5 B 1) 2 A R R P R TR
1.6 RYERMAEH BT3B S0E 5 08 IR0 B s
KRWY, TEAE R, RV TR B
ST TR TR BT R R T4 BN R
REBIEFBLEN o R SR 38 B F-a (TNF-) |
TGF-B1 IL-1 254 Fh 4 M PR T B i , mT RASE E
SNk AR M TR, SRR /N BRI TR IR B, sk
B /NERIOREAL . AT, 2R AR R 4> T- 40 ICAM-1 (3%
TR 1B /IR AL T 40 £ 786 B, T b
BRI
L7 WOARBEREG-R RS WORRE G-Ik R 58
( Kallikrein-kinin System, KKS) t,2: 5 %8 bR 5 & 9 19
KA o LU 1 2 AU I B R
WA B, 2 i B SR A H AT
FHT,KKS FEWR R B A 5 Wl i AE o B IR
FECE AR P Ul B /N BR R 200 i 34 5 ik 2> e %)
B GRS VR o KKS A 535 9 4E F 2R BL7E G2 0 1o
LA 8 o R bR N A A A R 6
TGF-B 75k,
2 hEHAFT

R 2R TR PR B AT R TR TCie
SR R OT  IB SR RS AR YT A A AR Y
Ao USRI PR R 5 7036 7 1 PR 9 1 o R
30 i, A5 R IKF 83.3% o FBELF I Bk
FRIGYT TR R e R 42 1], A RO R
90.47% . FEFRAE I PRITTE & B PR 3 51 7]
Fisf o7 FH g 5 25 3 o R OB R B e, AT AU IR 1
I FULEF A F TR BRG]
Xt 60 L PR 1 R A TR, R B T
254 I D1 KR EE LA G VI A R & T
13.4% , ZEWHFE HEST 80 (5 PR 1 oG R 3, 4%
SR TR PG 2545 I P 25 7 B H A2 A LY
AT R S T 36.2% . TEME RGBS 0
RIRAIL 7, 2 B R e O ZE AL GE
U L 30 32 S AR 2 R 9T I 4535 P 5
T MR T A0 28 At 2 B 0 o ] I T AR AR

2 TR PR B9 1 e — A AR B S AR 1 AR 1,
REFRTEA R0, TR REARE .
2.1 TR PR s ST, FE R Ry
N FANE 5 A0 I 7 SR R YD 4 R YT
BE DRI B , DB 23500 Iy K Vb IR R IS
P <0.05, 22 R HA G X, HANE £35S0 17
FIE B 0 035 AR T R /KO, A RO AR 24 h R R
i, D BN . TSm0 B R o K
SRR L S, 5 e e R SR A AL T (SOD) (U
DRI DR B S M LB L3R IR B R 2
A W IRT , B 20 B AT L MR S 4 BT B B
il AGEs 2B Ji, ZE AN [Al vk B T ¥ HA R AT 1
IR, 57— W BE D, P04 2 5 ok 2 AE A
S, WEITEDY BRI AT RN A8 Ll Tl
2y R AR b TS 8 R 2 X A IR
it 16 M 0 R W, & BUAT 2% 4 o 1 B0 R ik
88. 47 % , 4 4% 2 vi F I R WAE 50% ~ 60% 75
B o FRA PRI T M 2 v S48 e IR R ) B
VSRR A TR R TR S0 BR g, AT
AL TR DR BB B R R, T RE S
WD S PKCa IR 56, AN, BRI AT
DA i s 9 K B AL T B 3, B AT /N BR IS
FEJEERE o HHLTHI AT 6 8 2k o 58 S0Pk Rz TR 25, AT
SNSRI AR R A

2.2 PATHRACHE OB PR B e R i B AR A AR
WEEL, B —E M EAER, SECE AL, £
FE Ry, AEPR R A T, T2 BR AR R 4 R AT
PP AN & BB S By AT B 5 pR AL | S0 55 ]
DA/ I ] 2 i T 1% R AT, DT R 81 A AEKG It A 79
PEART o L 4 B R0 LA B 8 1L A =
T2 R S 2 00 TR PR B s v I B R B P 2% B s 2
FAH [ B (LDL-C ), F & i %% B2 i 85 (3 IH ]
(HDL-C) [y 7K -, B 5 R AR i B , o /0 B 41 445
DY AR BRI AT AT B R R A [
Y/ N A s B A I B PR Y . =2 g
ATLAPHINR2S A BLE A, WG IR B R, 2R 2 5 1ot
SRS 5 B 435 45 5 A 1 R 5 A 2 1M B AR AR
v AT SR P R A RS B 2R B 7 9 ) HE o B
FE PR BB A A5 M), 45 SR 36 7 AL AR T %

2.3 MCEMEIR R GRS, 2N
TG LAY WS PRI B, B 40085 A3 I 5 % I 3 3
AR A AR AR 4 M B I B | iR R AR R
EVT AT RA, H P<0.05, 2R A5 ¥%E
SC, A RS AT I A0 I 9 O AR 2 B AT B i



- 1624 - WORLD CHINESE MEDICINE

October 2015, Vol. 10, No. 10

PR o 38 5 250 IR 5 B A T TR X A R 5
37 R U I A TR A R I TR 3 72 1 e g A QG R
RIRAE AL R =7 L AT 2 FH AR R AL A
RIZH 25 b R p R AR R P R R A
PR AT Y R R 4 i 268 B I3 86 B PR L X i
RS HA —E V. Hh L T A B
WAV PR 55 i 6 3 I 2R OO 8 RN 2 4 2 1 D, o
e = 1 1 DA O 0 = 7 A TR B S )l
160 1) LI RIS B 9 £ BCF B EE AP 2 10  R
XoJ IV AR 2 FE DR A2 ), R BB P S 1
SRR FH il e 3 L OB PR s B s S8 3 T L9 O AR
MR FIGAG A , B0 TR
2.4 JEHEMME T EARE S U IR R
Xt HRZH B DRI B 5 B TR 2 | DL ) 4AL L i 3 I
TR NI 6 2, 5 A0 I T A% B A 4
) TGF-B1 HA BH 5 i) ek 3 , 1 K55k 21 el 3% e hy
o HAHLE AT fE N BEAR TGF-B1 431 ECM &
B, U/ INER R R DR R 438 A, DA T DR 2% B /N ER
A, R B A BIESE, AR AT RE S T I fE,
AL AT REE T IR PR S 155 K BB 174 P B R -1
(ET-1) 1 TGF-B1 /Ko BH'EF 7 7T B o - 1 b
PRI BB B 1 TGF-B1 /K-, 4E 28 B /NER B AL , s
MR EA E Y L xR R R R AT
R S, T R DR o R
TGF-B1 Bk, WD PR &, IR B R4 2.
2.5 HIRYERN, g8 M RN A R e & A
RIEI N Z, 29 S IL-6 \TNF-o \ TGF-B1 5
Pz T2 %) 76 1) U8 B 1 R R A B O
I IRIT I B R TR AL R T 1L-6 F TNF-o
K5 5IRI7 AT LR B R (P <0.01) , 1A 5
HR 2R 1 S RPT A ) R A S g, A DR 44 R s
T HEE B IR A T 0 XS T R 20 Sk T
TRTT ARSI B A 9T, J BB TS T
R IR B I SR e T RE , 08 2 1 RN, e
Bl
3 RY

o R R B N R e 2 07 |, g AL
R, BRI 0 S el e r s JE B A 3k 2 ool
T BT A B O C S L IR IR L,
T A R A S I T 8017 0L 3 3 ) 2 S UL
TRAE ML AS 2 SR AR 1R, RV A, i
RGP K R GV E G 2R R 2, 45 IR KR (8] A
g, R R LRI LA 2. BRI, FE R YT A
BRI [, AR RO S — N ERR ARk

R 25367 HE PR B EA R B L8, 5 I8 3
PRI o A8 F T AN RESE A TR AE W R B
T A A B A B r R 2536 S 70 DRV B A —
PR AER 3 — 25 TR AR TR X4 bR s A 5
BTHIATR, X4 1l PR 936 97 b TRy A A 4
B

[1]Reutens A T, Atkinstkins R C. Epidemiology of diabetic nephropathy
[J]. Contrib Nephrol ,2011,170(1) :1 7.

[2]Freedman B I,Bostrom M, Daeihagh P, et al. Genetic Factors in Dia-
betic Nephropathy[ J]. Clin J] Am Soc Nephrol,2007,2 (6) :1306 —
1316.

[3 TR, B SCHE. s RNA FERE R i A bt S if v o A ATF
FEHIRELI]. IR S RIA A , 2014 ,34(4) 435 -439.

[4 ]2, W 1 B, 45 W IO PR s fe it s itk e [T ] 33t
1%£,2012,34(12) 1537 - 1544.

[5]Wang FR,Fang QQ,Yu NL, et al. Association between genetic poly-
morphism of the angiotensin-converting enzyme and diabetic nephropa-
thy: A meta-analysis comprising 26,580 subjects[ J]. ] Renin Angio-
tensin Aldosterone Syst,2012,13(1) ;161 - 174.

[6 ] B, ity , b, 5. B PR 1 5 Wi AL OB A 8 oK™
PRI 5 A M R R AL AL R SC R [T ] o [ W RO 24 35
2006,14(6) :438 —441.

[7IXUf5. AGEs 513812t JiZ P J5 o 1oz e B30 P /INASF b Bz 200 M 7 e i
DR B W S 27 48 A -ATFA-p16/p21 fIFERIL D] B K 58 =%
[E K2 ,2011.

[8TXUBH, XU, 5 PLIL, 55 M 0IRE AL 2 7 W) % S SR AR AN L 7™ 2
AN IR T RN AR 5 1 LRI [T ] % B2 24 2% 3K, 2004, 29
(11) ;947 -950.

[9]Bucala R, Mitchell R, Arnold K, et al. Identification of the major site
of apolipoprotein B modification by advanced glycosylation end prod-
ucts blocking uptake by the low density lipoprotein receptor[ J]. J Biol
Chem,1995,270(18) . 10828 —10832.

[10] Yamagishi S, Matsui T. Advanced glycation end products (AGEs) ,
oxidative stress and diabetic retinopathy[ J]. Curr Pharm Biotechnol,
2011,12(3) :362 —368.

(UL ESRAR, T2, M MR B 5 22 JT i [T ] v [l o
PHEESE & Bk 2% ,2001,2(11) 680 - 682.

(121 Wk, EO0% , B, 4. H 0B C-o H OB C-8 1 FIE
I C-B I AEME PR P B B /R P A 3238 O (LT .
I R R ,2007 ,24(7) 1464 —466.

(13 15638, Aay Y. S A 107 KT i s Y o P 200 6 200 Jf 7 o K
MAEEBMEREHLE [T]. P EAR TR R S IRIKEE,
2007,11(25) :4988 —4991.

[ 14 1883557 , E340, Rl Wb 2w BRI B 5E it e [ 1], BACA
BE~a ik ,2010,10(24) :4796 —4798.

(15 ]2, B4, 2500, 45 MM 55 B8 JROWs 1 s T S 1 A i R F 5
[J]. e e 224 45,2005 ,29 (4) 1235 - 236.



AR EE2E 2015 4F 10 A5 10 4555 10 1)

- 1625 -

(16 ] e, AT, D5, S5 BAR B I B R - A ROk R - eI
B RS 5 MRS 1 2 B R [T ] I R B8 44 7, 2012,30(12)
1004 -1005.

(171255, B 4. Wl O Ui A A2 [ ] B 3R ¢ ik, 2013,23
(2):1-4.

[ 18 X M B3 5 o LR A8~ AT 98 [ T ] . AR R 25 A, 2012,
28(24) :3696 —3698.

(19 TP, X0 i . PR P S HIL R B S L [T ] eh [ B2 2,
2012,7(1) ;118 —120.

[20] Geraldes P,Kinh G L. Activation of protein kinase C isoforms and its
impact on diabetic complications[ J]. Circ Res,2010,106(8) :1319
-1331.

[21 ]Hodgkinson A D,Millward B A ,Demaine A G. Polyroorphisms of the
glucose transporter ( GLUT1) gene are associated with diabetic ne-
phropathy[ J]. Kiney Int,2001,59(3) :985 —989.

[22] F ML, 253, R UL T IR TTI6 97 7 o JWIHE JRos ' 30 431
(J]. A E R 2R AR ,2012,10(14) 114 - 15.

(23 PREEF 8 T Uh )7 SO PR 5 82 B[ T ]. Se Ml =,
2013,28(3) :500 —501.

(24 )RR, RARLL, 548, 5. PRI BEA YT WE IR B B I R 745
MEELT]. P S EE2Y,2011,6(33) :178.

(25 T BRAE . 2% A 30 Bk it 7 SRR RO o e PR L [ ] SE ] o
[£,2012,27(5) :950 -951.

(26 ] =W & 2558 P D506 7 HE DR P 80 B[ T ). vp [ A R 25 BUAX

IR F ,2011,9(14) .25 -26.

TR, XS SC. DB £ I I 05 TR YT D B B T RO 5%

(3. )i e E= ,2012,30(9) :94 - 95.

(28 I AR, WAL, 5 T XD DRG0 K B S A 1 S8 S AP O i
RYsZm [ J]. Y95 BE 25,2013 ,39(21) 2520 —2522.

(29 JFEMHSE, B K, X2, 45, /INBERRONTHE PRSP 3 B /N BR 2R M
Jig TCF-g1 5 IV B st i F R KRy [T]. s E P2y e,
2011,36(24) .3494.

[30]EEIF, T Ak, BN JT3840 745 8 Fh th 250 A M 5 g Y
MHERILT]. Zrg o B 254438, 2008,29 (3 ) 142.

[31 ], Xl TR RPHE PRI R LB L 28 P8 Ca LD
JERIEI T o IR R [ T]. o [ B B 25 24 4k 35, 2012, 32
(6):417 -421.

(32 ]R8 , W1 5L, M . 2 PR A5 70 40 A0 IO 8800 0 PR W K

[27]

VB /NERE S B2 [T ], T i B2k ,2012,39(7) < 1417
- 1419.

(33 ]2k . P 253897 = N MUAE I DR 58 4F Je [ J]. 52 A vl I 24 2%
75,2008,24(9) ;614 —615.

(34 ]2, £k, 20ty , 55, 25 MEBI R AR [T ] B LR,
2010,16(12) ;1889 — 1891.

[35] fEsin . s 2R M AT Sk R [T ]. Wb B 24,2009,31(9) :
1119 - 1121,

[36]55H , =R, W8I, th 2% AR IE B st L) ]. Mgl
FEE2Y,2007,26(1) :59 - 60.

(37 ) v . FEER AN 7 2 208 0 o i  JES i R R Ao 3L 1 2 g
[D]. dbnt: ZE X B e ZE X R PR e, 2011

[38 )48, W LLan , PV, 55, B 302 A0 I 7 V6 7o o B T
B LA BRI I A 2 AR G AR AR AR B s [ J . e [ o B 3k it
FE2f:247 ,2013,19(6) :657 — 658.

(39 TR, 2t B i B 48 6 T M BROS 5 998 199 T 24 43 7 0 24 2 W 4
[J]. I EPET,2012,47(8) :84.

[40 B8 , 30 AR BHIE FL7 % L% PR 1B 5 ' B A AR I 3t
AR AR T E A ,2012,31(6) 1398 —399.

(41 BCE R, R F5 00, M AR 3C, 55 3 FEORP S SR I P X L5 PR
995 B 9 LR T A8 2 R B Sh s g e [T ). T E S R R Ak,
2005,25(2) :147 - 149.

(42 ] EABA:, IR EF, B L, 5. 65 AT I 7 X 5L DN KRB
PKC . TGF-B1 JIf13% Chol TG fyfua [ J]. B s 25,2014 ,34
(1) .78 -=79.

(43 AR08 , XU FRATXS SRS PR3 B 993 K BB IE Ang I ET-1
PKC J% TGF-B1 fy34MA[ J]. MAEPE2E 2012, 18(23) 20 - 22.

(44 220G, BRIRK , 5K A7 2. BB 77 X B DR B s R BRUYEF 4 2 ATIR
KM R F2RiE 0952 [ T]. Bifgrh R 224 5,2014,48(6) :85.

(45 0N AL, v, D, 38 P VRS RO S J Wl DR B 28 3 IR 1 R
H AR R s ma [T ], o 52 50 05 7] 244 F4 &, 2013,19.(9)
311 -314.

(46 14°F, EWIBH. B AL 22 1 S B0 7 0108 s 5 s 7 & TNF-o T
-6 RS2 T]. FEE25 S840 ,2012,18(2) :36 — 38.

(47 THSER I, AR, BB 22, 46, 35 1E 2 W 0 2 47 R W D s ' o o
TNF-o IL-6 FIAREDIRER 2 [ ], th24F,2014,37(4) . 713 -
716.

(2014 - 11 =30 WA FAESH . KR LIE)



