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Effect of Danhuai Yinxue Concentrated Pill Combined with Acitretin on Expression of VEGF
and Receptor FLT-1 and KDR in Patients with Psoriasis
Zhang Xia,Kang Xiaojing, Chen Shaoxiu,Miu Zequn, Wang Heng
( Dermatological Department ,Shiyan Taihe Hospital ,Shiyan 442000, China)

Abstract Objective:To observe the effect of Danhuai Yinxue Concentrated Pill combined with acitretin on expression of vascular
endothelial growth factor( VEGF) and its receptor (FLT-1,KDR) of patients with psoriasis. Methods: A retrospective investigation
for 102 cases in dermatological department of Shiyan Taihe Hospital before January 1,2014 was conducted as control group. Three
hundred and six patients who received treatment in the hospital from February 2014 to February 2015 were collected and divided
into Danhuai group, acitretin group,and joint treatment group. Patients in the control group were treated by immune regulative drugs
or corticosteroids. Patients in acitretin group additionally adopted acitretin ointment on damaged skin, while patients in Danhuai
group additionally adopted Danhuai Yinxue Concentrated Pill, compared with the control group. The joint treatment group applied
acitretin ointment and Danhuai Yinxue Concentrated Pill,in addition to treatment for the control group. The expression of VEGF
protein and VEGF mRNA , VEGF receptor,FLT-1 and KDR,skin tissue dermal papillary vascular density( MVD) ,venous blood T
lymphocyte were detested and compared before and after the treatment. The clinical curative effects of all the groups were observed.
Results ; The total effective rate of the joint treatment group was 83. 79% ,and the VEGF protein and mRNA,FLT 1 and KDR and
MVD expression and T lymphocytes significantly decreased, compared with acitretin group and Danhuai group ( allP <0.05). The
difference showed statistical significance. Conclusion: Danhuai Yinxue Concentrated Pill may reduce excessive VEGF expression,
block the connection between VEGF and its receptors , inhibit subcutaneous angiogenesis and reconstruction of damaged tissue to re-
duce the abnormal growths of dermal papilla capillaries. Acitretin may suppress inflammatory reaction induced by T cells prolifera-
tion, reduce the pathological changes in patients with psoriasis. The combination of Danhuai Yinxue Concentrated Pill and Acitretin
has synergistic effects and enhance curative effects.
Key Words Danhuai Yinxue Concentrated Pill; Psoriasis; Vascular endothelial growth factor; Receptor; Dermal papillary vascu-
lar density

hESZESR275.9 X EFRIRAS A doi:10.3969/j. issn. 1673 —7202.2016. 11. 022

BRI PR BOE) , AR 927, LA i B e 3 FRIERS O 3, A B A B i 2 A AR AL A4

FERIUH WAL B ARG T (45 :2014CFB360)




- 2294 -

WORLD CHINESE MEDICINE  November 2016, Vol. 11,No. 11

LT 29, ELHE L% I 4 | I 08805 AE 77 T B X
PRz 4" BB R R &L B AT e, B
T 22002 2 ) T S e R 3 U R 7 a7
K VEGF ¥4 215 i, VEGF J&— Py B4 1 i 42
A A PR -, B (i 22 0l A8 3% 1 4 o 5 i
N R AR S AT R AR SRR L R IE R I
T WUE VEGF JZ HAZ {& HIT-1 KDR 4t 2% 5 51
5 , ML PN R BB AR FFIE S o MHLRHSHT S TR
GBE ST AR SN, L L 0 L BRI B, T
B IR VEGF Jx HAZ {& HIT-1 KDR 2 [&] ¥ - ffif 3¢
#,VEGF [ H: Az & HIT-1 KDR ¥ i 8 i B 3Rk .
) R L S B A P e G A 0 T I E AR S e
R, B E B TN E A AR S e R
T PR AR AT, T Ik E A0 M Y i G 08 R B 3
8 P B A T AN BF Y T S L VEGE DL A2
{4 HIT-1,KDR 4347 (AR SR 58 PR AR T e 45 L
A BTAE A 3697 4R B 9 AL, DARA A I PRIA T 4R
JE IR R PR LR BIRIT T & o

1 #ERE5FE

L1 Rkl P 2013 462 A % 2015 46 1 A
B ERL 2014 45 2 H 2 2015 4F 2 H ik i 306
AR B i 4% ABeJe G o3 PHRR A . B4E A 2, Bk
BIRITYL, Rl 102 f], FEXFFEBE 2013 42 H LU
HHIAE Y 102 51 4 8 9k s 9] A [ s a0, DA
102 fil X Bl . XFREAL B, B8 49 o], % 53
B, W19 ~89 %, AL 1 ~44 4, Bf4E A 445
S0 {9, 4 52 M, AEHL 17 ~88 %, SEAR 1.2 ~42
A PHRZES 51 4] 2 51 49, 4E 1% 18 ~89 %, e
1.1 ~43 45, BAIRYr 4 50 fil % 52 i, 4% 19
~87 % AR 1 ~45 4, 4 dUm BITEM N A8 e
RS ML Z R LRI E L (P >0.05), B
Al LeE, ARG R S, R 2 AR = &
RIT .

1.2 2WitsifE 2B AR P B I R I AT
SFREIRZE A L B R AP T2 W, iSRS
R R IR R 8 6 £ 12 W bR U , 45 5 T I
— IS W AR JE - 1) 3 Auspitz fiE BHME
R A5 35 ELA SR () R i R S 52 ) B R
DAEEAS B | oo ARG A RBE AAb i B B A A
A, R LR FAE SR RN 2> HL R B T AE,
2 R JEE AL 20 i SR 4 T 52 N BT TR B Mun-
ro /NHZ , bk L A0 IR T LR VR 2 LA 5 3) JUERYT
HIF 1 AN PR e e i 50) PR AR S e 4 AL (BT
A A TS [ R SR 25 W, BB E M B IS A A

RPR [ TPPA BAPE, il bR F BUAS A HIV )il B 1
HL A o JHT T RE A A AR

L3 R R AR R, AR 52 ] o A,
Xof BRZH LA VA T LA So g2 AT | He Bt S [ Wil R 25 24
PHHER AR AT AE 16T R 3, AR R AR 195 1K
B AN R NS . PHREAE XS BRALIR TRl o
FHP AR TS e 4 A (R e TTAA Hh BE A5 e 15 Bt wF ol
FUAS 1 g/ 3L, 41651090801 ) 5 B4k A 2H 7E X FRZH G
Pl b TR IR B IR R B A A FOR (FE R IR 245
AIRAF] 10 mg, $t5:20010126) ; 5697 HE H
FPHREL G e S BT 2E A BCF 4 4w 197 A 45 Oy
21 d,

L4 JrRbnifE 2 BRE P BE 28 R BRI
BT RRIE) H A S TR R o YR R
IR 95% LA b A ARE 0 K2 TH IR 60% ~
95% ; - %% - 4L ik K 12 T IR 7 30% LA FH AN F|
60% ; TCRL: AR THIBBUA L 30% i@ = 16 /@
B BBIE x 100% , SARCR = HEBIE + A3
%) 7 B x 100% o

L5 dsts  SWSCkRE" , Ty aiE 45
FIDK UL KL T 9k EL A, 53 3] HBCRE 5 AR T o
BRI AL H L, B AE & - 30 CARIR kAR R A7 LA %
VEGF 70T o SR FHRUHTAR P 25 e 0 Tt HEK 4 952 Wi
B (ELISA ) I 7 4% 2H A8 #5418 o A B 0 Al v 2H 21
VEGF, VFLT-1, KDR & H 3 ik 19 5% %8 & ( Optical
Density,0D) OD f& i il B K 45 A< BF 85, 3 000 v/
min 0> 30 min, B EIE R (FRIUAEAS ) PR &
FREEA I A B S 9L VEGF By BEHT A W]
bRt gt b, 37 CHLE 30 min, PEVR S H50 A BG
P LAEM, 5T 37 CTFIRE 30 min J5 PEHER 20k
G WET ARUTMAJEY A B IRYITE AR A1k
P HEAL T e A W8 6 W), ZERR A F R 728 Ji 8
o, G ) TR TR 5 FE i VEGE ¥ i 52 1E kb, i SP-
Max 3500FL %1 £ D fE9EOGREHR L T 450 nm KT
& VEGF (1) OD {1, % £ dHbrA i 4T RNA $2 5L, 2k
FH I 5% 3 - B G 4% [ v ( Reverse Transcription Poly-
merase Chain Reaction, RT-PCR) | 7Z & & VEGF-
mRNA ik /KF-, VEGF SL 35 kK 1 1 (VCCI)
ELISA 351 & (] K Bilg gk A= YRk A IRA W
fit5-: mi021457 ) , $2 B mRNA 5 1) Az [ 4% 5% 12 )
(22 Invitrogen 2\ F]) o

1.6 SiilswJrik  SKRH] SPSS 19.0 SEil#ft kA7
Bl b, LA LA (2 +5) FoR 06T 2 Al 1Y
PR R T 22 R 3R J7 22 53 A, AL TR0 A4 i e 22 57 46



TS R 2

2016 4F 11 J45 11 555 11 )

- 2295 -

R X K, AR A4 22 PR 2R 437 43 3R FE AL 1) 7
2% Cmhy® #6 35, 5 W He 4Rk A LSD-t #6365, DA P <
0.05 Ry AT L,

2 SR

2.1 AHBFHEEBME 4 ABEFRITATEAE AR
2P B2 1 B 40, o 3RS A L B2 A = ad B Ak 5T
FRIER H )R AR R L 2 v B2 A 240 322 v B
S FE N M Kl A R AR B R e A . 7R
IGYT 21 d 5, X BRZH B 460 i AR e e, (B A3 AR A AT
ARG T B e, 2= K B 145 4% 46 W) dnd Dl %
ARTE R PHEAYTAIL X B . B 24 B 2
A AT TTAING £ 58 B b 3 A3
Bo BEATRITAME TR 4E A 4G IR F B, K Bl
&, TAIG AT Rk 52 2 THIR

2.2 A QREBIIT AL XM HERABRAMER
62.74% , J ¥ 41 J B 4 A 21 B A WK 4 B A
73.52% 80.39% , 5% AL L (P <0.05) ,{H 2 4]
B L # (P > 0.05), HKA 69T 41 B A 8% ik
91. 17% , 5x MR FHERAH SR P4 A A i, 22 57
AGitFE X (P<0.05), k1,

2.3 4 HBF FRIRAL VEGF  VEGFmRNA ik &
T bk B2 40 B 3 5 b g X R4 B 45 41 40 VEGF
VEGFmRNA ARG, 55X 4L b #, P <0.05;
M4 VARYT G VEGF \VEGFmRNA 33K, 5X] 2 JoA<
HIRITAT A, Z R AR E L (P<0.05), HT
I L 24 P 1 5 e B S 2 Ak YR T T RS e R AR k(P
>0.05) ;f4E A 413497 )5 VEGF . VEGFmRNA ik
TCHA A8 Ak, T ik T8 40 M R A dak | 5500 BEZH Je AR 20
IRITHTEL B (P <0.05) . KA IRYT 4l VEGF | VEG-
FmRNA S T 3 20 B 24 AR D 8, 5 A 2 B By 4
A (P <0.05), W2,

2.4 4 HBE R4 L HIT-1 KDR J2 MVD H 4%
XTHE 20 HIT-1, KDR 34 97 /i /5 JC Wl W 22 4k (P >
0.05) ,MVD F&{f (P <0.05) ; FH#E £ 40 HIT-1, KDR
J MVD 3697 Fa B S FEAIG, 53R 7 B SOR RRZH T3,
ZRAGIHFE (P <0.05); fl4E A 41 HIT-1,
KDR &7 A5 To B 2 A8 fb, MVD FEAIG, 5% B4 e
(P <0.05) ; BEAVA 4L HIT-1 KDR Jz MVD H&
R, 5P S BT A 4L (P <0.05), U
%3,

x1 4 BRI (n=102,x +5)
415 THH(% ) B %) (% ) TR % ) SATROR(% )
Xif BE 21 36(35.29) 28(27.45) 20(19. 60) 18(17.64) 62.74
FHEZH 40(39.21) 35(34.31) 14(13.72) 13(12.74) 73.52"
BTfE A 41 44(43.13) 38(37.25) 11(10.78) 9(8.82) 80. 39 *
BRAIRITA 50(49.01) *24 43(42.15) * 04 6(5.88) 3(2.94) *0A 91.17*~4

T A B LA P <0. 053 S AHRAL LA P <0. 055 5 B4k A 21 Hee, 4 P <0. 05,

R2 AABEFRHALR VECFVECFmRNA RiZRK T M EMMIGTALLE (0 =102,x £5)

w151 _ XECF(pymL? : i VEﬁFmRNA(pg/‘mL) i AT%‘FE?H}H@
JRITHI BITIE TRITHI BITIE JRITHI BITIE
X A4 150. 42 +£10. 21 115.97 £7.33 1.85£0.11 1.54 £0.10 102.82+10.11  97.74 £9.18
FHRA 152.01 =11. 82 96.23 +8.01*%  1.87+0.12 0.89+0.11*%  107.82 +10.45 92.74 £7. 11
B2 A 21 150. 54 +10. 33 109. 37 +8. 15 1.79 +0. 10 1.51 +0.08 105.77 £9. 19 85.64 +7.0824
RGBT 151.59 +10.70 76.65 £6. 15240 1.84 +0.09 0.60 £0.06245  104.85 +9.09 71.21 +6.42540

TESGIRITRT LR * P <0. 055 5% BRAH L A P <0. 05 5 54 L A P <0. 055 5 F 4k A 20 e ,D P <0.05,

x3 4AHEBERMALR HIT-I.KDR K MVD b (n =102,x =)

4151 - EIT-I(pg/mL? i J(DR(pg/mL)‘ i LMDV(pg/mL) i
bepagill BITIE bepagili BITIE b=y agill BITIE
pogiEA| 6.18 +0.29 5.92 +0.30 5.89 £0.19 5.79 0. 27 18.45 £2.36 9.45 +1.05
FHRLH 6.64 +0.23 3.97£0.20* 4 5.85+0.22 3.64+0.13*2  19.39 2,61 7.01 +0. 62
R4 A 2H 6.29 +0.33 5.94 +0.33 6.00 +0.24 5.70 £0.23 18.59 £2.57 6.83 £2.2124
BAIRIT A 6.18 +0. 31 2.54+0.16%4H 5,99 £0.23 2.77 +0.19240  18.42 +2.31 4.12 +1.97440

TE: HIRTFHTELE " P <0. 05 S0t BRAL LA A P <0. 05 5 PH AL L A P <0. 055 B4 A 41 L4, D P <0.05,
3 iTig PR | B B S S 3 A O, b T bk 2 4
BB e — RIS M R T B L B R, BT SEAE RSO R L A3 WA T RS R 2 R R 1Y
[P 32 Rk SR R VERRR R, B St BEER AWTRESEURIER &R . ForiT g R VEGF K



- 2296 -

WORLD CHINESE MEDICINE  November 2016, Vol. 11,No. 11

32 A3 FLT-1,KDR 5545 8 5 s B 00028 528 F A
0 th VEGF il 5 19 3 B 145 30 8 4 45
PR R 0 L S R A e S5 8 o i T
R SRR, MVD 5 i 3 5, 26 Bz 40 i 46 5 5 (e £
AR 4 B2 LA 5 5K 249 T o0 5 5 B 4 B s
PER S ITAESR W ST & BN VEGE i i Fe 3k Al
WA /NI LA 000 B IR L P B2 200 4
ST 5 S I A AR S

R EEIRYT RS A KSR L, AT KUE KT,
FRARL B W4 AL FHS: MR B L SE R IS I L
AT HUBE R RN B B S G AL g T AR AT
W, FYE PSR CEE R AN S Oy R
BBy, A T PR TR LB LR R I I
et . Mg R I, BAIRIT 4R E AT IR VEGE
VEGFmRNA 33k K& H 52 & HIT-1, KDR, MVD B
REAG, UL PR S v 46 JL LA i) VEGF 3 34 1)
VEFR, ELBT4E A WA 10 T 40 MO B VR . A ok
H# VEGF \VEGFmRNA ik & H 57 {& HIT-1 KDR
PSR, JEAE VEGE JIBAE TR 1 B MVD, it
B VEGF .VEGFmRNA ik ) H. & {& HIT-1 KDR 5
SRR R A T AR DG R AR I PR W 2 i 52
HIT-1 KDR 7EA4R 5 o5 K 45 Il /8 P 5z 4 AN 4 #
JF B4 i 1) f 2 3 VEGF 5 KDR., i Fi PR AR
JBueds IiE97 21 d )5, VEGF M FH 4% /4K HIT-1 KDR
TR R T M I FEAR T, B 25 5 REIR
WP TE AT B B2 | R R AT
PSRRI LB T A S o 2 R /N BRI LA
YIRS PR 25 PT A I 2 S s 0 1l S
i ARG I R 2, ( R AR i 8PS %
Pemt, HARURGTIESE SFS R BA I, 3
RS2SR S2 HHLAA F5 0 Ca® " NI, B ATP 5
P, WA S LA M WL OB R BRI . AR
WL A HEE AR K BT H FE 3, DL E 2
AT I M PATE VP R | UL 3 I 06 308 Ik 4% T A B
1RBE . BFFRRET, T I L 40 i vl 3E o A B i35 AL R
Tife 22 0 240 i DR T fk 42 48 P S8, S 12
22N S INE AR B K . TEARIRIT I, 2
A A TP KA S 2, 2 PR ) 3 B2
T 240 IR B R 2 K 1 R S R N AR
TE AR 734k, [ st A 10 o) £ BT RO 40 e 3
1 AR MR At | B Y 2 e 40 4 Al g g 45
VEFIN S B4 A 23697 5 S e e T Ik 0 20 i B
BT, EUERTAE A B A0 T 40 45 AV
TEARMEGE HPFRATTIE A BE PR AR T e 4 JLELA 55 Pl 4

A AR A T 9k I 40 0 54 L (E X R AR
MBABTYE A B2, HIL25 AR 2 2%, RE R $2 4l
R RO SRR

25 BRI, PR RS W 4 AU RA BT i o i

BRI AU N B VEGE 73 86 BT VEGEF

5K HIT-1 KDR £54, 0 26 B2 i 2 4B T

MAE5H AR A, A% 52 14 HIT-1,KDR 7E4R )% 9 A

IR JO A0 A B R LR A A bk B4k A

il T 2 ML 5 AT 1Y 9P SO, R ARG B B LSk Bl i,

) S A T K 30 R R i o LR

S 3k

[L)ZEARRK. vh B 253697 B s i S e 25 L o A L] i SR b R
24§,2013,8(4) :453455.

(2]Z=30M, B/NT, R, 45, 2P BGE 7 %t 5 BAR e 9 1M AIE 8
1fiL TNF-a N2 VEGF fyszma [ J]. Bevg H B ,2014,35(9) ;. 1211-
1213.

(3T BRHa, e, 22/ M. BT 2 A 3R Y7 55 LR G (97 80058
XA L VEGE Sk 2 [ J]. BURSE IR 4%,2012,24 (12) ¢
1395-1396.

(4258, oK AL, £ 4%, 5. Bm e B3 BBk vh AL 1012 T bk T 4
FORGEI [T ] shAe e A A ,2014,47 (11) :800-802.

[STaRABIL. B IR R = [ M. 5 B b at: AR T A= i jiAt, 2004
110-113.

(6] E42E, BN AG. FIMRARJE ¥ 4 JLIA YT 57 BLAR 8 3 264 il IR
MZELT]. P PR 2514 ,2008,15(6) 474475,

[7]0zmen S, Ayhan S, Demir Y, et al. Impact of gradual blood flow in-
crease on ischaemia-reperfusion injury in the rat cremaster microcircu-
lation model[ J]. J Plast Reconstr Aesthet Surg,2008,61(8) :939-
48.

(8] Higil, E3CUe. P35 T Ik 40 M Fn Th7 20 i 55 8 8 i (1 oF
FEHERELT] . 1 BR B R 7 2%, 2012,38(5) :313-315.

(O TXMRAS , bt , 5 bk B 4R g 5 AR SR B AR A TR 2 [0 ]
S R i 4Rk, 2014, (6) 1444446 ,449.

[10]Li N,Zhao G,Chen T, et al. Nucleolar protein CSIG is required for
p33ING1 function in UV-induced apoptosis [ J]. Cell Death Dis,
2012,3:€283.

(U1 B, S8R Wi b 75 FIHARERIS e 4 AU %ok 45 o A 28 B 1 8 P
BAERKNEF R ZERENFEE[T]. B E 2k,
2016,38(4) :345-349.

(2] E =, Wz, RGEF, 55 SRR % i X OB i 48 %
I B S RE MG S I L] B 519 ,2015,37 (1) :53-54.

(1300 SOk, XM, T 58, 45 /N B0 AE JhE /IS BRI [543 Wb
FAEE S A (T]. P E P 252238,2010,35(11) - 1474-
1477.

(14 ]XIMBAL. B2t A B2 3 vh i 28 AP IR YT 65 151 o 3 B 5 Y
BB ROREE 1], B E 2 5164 ,2012,12(6) :786-787.

(ISTRSISC, BB, iR R , &5 . JEAT H0 5 AR v B3 B-3% 210
£ VEGF 1 VEGFR-2 i mRNA 2k [T]. b [ B E o 27 2
5,2015,1(1) :29-31.

(2015 —11 -16 ¥ A5 A% 290)



