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Relationship Between Three TCM Syndromes of Psoriasis and JAK/STAT Signaling Pathway
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( Dongzhimen Hospital of Beijing University of Chinese Medicine, Beijing 100007, China)
Abstract Objective: To observe the differences between blood heat syndrome, blood dryness syndrome and blood stasis syndrome
of psoriasis in JAK/STAT signaling pathways. Methods: A total of 18 psoriasis cases in our hospital were divided into 3 groups
based on TCM syndrome differentiation. The three groups were blood heat syndrome group, blood dryness syndrome group and
blood stasis syndrome group. And 6 healthy participants also participated in the trail. Their general information was recorded. RT-
PCR was employed to test the difference of IL-22R1, JAKI, STAT3 and c-myc in participants’ skin tissue samples. Results:The
gene transcription correlation test among 24 psoriasis patients show that IL-22R1, JAK1, STAT3 and c-myc were all positively cor-
related to each other (P <0.05 or P <0.01). The gene transcriptions of IL-22R1, JAKI, STAT3 and c¢-myc in blood heat group
were significantly higher than healthy case group (P <0.01). In blood dryness group, gene transcription of IL-22R1, JAKI and
STAT3 were higher than healthy group (P <0.05). Conclusion; The active status of JAK/STAT signaling pathway could be an
important factor in the formation of psoriasis blood heat syndrome. While the JAK/STAT signaling pathway may result in blood heat
syndrome turning into blood dryness syndrome and blood stasis syndrome.
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Pz P LA PR | MHEE | AR IR 6 4], 352
2013 4£ 10 JJ 2 2014 4E 10 H AR BT TERE R IKFH]
AR BRI o IR H X IR N K k421 6
BIBCE AR AT TBERE T AR ERIE LK. i =2
WE T 2 N R 2SN 23R 97, B ik A
JHE VB R i AR G0 A 7 i R R MR . A B IR 2R
SUREA IR J5 7 R AR, R4
1.2 R5F] Trizol W B 3& & Invitrogen 2\ 7] ; RNA #2
U & (L5 : CW0581) , J2 % 5% <DNA A i il 7
& (4t 5. CW0744 ), PCR 4 1% 57 & (4t 5.
CWO716A ) #40 5 b Fe 40 A 7]
L3 J5ik
1.3.1 5|¥& HNZEE B-actin L M IL-22R1
JAKI ,STAT3 C-mye 9319y 1 F¥# 4 T45 7l & 1,
519 55T« B-actin _E 751 #) 5'-TGACGTGGA-
CATCCGCAAAG-3', T iif51 ¥ 5'-CTGGAAGGTGGA-
CAGCGAGG-3";IL-22R1 L5 |¥) 5'-TTTCAGCTTT-
GCTCTGGTCA-3', T 5|4 5 -GGTGGCTTGAGGG-
TAGTGTG-3"; JAK1 E #5149 5'-AGTGCCCTGAGC-
TACTTGGA-3', Fii#5|4 5'-AGGTCAGCCAGCTCCT-
TACA-3"; STAT3 [ {iE5| 4 5'-GGAGGAGGCATTCG-
GAAG-3', T 5|4 5'-ATCTGTGTGACACCAACGA-
3";C-myc F 75|49 5'-CGTCCTCGGATTCTCTGCTC-
3", FiE514 5'-GCTGGTGCATTTTCGGTTGT-3'
1.3.2 FEAC RNA 4RO EEAiEE A 1 mL
Trizol, 7EW L T WHE 50 mg BRI ZUREAS , S UL IR
FieR 0 B B AT, BRI RIEL RNA F 8¢ 50 £
FEHAE S 0D/ O [ HEAE (1.8 ~2.0) , 2
RNA ¥R 2 x OD,o SRIG LA 2 L loading buffer
A8 wL S b, FEAT 3l bl 8 e 0647 L Tk, A
RELIAE A 2 7 R
1.3.3 cDNA &% K JC RNA fifi/K 11 pL AHHg 2
ulL,oligo dT 2 WL AL A REERH % 1 25.0BL 00
65 CFIHE 5 min,f£ 4 °CF 10 min, fE[A] iR
SOV AEFIMA S x RT mix 4wl Enzyme Mix 1 uL, 2
EEOHLE L JEAE 37 C TR 40 min, 70 CLRR
10 min, $RJS7E -20 CHRIIRAAE T,
1.3.4 PCR i FERMWEHIMA 10 pL 2 x PCR
Mixture 10 pM F FHF51 94 1 ul.cDNA # 4y 2
WL RNA B 6 wL FLAL 20wl JZ Ik %, 1AL
JEWCE PCR 98 25 N #7214 95 °C 10 min, (95 C
155,59 °C 60 s) x 30 DMEH B 1™ Py kA7 B
FORBRE I P UK, AR SRR AR I
1.3.5 KB AEdEALE T GelPro3. 2 &4

Wi & %5 % B-actin, IL-22R1 , JAK1  STAT3 | C-myc [
P14 W) AT K BEAB 53 B, 1155 IL-22R1/B-actin |
JAK1/B-actin, STAT3/B-actin, C-myc/B-actin F b,
{8, LA A% 32 IL-22R1 . JAKL  STAT3 , C-myc [ mR-
NA HH%F 7K o

1.4 SibJrik SR SPSS 20.0 #EAT 4041240
B BT R AT R R, T OB LA E
+ PR 2E (x = 5) FRon, BN R 7 22 0B R H One
Way ANOVA K555 [F]EFEA T80 AH G407, IEZS
G A g 12 ] Pearson AH ¢, HE 1E 25 43 11 £l i H
Spearman fH3&,

M 1 2 3 4
IL-22R1 _ 194bp

B KA RT-PCR 48

M. DNA 4 THbbR s L IE# AZL52. 1 BAGIE4 ;3.
MRS 4. A2
2 #R
2.1 ZlE— s AdUREREESE 13 4]
(5 72.2%) , 205 01 (5 27.8% ) , iE# N4H 5 3 4
(550% ) , 2 3 (i 50% ) , Vil o3 A 22 S o ge it
SR (P >0.05), AERE B H i KK 65
% /N30 B IR NFEIRER K 49 & B/ 33 %
Horpr, i HAGIEZH P-4 0% (48. 50 £8.55) %, IR
HVIAEIE (48. 67 £10.73) %, I MR IR 4H F- Y 4F 1%
(52.00 +12.36) %, IF % A4 4FE I8 (44.50 +
8.87) % , KX HF M i Z R EHITFE X (P>
0.05) . AZHHLE G B0, i PR 7 BE N
(12.67 +8.02) 4F, IfiL 5% i 41 °F- Y9 {8 by (10. 67 =
7.74) A IR UEAL - SAE R (16,33 + 11,57 ) 4F %%
MR EE S LRI E X (P >0.05), A4l
BRI B PASTIEAY, I AGIELLSF-24(E A (12. 30 +
8.96) , ML F-F{E 2 (11.26 5. 09) , M4 UEL
SERIE R (13.23 £9.79) , 4541 6] PASI ¥4 24 56
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Gt B X (P>0.05), ZiA#E —RIGHIZEST
GiiteE B0, AR AT Ee
2.2 PCR ¥4 XF PCR 4347yt 47 B e
EERCHL UK, L DNA #Ric Marker {2 B IL-22R1
() mRNA 338 F I A /NS 194bp, JAK1 3 371bp,
STAT3 & 174bp, C-myc & 380bp, B-actin Ay 205bp,
HEIAHRF. WK1,
2.3 IL-22R1 JAKI1  STAT3 . C-myc f{j mRNA 33k
MRS 2k szilE IL22R1 538 #% 7
JAK1 (r =0.42,P <0.05) ,STAT3 (r =0.59, P <
0.01) R IFEAE, 5iE B Fi#E F C-mye(r=0.60,P
<0.01) FIEM . JAKL 538 % P F STAT3 (r =
0.48,P <0.05) L IF M. STAT3 53 & F it 7
C-myc(r=0.56,P <0.01) B IFAH%,
2.4 RT-PCR Rl 4558 i@ P& 4 5k 52 14 1L-22R1
() mRNA 3k, ML FGIE | I 8E 2 B 8 & FIE R A,
ZRAGIEE (P <0.01) ; M IES EH A2
FIGEE (P >0.05) ;3 UERL 2 [A] FL A, it B4
UEHTR & T HSIE, 22 S A it # 5 L (P <0.01);
AR T SE , 25 A et 2# 2 L (P <0.05)
PG 7 JAKL i) mRNA 35, i #ik B & 7 1
N, ZERARIEE (P <0.01) 5 i k& T 1F
N, ERARIFE L (P <0.05) ; MHHES EH
N, ZEFIG R (P>0.05) ;3 ERLZ ], 22 57
TGt B X (P >0.05) , i@ #§HE F STAT3 ) mR-
NA ik, MPGE MR UE R & FIEW A 54
Gl X (P<0.01); MBSIER TIERW AN, 2546
il (P <0.05) ;3 UERL 22 Ja] Fb A, I 0IE )
FIMFIE, 22 R A 5= E L (P <0.05), @~
JiFHF C-myc i) mRNA 3Rk, i #40E B S & T IE %
N, ZFAGET 2 SC(P <0.01) 5 M FHIE | i fE
HIE#W ANZER IG5 L (P >0.05) ;3 JEAZ [
oA, I BAUE B 2 & T IS IE, 25 A Gt X
(P<0.01), W#E1,
3 itg

JAK/STAT 2 ¢y B8 28 4% W9 15 538 1, o0 A i
B SCHEIN T STAT3 SEM 40 pd 4 (K 7 ) . STAT3

(3G AL 38 1k SATA3 J3 1 i 2 IR 5% 35 110 ol R £ 1
SEERRY, B BR 1k 1) STAT3 JE B — S MRk A 41 it 4%
IS EONER=a2C KS W3 LB g5V = b R DS X Y A
A VH R B B 251 0 TL-22R1 J2 1122
FRSPESE A LS TR B T £ B FRGA T KCTY ) IL-
22 BEIE I IE AL AR e R KC R ) STAT3 {5 515 %
K 15 R A0 R R R R - Comye /8
C-mye JEARH B2 A ML K AR E R 1, i8S
S AR A B R m A 40 A S5
Z4HT(GL) WAFEA 2L (S) Mt T, /K
C-mye F215 i 40 i K8 38 5, i 40 Ak 32 20
TEHLJB G HE TR A, C-mye 3k @3 &1 i KC
FERBETE A, 2 B R A Al B A AL
NGRS o FEAHIESE b, FRATT 3 a0 R T
95 BB IR 40 20 IL-22R1  JAK1 .STAT3  C-myc i)
mRNA FEK 7K AR M & B, 4% 1 22 8] 24 5L 0F
Je o, UE B Bl 2 LA 5 3 B R Sk A2 A IL-22R1 2%
4, JAK1/STAT3 3 %36 fb FF ik, i H F C-mye [#)
mRNA Fk /KA BV Wi C-mye Fekién 3
B KC 3558 P8 R, 6 3 e B PR T R
LR R AR 2RI

“HEIM A A ISR SR i 9 1 S AR BEIE S
1O DA S SR g R I PR S, S H Il A
MARE | MLFAIE 3 AR B S AIE R Hov, o
PIE T DL 0 2 A A O PR 2 1) I 95
IMARESE AR AL o BT s Jo0 e ke 42 2%
FEERE 05N BB BELL B2 a2 K, ik 2e R
J&F M HGE SR B, I A 1T R B AR
VAR N 515 A5 SR AT 5 B0 i B, A
FET KR T & L1505 5 SR AT DY B, BUK B, I
T30  FRBHLIK 26 , WLIK 2% 37, Bz 460 S T L umt i1 37
TSGR UE 5 AT 2845 H A B4 A I, A= R A, L
R TR, B TR R | S A A A, i 2 A
ARWEFEH AT T i ARGIE | IFIE | (A E AR S
9% B iz 8 IL-22R1 JAK] (STAT3 C-myc fi) mR-
NA Zik, 255 585 JAKL/STAT3 {5558 I A0 24 1 7
() ek 2 B FGUE > I E > IS IE B R A I

&1 RER3 KERIERSEE NBBEHEXEFH mRNA RIZKF (2 +5,n=6)

i FAIE M5k Lk E®A F(x*) P
IL-22R1 0.38+0.06" *44 0.23 +0.05 0.31+0.09* 4 0.17 £0. 06 11.83 0. 00
JAK1 0.30 +0.06 "~ 0.24 +£0.04 0.27 £0.07 " 0.19 +0. 05 4.80 0.01
STAT3 0.35+0.08* *4 0.26 £0.06 " 0.30+0.05" " 0.18 £0.08 6.89 0. 00
C-myc 0.34 +0. 11"~ 0.20 £0.06%%  0.25+0.07 0.16 £0.09 5.00 0.01

TEFIERE AR, * 8 P <0.05, " " FR P <0.01; 5 M #GIE R, 22 R P <0.01; 5IHGIE R, 4 R P <0.05, 44 575 P <0.01,
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