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2012 4F 10 e H A BB IR Sy BHE: BE 38 h 555 2 LA (PM) / 2 ILAE ( DM) 2 BibR i) 61 14l
BAEVENIRBILL, TR EE 48 MR AT AR AT BRZE 4 S IR B i I a2 i 3 T 780 5t SR A WA i 1l
(DNase | ) ¥, 15 8 3 MU0 2246 AR EATAHOCME 4347 . 7F DNase [ 114 52 15 %) A8 287 1 25 v 92 o 10 T 2
DNase | FIfHERF %R EGF ( MNase ) , HE— 404 DNase 1 iETEZWIIRN . 458 DNase | 617 PM/DM 41
(0. 3353 £0. 1894 ) U/ml, i F AL T X BAZH [ (0. 5441 +0.2536 ) U/ml, P <0.0001 ], 36 4] DNase I itk
AR AR M R N AN E A T4 DNase 15, 11 49 58 200 1 AR fE W A &2 DNase 1 36 1, T 430
MNase J& , B & MK XY dsDNA ﬂ‘]l‘%ﬁ?%%‘wﬁg,lﬁé%ﬁ%%%[ﬂliﬁ*ﬁﬁ DNase I F5ESPEINSIF . A
KPR 7S DNase 1 W6 PE 5 L3 BREE M (r =0.366, P =0.005) 1 IgG (r =0.322,P =0.012) 2 FHH %,
5t PM/DM R I3 DNase 1 54 o (I e Bt B 554 PM/DM U 1137 R 77 7E DNase [ A9%FRSPEM
Hil7 ; DNase 1 B9 P32 nTREFE PM/DM A9 ke —EEH .
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[ Abstract] Objective
dermatomyositis ( DM ). Methods
(December 2011 to October 2012) ,61 patients who satisfied the Bohan & Peter criteria for PM /DM were recruited

To investigate activity of plasma DNase I in patients with polymyositis ( PM) and
From the Department of Rheumatology of China-Japan Friendship Hospital

for this study. To form a control group ,48 age and sex-matched healthy Chinese adults were selected during the same
period. DNase I activity was measured by radial enzyme -diffusion method. The mechanism of impaired DNase I
activity was further analyzed by adding exogenous DNase I and MNase to plasma samples. Correlation analysis were
performed between DNase I activity and other serological items . Results DNase I activity in PM/DM group was
(0.3353 0. 1894 ) U/ml, significantly lower than that in healthy control group [ (0.5441 +0.2536 ) U/ml, P <
0. 0001 ]. Eleven patients with PM/DM cannot completely restore DNase I activity by adding exogenous DNase I but
restore DNase | activity after being added MNase , indicating specific inhibitor of DNase I occurring in plasma of
these patients. DNase [ activity positively correlated with globulin (r =0.366,P =0.005) and IgG (r =0.322,P =
0.012). Conclusion
plasma of a subset of PM/DM patients. Impaired DNase | activity may play a role in pathogenesis of PM /DM.

DNase I activity is impaired in PM/DM patients. Specific inhibitors of DNase I occur in
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(systemic lupus eythematosus , SLE) H', H SHUIRAYIE B,
5 1 BB SR BAZ BRI ( DNase 1) BT 14 32 452 1 1
DT I T R S AT T LB A 2 B
PERLAN S AE I J8C PR 20 i A1 0 AR B BiF ( neutrophil
extracellular trap ,NET) 23438 I 48 K AR 0995 I 12k
Pyr [ R T Z2 R A% N R N o3, 2R A g

IR, 350 T M TSR B B IR DNase 1
TRk A dsDNA FORE SRR VIR ™ SR s vk
Z R ANGE B oy B A 08 T 6% 5 R NET, 23 22 1998 #R 1
Ji#15 DNA ( circulating cell-free DNA , fDNA ) 7] DL 5 £
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HBEHE U A W IR B A I TR A7 78, 38 % AL
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IMIEE ST RE S R B BURIIE R PM/
DM £ [ Bt 2 M0 , DNase T 76 & 95 Hh ) 4
PR, ARBFFTMSE DNase T BTG, S0HT GG 2452
T SRR 5 0 PR LG 2 B AR A — AR S 1k 23 B, BRI
IR/
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1. —f&%ERE2011 4E 12 J E 2012 4£10 H7EHh A
R BEBAEREIAITHY 61 1] PM/DM & 2 B/P 2K
PR VR PM/DM 4, HEBRAR I & A G &
G PR BT Gy, 48 51 [R I 1A SR 4 TG I 17 fe B
BIBHVE XTI A AR TR LR 1, PRk H
RIFERMRREE RS E, MRS 5H% 210
10 ml,3000 rpm/min &[> 10 min, IM13% 0.5 ml 733 )5

—30 CERAF, TR 2% DNase 1 764

2. IMEFTORE I B A48 B2 B B T T R e
BB S b RIS 31 1 B AR | 2140 M D TRE % (erythro-
cyte sedimentation rate , ESR ) | C-Jz N 85 [ | #MA& | 3%
BREE M R AR T BREE T WLRR K ( crea-
tine kinase ,CK) LR ] T/ ( CK-MB) S50k,

3. DNase I i M (0 22 o SR FH 4R AR B 10725
DNase [ 351" %353 TXHEY) dsDNA 1 [ i, B
il %4 dsDNA ( Sigma ) FIHZFR Y4} Sybr Green ( Sigma )
FIBNEARE ( Biowest ) &K, FH IML2E I B A A JIE Y dsDNA
Je FHEEIE AR R g i B AL, AR DB . 4 H
ARME dsDNA FH ZE 1 K #5 % 8 5 me/ml 1Y 5 W R
1.86 ml,DNase I 9 2% #f' % (10 mmol/L Tris-HCl pH
7.5, 10 mmol/L. MgCl,, 2 mmol/L. CaCl,, 50 mmol/L
NaCl) Bt 18. 14 ml,Sybr Green 8 10 wl, B4 5 M2
40 ~50 °C , ALl 20 ml 2% (A BEIEFHEE IS AR IR RS 2 40
~50 CHHS5FECHI G TR AR ST B EILA 96 LA
BRI AR 5 T, R B S LA 100wl TSk in A

2 wlifii 3, FHE FHE BE A9 DNasel( Worthington Biochemi -
cal Corporation ) BCHilARAE S, BALITAM 1.1 U/ml £ Eb
FiBe3]0.034 U/ml Y DNase I SpdfEin 4 2 pl, BH B
BB O FHOE 37 CIRAIEET 12 h, BRBE RS
FAIR,IPP 6. 0 B i, 18 1 N B SUR R G it
$&AY DNase I ARifi 7K i IS DNA F 1 FR, 2P Tl AR
TR TR P

4. Geita# 534 . KR Graphpad Prism 5 B4 T2H
[ EG AR ] B A A IE A 20 A (95K Student’s ¢ 46
55, A IEA 5345 1) R A Mann-Whitney U K356, #H
KAESTHT R SPSS 17.0 4, P <0.05 N h2E R H
Byt L,

# R

1. DNase | MWEPEZE P4 0 bo 4. an A 2A fr
7~ ,DNase | 7 P:7E PM/DM £H 4 (0. 3353 £0. 1894 ) U/
ml, 5 0 T B X R4 [ (0. 5441 +0.2536 ) U/ml, P
<0.0001 ],

2. DNase I 7152 451 i8) 43 Br . 395 45 it & o) A 2
DNase I 7658 25 E DL 80/E U005 (E 2A),
DNase I iEHEARTEE 25 4000540 36 4 PM/DM &
(B 2C) Fn 9 il fi Xt B8 (K] 2B) #F— 2 DNase 1
TEMESZ IR R AT, AEaX 6272 10 3 o A EE 41
AAMIEPE DNase 1, 2846 250 ng/ml (0.55 U/ml) , 5
JHARSTIREEY B2 DNase 1 361, 11 4] PM/DM
H NG K WS RIS DA A% R B ( MNase ) il
X 11 B i b, 25 5 R IR MNase {51458
EARZMIKEEW (E2D)

3. DNase I 715 LI 2~ 38 A5 09 AH 5 4 0 17
DNase [ i1 53R&EH (r =0.366, P =0.005 ) 1 IgG (r
=0.322,P=0.012) 2IFAX(F£2).

4. DNase I {ETEEARFW41 PM/DM & H1 ) L
.61 BIERE A 6 BT Jo-1 Folk BHYE, Fi Jo-1 LA
FH 20 HR 3 A9 I DNase T 35 PEAR T B 40 1 3

R LR ARHIE HUEL

215 15145 B2 () (D xxs) ILD( +/ - ,#1) Anti-Jo-1( +/ - )  ANA( +/ -, fi)
Xf B 21 48 14/34 41.79 £15.07 0/48 0/48 0/48
PM/DM 61 19/42 43.73 £16. 11 22/39 6/55 24/37
TE:PM . 2 VRIS s DM : B JL8 5 TLD ¢ 18] S5 PR i 530 s ANA . iR bk
2 DNase | SLHAR IO

E =2 ESR G N ANA IgG IgM c3 C4 CRP CK CK-MB
rH 0.182 0. 366 -0.150  0.092 0.322 0.213 0.162 -0.008 -0.084 -0.167  0.089  0.034
PfE 0.165 0. 005 0.248 0.478 0.012 0.102 0.220 0.953 0.527 0.222 0. 495 0.794
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(E3)  HZE58A BEEE ;DM B35 19 B
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AWFFE K P PM/DM B % DNase [ 3 M8 BAK T
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VT SR A0 M AR SR PR 240 o ol LR TP 3%, I T
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TEAHEVES M & B, DNase [ {6 7E 5 103K BR & 1
H1 1gG S 1EAH G, 7 5 L4 %5 0 15 M B AH G 1Y ESR
CRP .CK ,CK-MB Fl AST %548 #5JC I B AH M, X —
ST RE 5 IRAT BTk 09 1 T AT /NS A3 S BT R
i, i —EB oAb FRE A G, A S PURIIE U
H B w5 . EARIEFE h %A &P DNase | 5
H S PR, X AT RES A SPUIR B R RKA
Xy B Jo-1 BUASE PM/DM BRSSP UA I et
Jo-1 HUMA BRI IREA S B AR AR % B, DNase T {14
FEPL Jo-1 PUAAR PHAE i FE A v B I B M B FE AR,
ILD J&5%0H PM/DM TS (R EfER & A
g 19 i DM B3 A ILD, XT84 ILD Aok & ILD
19 DM 5 I T B R B, A TLD 1) DM 83 DNase
[ R TRH ILD i DM i, $2/% DNase [ I HELE
DM &4 ILD 1y &bk —EEH .

M DNase | 1E R ZJYAE SLE 697 A P 2%
iR (E B A BB ARG BR84S 3 WA
DNase | 7 SLE i 26 W ] 68 36 43 J2& i F 1 2%
DNase I FHIHIFITE, XFRNAFAE DNase T #1415
) PM/DM fE3, AT LA 25 i (o P JFG Al ) A e 2 358 o
NET KAHT-0 A, LAk r= A B B n] g

25 F TR 34> PM/DM 3 12 rP777E DNase |
(R SPE R, {8 DNase T (975 MEBH B2 300 HE)
DNase I 15452 51 Al REAE PM/DM 114 & 9% e — < 1B
R HIETRES 578 DM &S IFH9 ILD H, DM &
FER ILD P22l T DNase | ANAEREAR NET AZVEH
T B2 WIS JHIESE
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