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Hospital of Dazu District ,Chongging 402360 ,China)

[Abstract] Objective To investigate the effect of noninvasive-invasive-noninvasive sequential-mechanical-ven-
tilation in patients with acute respiratory distress syndrome (ARDS) caused by severe acute pancreatitis (SAP).
Methods 67 cases of patients with ARDS caused by SAP were enrolled in the research and divided into treatment
group (treated by noninvasive-invasive-noninvasive sequential-mechanical-ventilation) and control group (treated by
invasive-noninvasive sequential-mechanical-ventilation) according to the way of mechanical ventilation. The time of
invasive ventilation, the total time of mechanical ventilation, the incidence rate of ventilator associated pneumonia
(VAP) ,and the length of ICU stay were compared between two groups. Results The time of invasive ventilation, the

incidence rate of VAP and the length of ICU stay of treatment group were significantly lower than those of control

group (P <C0. 05). Conclusion

Noninvasive-invasive-noninvasive sequential-mechanical-ventilation shows better

effect than invasive-noninvasive sequential-mechanical-ventilation in patients with ARDS caused by SAP.
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acute respiratory distress syndrome;

sequential mechanical ventila-
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MM A (SevO,) >70% , [F) B M 45 28 2 (1 56 Al ok £F Bt e
75 L SAP 515 595 8 R FRAR 00 4 B R E 1 B0 55 E AT A 4K
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A7 R B AR 1 o 5 A8 M AR TE BERE B AT HEEE IR IR T 38 C
B F AU A 3~5 mL/kg, BFUEARAR T 30 R/ 435 PaO,/
FiO,>250 mm Hg, B 40380k T 10 X10° /L 80097 HI
Rt 2X10% /Ly i it 3 1 2 R s W W L 2 80 () 20 B) e
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T L (P>0.05), L% 1,

2.2 WRITRCRILE. RITE S IRIT A MBI ORI T
X HRAL, 22 A Gt L (P<C0.05) , L% 2,
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Detection and significance of serum interleukins in patients with rheumatoid arthritis”
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[Abstract] Objective
esis of rheumatoid arthritis (RA). Methods

To explore the roles of 11.-6,11.-17,11.-23 ,and C-reactive protein (CRP) in the nosogen-

Cytometric beads array (CBA) technology was used to detect the levels

of 1L-6,11-17,1L.-23 respectively in 60 cases of patients with active RA and 32 cases of healthy people (normal con-

trol group) ,and the levels of rheumatoid factor (RF) and CRP in the two groups were detected by immunoturbidime-

tric assay at the same time. Results

The levels of 1L-6 ,1L.-17,1L.-23 ,RF and CRP in serum of the active RA patients

were significantly higher than those of normal control group (P<C0. 05).

The RF level was positive correlated with

1L-17 level. The I1.-17 levels of the RA patients were significantly different among different age groups (P<Z0. 05).

Conclusion
one of the candidate marker for the diagnosis of RA.
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Z KR 2T 48 (RA)JZ L SC 7 W B i BB RIM A &
G E VB G 32 0 B AR S T db B 40 0 RN e A 4 18
P 98 PR VR I 22 T 240 i B b dme ¢ 5 BRI G Y T A
PEEIR A R R REIRT . RA R & L 2 4 it R 58 4
FHE RA B YA A A I 5 45 %0 RA 9206 B I 1 3h &
XJL%%’E BUHEZ, BAr. K L — R A2 KGR E F (RF)

C- B3 1 (CRP) S5 4% G 46 b ok FI K RA S E 101 A B
ﬁﬁﬂ#{ﬂl RA B I3 A 40 j A 2 (1IL)-6,1L-17 . 1L-23 /K
T BT RA B MG 1L-6,10L-17.1L-23 By /K F48 46 5 RA
BRI RS HRIEERENRR, @S RF Lﬁ IL-6,1L-17,
IL-23 .CRP WM S5 8T - S RA 1 R4 & 8 I IR 12 97 S it
EELIRTH
1 #EREHE
1.1 — %ok sl RA 5 60 il (RA 41) .30y 2012 4
5 H & 2013 4F 1 A AR P52 B BB 5 e 1112 B B iR % . 3
254 25 F RUIR IR 25 2 (ACR) 1987 4E 1517 H9 RA 2 Wi d7 2,
I HE R 2 PRI e R B oAt B B G g R L Hh 13
Bl 2z AT ) AR 22~87 %, F1(56. 22512, 90) %, 5P fik
SRS B 32 ), v 55 9 . % 23 L AR 31~66 X, -3
(52.53=7.90) % , 34 0y A Bt A4 A v 0> 2 52 R R 1) 48 R AT N
CHEBR IR Ay S n e 5 RA MR — R &) . A%
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rheumatoid factor;

1L-6,1L-17,and IL-23 play important roles in the nosogenesis of RA,and 1L.-17 is expected to become

C-reactive protein

W H FUEIEHT 3 A H P9 R IR 3 AT o] e s 0 okl ) B K
1.2 fAURE FrA 2R E B 1R i 2 6l B Bk . 5
mL, ¥ B REEH 1 h 5,4 000 r/min &0 10 min, 4055 1L »
—70 CUKA A7, FHF & IL-6.1L-17.1L-23 , RF.CRP ¥
KA,

1.3 Fik RAWIAZ EE A E AR (CBA)ME 41 i
B 10-6,11-17 . 11.-23 E@7J<¥ 228 BD 2w 1) BD FACS-
Caliber it 2 40 B {0 22 . 1570 #h 28 B BD 28 /) 4@ 4t 5 R e g
Lk . L Beckman 23 &) A2 77 (1) Array360 Rl 2 (43 B UK
Ml RF J CRP [y 7K F, i 5 i Beckman 73 &) $& 41k, 7™ 4% it ff
AR B AR AR R 356 IR A3 A T AR A

1.4 it b3 iR BOE ¥R 3R I SPSSIL. 5 e it %# 4Kk
AL AT G 5T IEAS A AT T 5 BRI T s RoR WA 43
A3 9 T R LA HR 7 800 2 37 B0 R) D [MI(Q) 1373 - 1 4 i)
IR B BCR F ¢ K 36 3% Wilcoxon Bk KL 56, 2 41 4 5K L 8K
KT 255 BT A& A3 BT R B 2 00 [T IH 5 40 26 2 . L P <
0.05 4 ZFH G EE XL

2 % R

2.1 P& R 8 AR KT Lo 5 4R X BT AH H L RA R
F ML H 1L-6.1L-17 . IL-23 \RF.CRP fy /K F ] & & . 2 =7
A28 L (P<0.05), )W 1,
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2.2 MCHEAT ¥ RA BRE MG RF 5 1L-6,1L-17 ,IL-23,
CRP # 4T £ I0i8 5 WIH 540 P40 47 . 45 R K W)L RF 5 1L-17
RIEAHSE(P=0.001), 5 HAh P 7 JoAH 5t (P=>0. 05) ,

2.3 REAEE A RA BE SN AT LB % RABH
AR 3 AR <50 F 4l (n=19).50~60 Z 4 (n=20) .=

60 B (n=21), REFERHN RA B #H 1L-6,1L-23, RF,
CRP Z [ £ R G128 X (P>>0.05) ;<50 41 5>60 %
4 RABEMIL-17 K FEZRBEHEITFE L (P=0.046), Il
%2,

®1 FEAH IL-6.1L-17,1L-23 RF.CRP JUEH R LK

" i 1L.-6 11.-17 11.-23 RF CRP
[pg/mL.M(Q)] [pg/mL,M(Q)] [pg/L.M(Q] (U/mL,z=£5) (mg/L,7%5)
RA %1 60 15.73(46.57) 44 0.00€0. 0022 6.68(19.93)24 939.50+63. 144 29.90+8. 682
fdt B X IR 4 32 0.00(0.29) 0.00€0. 00) 0.73(3.16) 14.03+5. 66 2.84+1.84
TE 5 G HEXT BRZH LA, 2 P<<0. 05(z K3 24 P<<0. 05 (BR RT3
®2 AEFEHARA EH IL-6.1L-17,1L-23 RF.CRP WEL R LB [M(Q)]
FERHGY)  n 1L-6(pg/mlL) 1L-17(pg/mL) IL-23(pg/mL) RF(U/mL) CRP(mg/L)
<50 19 16. 87(43.79) 0. 00(2. 00) 6.87(16.82) 120. 00(453. 50) 26.30(39.11)
50~60 20 21.58(47.60) 0. 00€0. 00) 5.94(23.29) 345.00(684. 00) 14. 30(35. 64)
=60 21 13.19(46. 60) 0.00(0.00) 6.12(17.11) 258.00(449. 30) 27.60(36.30)
3 i ® AR S BCEBRTY A & B IL-23 5 1L-17 A

IL-6 AT HL0 5619 JCE 4, H S 8O O 8 B 45 1
HLH 55 125 B R 1 2 Bl /K F AR G, TL-6 55 [ B G g R R
BEYIEFR M IL-6 3 f 4l 7 7T LLZE i RA 5 19
TR B K TL-6 3 ) 35 B Ik B A0 A 1 B A AR 3
RE B Al A0 f PR B4 A= s AT 42 30 4 M I Bl 2 . AR T 5%
TGS RA B35 TL-6 1)K 7 UH i & e e o HR 4, i o5
HE—H U IL-6 25 T RA M % M B ad 72, 5 A0 56 i B 52
WY&,

TL-17 J&—Ff S B T 40 17 CTh17) 40 43 3 1 48 1k
4N B L TL-17 FT LA IS8 00 -1 40 B 14 43 b 5 0 Ak AT AR
R B3RS s Koenders 4850 % BBH 1F 26 5 48 &L 11-
L7 (¥ A AT AR 564 0 b e B B AR RR B L TL-17 B R
SN FH S 5 T 00 G 94 A0 D K AR S 94 40 L 7 A R 4 A0 B PR
e A R | B i R S N SNBSS PN vy e B A i R o
HBWEIR S R ORI R B SR  E AR 2 5 1L
17 2 5 v PEoRL 40 B0 09 385 58 0GR RS A6, 068 o R 40 B 1
FTRBISER. 78 RA BH ME A &K/ 1L-17, 3%
WIHAE RA L RIEEEERS . RF Z2—F A SHk.
RA B35 M2y 1020 1 g FE AR N #8 A7 76 7 248 RA 1) B 41 g 52
R TEARVERY S HUR S G 1Y 1eG 5U7E EB W IER T . T &
BRI RF, RABHEWHRE ™ ERE RN B BIRRE,
Gy Pl R AT HMIEAR % 0 TgA Fi IgM 2 RF R0H R4k
T RE ¥ #8778 RATES), BE Rk AR . AUFREY
RA 2 RF IL-17 ¥y F@ X 4, H RF 5 1L-17 /KF 2 IE A
KA TL-17 KFAE 2 5 388 I 1T AU B 5T
RA [y P B 17 3k B 100 HL 38 S e T 92 995 1 3% s AR 2 T A
RA &S00 S5 40 . IR IR IRAE 1297 RA 14 [6] B 17 2% 18 AF
LETIET PS8

IL-23 2 —Fp B Z A R 7. 26 RA [ & 0% fB 083K
1 kAR, 1L-23 nf i & Th17 40658 adf 340 e o 40
M 1 A% B T kB 52 R0 Ak BT I 5 (RANKL) ) 38 1 A5l 21
A0 M N B A0 M A5 7 A A R 1L-6 . 1L-8 . Fll PGE2 . i 1 I
b T8k R A DY, RANKL A {2 A 2 5 18 4k 48 i 1 % 2k

HAEFTE RA M & 5 i F v ke 81 209 /8 AL TL-23 Al &
Th17 40 jfd 7= A= 11-17, IL-17 T2 98 TL-1, i 98 3K 8 B F-o
(TNF-o) il RANKL fy A= B, 5 & 5 30 4= il R0 28 5 19 ik
W, IL-23 W LA F A5 56 5 5 B SR B T 3(STAT3)
BB IR Ak o R AT AR o TL-17 #0400 L TL-23 B AN RE IS S0 1R
T kA M 46 Th17 4 EXF Thl7 Y 4e R4 3 RAEZ
Ja WS R A S R R R E B AT 534 IL-17 W5 s
SRR T 5 T W IR ST Ak 0 7R AR TL-23, i — B SN i
HE G REDT . AHETE L5 R W] RA R 4L 1L-23 1y /K F w5 T f
BEAS B 20 5 o B — 2B B0 1L-23 76 RA & 4 & JE S/
2 T B FE LA I L3 TL-23 2K P 6 I PR ) BT RA 1 B
WA B B — 38 19 5 % M 8 - [ st W] L%l B s R A A 77 3
F W 4y — i T B

CRP 7 AL 3 B ARG, 24 41 2152 3 00 475 Bk 2 e Uk
e g | 2 i 4 SN IS 0] 2 7 T CRP & 48 1 R 3o
R B 2 PR R N 8 2 — . CRP F 5 1l W] A 0% b T 3% 30
BN EEM K. S RABRESMEMWEE LEEIEM
¥, ABFFEFEY RA B FH A CRP K& T HE ) i, H
IR AR ARSI IR T A Y R RE K R I W 4% 9 1 AR A B AT —
EMS M E.

RAZEMZMAME T REER TS50 A & 50K
W5 B AR ILE A IR S 5 R E AW, ARBFIEMN
RA JBAE M RIE R R R B HERZTE k. W T RA WA A
K R I A A = b 4n i 7 TIL-6 . 1L-17 . 1L-23 fY
EEFREO M E T RF.CRP K. KL Z It B H 34 T
RF 5 1L-6 ,1L-17 . 1L-23 .CRP {4 36 P , 188 52 ff 52 Al 5 (9 52 56
BOHE RN GE 3T 2 o O 45 RAF T RIS Mg e . hatk— 25 A
RA W) &R HLHIR AL T SC0 AR B L I8 RA i 391 11 B K% 1 IR
BT RAL T S H 5.
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