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Bl PRI BAAE 2 H 7% ( diabetic ketoacidosis, DKA )
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BE B Ktk EA7EE (HDF) B85 346 T xhbe Jm BASEBR ' & (DKA) B % e B2 P & X E B F
FaRe Bt E KPR A . Fr ik 100 4] DKA & 2 A K % B 20 Fo UL B LA, 4540 50 4], 2 40 % % 39455 DKA %
BT AR SR B B A HDF 3607 UR A HDF BG5S T # Rk il i, TR A2 B, Aml 2 A
BITATE St (FBG) #fmsrk & (HbAlc) fefLAt (Lac) . ZHAL#K L& A (CO,CP) \pH 14 SR EA 4Kk 5
¥%E (APN) .C L %@ (CRP)Fo TNF-a K-F, &R %57 /5, W4 FBG HbAlc Fo Lac R -F4 3¢ BB 4L F 5 9]
2 (P<0.05), 2% 4% CO,CP AK-FF%(P<0.05),pH 1Ak £ E% (P <0.05), b5 x84 ik, L5 40 B 4k
A1 fe pH 82 EBT A3 B E 4542 (3 P<0.05) . #%57)5,2 A% % CRP = TNF-a K F BAK(P <0.05) ,APN &
#&(P<0.05) ; BULE 2 CRP F= TNF-a K-FA& T3 B840 (35 P <0.05) ,APN /K- & Far B8 (3) P<0.05), %
o iR BT R IR AL &)t T AL A 2L 1K DKA B % ks 2] B8 P & B2 KRR E
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Effects of HDF and ulinastatin on inflammatory factors in DKA patients LI Pu, WU Wei, SUN Chen-bo'
Jie, WEI Jing ™. The Second Affiliated Hospital of Air Force Medical University, Xian 710038 , China
Abstract Objective: To investigate the effects of hemodiafiltration ( HDF) combined with ulinastatin on blood glu-

, ZHAO

cose, acidosis, inflammatory factors and adiponectin in diabetic ketoacidosis ( DKA) patients. Methods A total of 100 ca-
ses of DKA hospitalized in our hospital from March 2014 to January 2017 were selected as research objects. All of the pa-
tients were randomly assigned into control group and observation group, with 50 patients in each group. All of the patients
received conventional therapy after admission. Patients in the control group received HDF treatment on the basis of conven-
tional therapy, and those in the observation group were given HDF and ulinastatin simultaneously. The course of treatment
was 2 weeks. Before and after treatment, the fasting blood glucose (FPG) , glycosylated hemoglobin ( HbAlc) , blood lac-
tate (Lac),

(CRP) and tumor necrosis factor-o ( TNF-at) in two groups were detected and compared. Results: After treatment, the

carbon dioxide combining power ( CO,CP), pH, urine ketone, adiponectin ( APN), C reactive protein
levels of FBG, HbAlc and Lac in the observation group decreased more obviously than in the control group (P <0.05).
The levels of CO,CP in both groups increased (P <0.05) , and the pH value returned to normal (P <0.05). As compared
with the control group, turning-to-negative time of urinary keton and pH recovery time in the observation group were signifi-
cantly shortened (P <0.05). Afier treatment, the levels of CRP and TNF-o in both groups were increased (P <0.05) ,
but those of APN in both groups were decreased (P <0.05). The level of APN in the observation group was higher than
that in the control group (P <0.05), and the levels of CRP and TNF-o were lower than those in the control group (P <
0.05). Conclusion: Hemodialysis combined with ulinastatin can effectively reduce blood sugar, correct acidosis and allevi-
ate inflammatory reaction.
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HbAlc K ER TG H =X (P >0.05), 14
J7)5 .2 4L E 3 FBG fil HbAle 7K1 i 2 F & (14

P <0.05), H WAL L I BACF XL (P <0.05) , UL
#=1,
*1 24 %% FBG fn HbAle ATt (% %s)
FPG (mmol/L) HbAlc(% )
@R o T = T
BT AT BT S B IT T BT S
stEEze S0 17.0£5.3 7.7+3.2°  11.9%2.8 8.2+1.3"
WA 50 17.1+6.6 6.6+2.8"" 12.1+3.3 6.0+1.3*"

T BT ATIAR, T P <0.05; 5 3RS 7 G R, P <0.05
Lac, CO,CP #= pH K -F JRJ7HI,2 HAEH
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CO,CP 7KV T, pH EMK S IEH (P <0.05)
BITE , MR Lac 7KF-B1 WA T BR4H , CO,CP K
P S T R (B P <0.05) 111 2 4 pH A It
B, IG5 (P >0.05) Lk 2,
%2 24 A% Lac,CO,CP fu pH ff th 3¢ (% xs)
Lac ( mmol/L)
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& 97 A BTG
x4 50 15.2 3.1 5.2+2.0°
WL 4R 50 14.4 +3.4 3.2+1.2""

CO,CP (mmol/L)
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B 9T AT BTG
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WAL LE 50 6.9+1.9 22.4+5.1**
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E BRI, TP <0.05; 5 A RS T B, P <
0.05
JRER AR AR T Ao pH AE 2] SE B JA] ST AL
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%3 24 BFREKEAS pH EHEHFI LA (h,E 25)

28 31 1] Jr BR AR 3% T pH 12| &
% BE4H 50 38.0+8.2 2.2+0.9
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APN CRP #= TNF-a KF JGY7HI,2 4l FH
APN CRP F TNF-a 7K L 2 R LG5 X
(¥ P>0.05), J&IT)T,2 4HHH CRP il TNF-o 7K
I AR, APN K- B 2 A (3 P <0.05) . ¥R
S7 )5, WLEL4H CRP Fl TNF-o 7K -1 5 A X6 A 41
APN ZKF-BHIE & F X IE (3 P <0.05) , L3 4,
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£4 24 E# APN CRP #2 TNF-a A F b 5 (% £5)
2031 4 APN (pg /mL) CRP (mg/L) TNF-a (mg/L)
- ! ! S P S S S >~ a2 S
BT AT B BT B e W8 IT AT BT e

2t 18 40 50 8.2+2.4 12.1+3.2° 13.4 5.0 5.1+2.5" 3.8+1.6 2.1+0.9"

A48 50 8.0+2.4 13.3+3.0** 13.0+3.8 3.1+1.3** 3.7+1.3 1.6 +0.9**
E. 5B RTILER, TP <0.05; 5 A BB T B E FP <0.05
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W R BT DKA H A7 AR 4 B &
P JRE , FEE TN CRP TNF-o 25 1fiL 35 48 5 R F 7K
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EIEAHIC, CRP S5 AR s 1045 s 728 04 9 P 2 2%
IS APN A S —Fh i 107 40 i D9 5, i) LAfR
EAE NG, 350 R 5 R BURE , R AR Pia))
FREEAL PR o APN 35 & 48 T I S2 45007, &
PEVUIAEIT, TR APN IfiLAE B % — RS fEA CRP,
TNF-o 255658 TR FRTHE
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