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mmol/L D-#] 2 4% Al % 29 B 4 3 BB, 30 mmol/L D-F A B st w12 4 k% B m AR, vl 25,50, 100
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Abstract: Objective To explore the effect of dexmedetomidine on the hyperglycemia-induced podocyte in-
flammatory response mediated by the phosphatidylinositol-3 kinase (PI3K)/protein kinase B (AKT)/mam-
malian target of rapamycin (mTOR) pathway. Methods Human glomerular podocyte (HGPC) was cultured
in vitro,and a diabetic nephrotic model was established with 5 mmol/L. D-glucose-stimulated cells as control
and 30 mmol/L D-glucose-stimulated cells. The model cells were interfered with with dexmedetomidine at 25,
50 and 100 nmol/L,and cell viability was determined by cell counting kit 8 (CCK-8). Screening for optimal
drug concentration. The cells were then divided into the normal glucose group (D-g group) ,the high glucose
group ( H-g group). the dexmedetomidine group (Dex group), the activator group (A group), the
dexmedetomidine+ activator group (Dex—+ A group) and the dexmedetomidine + inhibitor group (Dex—+ Y
group). After 24 h of intervention, cell migration number, tumor necrosis factor-a (TNF-a) ,interleukin-18,su-
peroxide dismutase (SOD) ,malondialdehyde (MDA) ,autophagy effect protein (Beclinl), microtubule-associ-
ated protein 1 light chain 3-11 (LC3 1l ) and PI3K/AKT/mTOR pathway protein levels were measured. Re-
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sults Fifty nmol/L dexmedetomide was the optimal concentration to interfere with cell viability. The cell via-
bility, Beclinl, LC3 I , SOD, p-PI3K, p-AKT and p-mTOR levels in the H-g group decreased compared with
those in the D-g group (P <C0. 05), while the cell migration number, levels of TNF-a, IL-18 and MDA in-
creased (P<C0.05). Compared with those in the H-g group.,the cell viability,Beclinl, LC3 Il ,SOD,P-PI3K, P-
AKT and p-mTOR levels in the Dex group and the A group increased, while the cell migration number, TNF-
o, 1L-18 and MDA levels decreased, with statistical significance (P <C0. 05). Compared with those in the Dex
group,the levels of TNF -a,IL-18 and MDA in the Dex+ A group cells reduced,SOD levels increased, cell via-
bility increased,and cell migration reduced, with statistical significance (P <0. 05). Compared with those in
the Dex group,the Dex+ Y group showed increase in TNF-a,1L-18 and MDA levels,a decrease in SOD levels,
a decrease in cell viability,and an increase in cell migration,the differences were statistically significant (P <<
0. 05). Conclusion Dexmedetomidine can promote podocyte autophagy in hyperglycemic environment by acti-
vating PI3K/AKT/mTOR pathway,and inhibit cell migration,inflammation and oxidative stress damage.
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1.2.2 S AETHAME 7 2y kg i BOER
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30 mmol/L D-%j % 5 + fe il & Wk B2 A7 L HE K itF 47
AbFE; A 4% 30 mmol/L D-#j % 5 + 10 pmol/L
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Assivm /Ao —wpm X 10020,
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(F10% MRA 1L )600 pL, FUEAT 24 h K525 % b
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mmol/L % %3 BF + 100 nmol/L 47 3£ FE bk F &b B 1
HGPC 4l 3% 7743 51K (100, 00£7. 54) % . (29. 41+
2.98)%.(32. 73 £ 2. 21)%. (52. 37 &= 4. 04) %
(56.14£3.98) %, 22 % A e it % & L (F =116. 035,
P<C0.001) ;5 5 mmol/L #j %] ¥4k ¥ HGPC 41 ffl
% 77l #, 30 mmol/L i %5 4 AL 3 HGPC 2 i 3
T, Z R A ST X (P<0.05);30 mmol/L
i %5 HE AL BB HGPC MG 15 30 mmol /L 4 4
BE 425 nmol/L 47 60K E AL B HGPC 41 % 7)
i, 2R L5 i 22 X (P >>0.05);5 30 mmol/L
H A AL L) HGPC 41 M % 77 b #,50 nmol/L 45 3¢
LK E & 30 mmol/L % B +100 nmol/L £ R FL K
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B (P<C0. 05), i 5 55 0 BT 100 48 Mo 05 7 s A3 Y
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SH G FE L (P<<0.05) ;5 Dex 4 H# . Dex+
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Dex+AZR Dex+Y4H
1 AT BT MR (20X)
x®1 EFH HGPC AR P RIERFFELMHE FARELEER (2 Ls,n=3)

215 TNF-a(pg/mL) IL-18(pg/mL) SOD(ng/mL) MDA (nmol/mL)
Dg 4 108.89416. 06 21.1743.01 30.1744.03 6.44+1.46
H-g 4 212. 75417, 45° 88. 488, 37" 8.2441.53" 22,6422, 77"
Dex 4 165.58+12. 78" 55.75+5.63" 17.40+2. 96" 13.13+1.11°
A4 164.28+15. 85" 57.1146.69" 17.20+2. 89" 12.80-1.50"
Dex+ A 24 114. 04413, 92° 20.8542. 96° 28.7443.87° 7.2341.57¢
Dex+ Y #41 210.47411.33° 87.4046. 96° 8.96+1.62° 21.1742. 08°
F 27.880 75.905 29.735 41. 452
P <<0. 001 <<0. 001 <<0. 001 <<0. 001

¥ 5 DgHILE, P<0.05;5 Hg # L. "P<<0. 05; 5 Dex 4 H#.“P<C0. 05,

D-g¢B H-g¢B DexfH AZB  Dex+AZH Dex+Y4H

Beolin-1 MR S0 M B s L 58X 10°

LC3 11 W S s — — 15 10°

Bactin Mee—-G_ N ——— — %10
& 2 Z2EHGPChHEHEARERER

2.6 4541 HGPC # PI3K/AKT/mTOR & #5 A
B 5 Dg K, Hg i HGPC # p-PI3K, p-
AKT.pmTOR FEFKFFEM, 2R WA ZRITFE XL
(P<C0.05);5 H-g 4 L4, Dex 441 A 41 HGPC
p-PI3K.p-AKT } p-mTOR &H KV T & . E 54
FitFE L (P<|0.05); 5 Dex #H %, Dex+ A 4
HGPC 1 p-PI3K,p-AKT,p-mTOR & 1K F T+ & .
ERWH G E L (P <<0.05); 5 Dex 4 M %5,

Dex+Y 4 HGPC # p-PI3K.p-AKT.p-mTOR % 4

KFBEAR, 22 5 ¥ A geit 2% 5 L (P <<0. 05), WL 3,
&l 3,

*2 ZFHHGPCHERBREAKFELE (2 £s5,n=3)
1 5] Beclinl LC31I
D-g 4 1.46+0. 08 2.11740.12
H-g 4 0.2840.03" 0.30+0.02°
Dex 21 0.58+0.05" 1.60+0. 04"
A4 0.580.04" 1.5440.09"
Dex+ A 21 1.34740.07° 2.0970.15°
Dex+Y 4 0.31-+0.03° 0.3540.02°
F 277.134 252. 477
P <<0. 001 <€0.001

5 Dg 4%, P<<0.05; 5 H-g 41L&, " P<C0. 05; 5 Dex 4
H A, P<C0. 05,
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3 &4 HGPC # PI3K/AKT/mTOR BEEBLLE (xL£s5,n=3)
4151 PI3K p-PI3K AKT p-AKT mTOR p-mTOR
D-g 0.1340.01 2.10+0. 14 0.880. 02 2.1840. 22 0.310.02 2.02740. 16
H-g 4 0.14+0.01 0.13+0.01° 0.86+0.03 0.13+0.01° 0.31+0.01 0.11+0.01°
Dex 2 0.1340.01 1.11+0.10" 0.8840.05 1.2240. 08" 0.3220.01 1.06+0.11"
A4 0.13+0.01 1.11+0.13" 0.87+0.04 1.194+0. 14" 0.3240.02 1.034+0.10"
Dex+A 41 0.1340.01 2.0020. 16° 0.8720.02 2.1240. 15° 0.32%40.02 2. 0440, 13°
Dex+Y 4 0.13240.01 0.1340.01° 0.8620. 04 0.1540.01° 0.3220.01 0.1340.01°
F 0. 500 183. 831 0.195 150. 056 0. 320 202. 786
P 0.771 <<0. 001 0. 959 <<0.001 0. 891 <<0. 001

5 Dg AIE,"P<<0.05; 5 H-g 4l 1L#,"P<C0.05; 5 Dex 4L 1% . P<C0. 05,

D-g48 H-g¢H  DexZH AZH  Dex+AfH Dex+YZH

PI3K 110X 10°
p-P13K 110%10°
AKT - -- --. 56X 10°
p-AKT 60X 10°
mTOR 200X 10°
p-mTOR 280X 10°

Bactin W W SR S - < 100
& 3 £ 4 HGPC &1 PI3K/AKT/mTOR BB EHEL®
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FEE L A0 M T S 4 R AR A I R R S
ES I L A BT L DN RS 4N TNF-o 11L-18
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BE 8 o Je) 40 B ST 7 98 s N i g g T Al 3k E AR
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(14 7K - fil 2 B AL A S Ak 7 SOR 2 L e T
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A FE X DN A & S AL i 2547 A0 DG B 58, B 16 A S50
2 8 4 M AR AE A SR 5
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LT WS R AT SR TR E Al A% R il 3 I 40 i
P % 4 % il 405 B DR A 1 TS Ll PR L A
FEWK A2 28 Mt 0 - A — P ik sl FL i B R B M IO B G
IR o2 B R R 2 AR N0, BR 08 m Ad 4 i 58
iE PR B R TR A FE BT R AR T, ELARGE 48 1 A7 L 4T K

FE X AN LAY TR A — s S RIS g
R A7 SEFEIRE RR A 1 O UL A0 M1 R i B g .
FF AR WS AR A G TR E T LR B e A B
LR A M B 0. X DN L R ) R A —
ORI E R . DL RS $ R A 36 HE DK A2 43 5% e 46 i
RAE I RN KBRS . ARBEIR A R A B, = b
R AT HGPC 11 20 i3 1 B A i AN [V BE 11
A FEFCWRE S5 i BT 0 40 S e R R, B
50 nmol/L 47 3 FE Wk 2 T W05 40 M 76 0 fe . v B
FCT B9 40 1% J1 . SOD ., Beclinl , LC3 [ %35 7K F %
1%, 40 3T RS 50 . TNF-o, IL-18 J2 MDA /K JH & .
A RFEWK E (Dex 2D WA %00 7 7 & i xF HGPC
FRTEPR AR T . BT AT 36 4G 0K A2 BB 08 £ 2 R A
VT B A AR W A 20 M RS L A OE SN B Rk
LA A5

PI3K/AKT 15 5 i % 2 5 MUK 48 AiE S i il 48 Ak
PR L RIS DN & R RS VIR G A N
PI3K/AKT 15 538 #% 9 T % 5+, mTOR Rt &
PR B AL B BfE L LT %P 35 Beclin-1,
LC3 1 K744k 5 PISK/AKT/mTOR {5 5 i §& A
o 1R W S A0 e R, B R N
WEETZHEEWE T PISK/AKT/mTOR 5 5 i i%
T4 DN KRR 2 40 B . 8% AR VR 2600 X A2 20 e A T
SR PISK/AKT/mTOR il ¥ 8 % 5 mi 2 40
B WL DR g R I A S T AR g i
PI3K/AKT/mTOR it #% 8 #.0 LA ML 3w, (345 38
FEMK 2 2 15 i i 8 ¥ PISK/AKT/mTOR i % %
FEXT e B 0 3R 0 S A L 0 A S L AR IR ST A
BRI, H-g 4 HGPC W p-PI3K, p-AKT.,p-mTOR
EHKPEE D-g AR, Dex 481 A 41 HGPC f p-
PI3K.p-AKT & p-mTOR #H H K-8 H-g ATt .
E— A A7 EFE K E LAk i A PISK/AKT/mTOR
I O R S CA 2D L AN U7 SOD, Beclinl , LC3
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Prognostic value of preoperative C-reactive protein/albumin ratio in patients with upper
tract urothelial carcinoma after radical nephroureterectomy
WANG Xiangyu,JI Jiayuan ,CUI Teng ,XIAO Jing
Department of Urology .Beijing Friendship Hospital Capital Medical
University ,Beijing 100050,China

Abstract: Objective To investigate the correlation between preoperative C-reactive protein/albumin ratio
(CAR) and tumor characteristics,and the impact of progression-free survival (PFS) and overall survival (OS)
in patients with upper tract urothelial carcinoma (UTUC) undergoing radical nephroureterectomy (RNU).
Methods The data of 219 cases patients who underwent RNU for UTUC in Beijing Friendship Hospital,Cap-
ital Medical University from January 2017 to December 2020 were analyzed retrospectively. The Youden index
was used to determine the Cut-off value of CAR,and the 219 cases patients were divided into high CAR group
and low CAR group. Age,gender,comorbidities, preoperative hydronephrosis, T stage,lymph node stage,lym-
phovascular invasion, pathological grade and tumor location were compared between the high CAR group and
the low CAR group. Kaplan-Meier survival curve was used to analyze PFS and OS between the high CAR
group and the low CAR group. Univariate and multivariate COX proportional hazards regression were used to
evaluate the effect factors of PFS and OS. Results Male ratio in the high CAR group was higher than that in
the low CAR group,hydronephrosis rate was lower than that in the low CAR group,local tumor staging for
T3,T4 ratios were higher than those in the low CAR group,the ratio of high level pathologic stage was higher
than that in the CAR group,lymphovascular invasion ratio was higher than that in the low CAR group,renal
pelvis tumor ratio was higher than that in the low CAR group,the differences were statistical significant (P <C
0.05). The average PFS of the high CAR group and the low CAR group were 35. 4 and 51. 4 months respec-
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