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KL 45 FR .
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5, APIRIT RIS TR ORI (A 1 LR FBC X ¢
R, SRR X2 A5, 78 B 2[R AH D& A AR
JH Spearman .2k AHC 73 HT , P<0.05 °h 22 7 A Gi it
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2HBAEMER . . R BHEsa E A
(HbA1C) AT HEE(BMI) -2 50 Ik [T (MAP ) 45 %%
BTG 222 5 (P>0.05) , AR ek, Wk 1,

F1 2HEBEMEAREER (T+s)

n SRR (4E) FRE () Hgb(g/L) BYE(%) BMI(Kg/m®>)  HbA1C(%) MAP(mmHg)
RITH 36 11.73+2.12°  52.3328.61° 103.42+8.54" 20(55.6)° 25.1624.27°  7.10£0.91°  106.36+19.59"
XTHRZH 35 10.91+3.40  51.54+10.27  101.70+£10.63 18(51.4) 24.72+5.08 6.83£1.17  103.13+21.85

1 5xF IR He A, "P>0.05

22 BITH TR AR A ALIEAR LR

TRIT AL 5% L B ERYT T Ser P VB RESRE A |
CHOL.TG W i 7 T BE4H , £ 1E Ca Alb B AR T
fdt 2 (P<0.05) ; 1R)T )5 2 48 3# CHOL.TG %A
ST TR R (P<0.05) ¥R 7240 F B BT IR (P<0.05) 5
2 HHEH Ser KEIE Ca P EGBETEFL  Alb BHRYTHIZ
LG L (P>0.05), WLk 2,
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24, Klotho £ 1B AL TR AL (P<0.05) 3697 5
2 155 FGF23 \ TGF-B1 NF-kB /R H & & ik
ST HT R FE(P<0.05) , ¥R Y7240 F B Wi (P<0.05) 5
BTG 2 B Klotho FHBIAITHIY EF (P<



%2 INORIRAE - PS03 X6 PR B 3 T 4 A0 A= K PR 23—Klotho il 2 I /75 A6 114 52 1
R2 3ALEWIBRIER (7+s)
. Ser W IE Ca p CaxP Alb CHOL TG
(umol/L) (mmol/L) (mmol/L) (mg/dlL?) (¢/L) (mmol/L) (mmol/L)
v 36 BIFHT 213.61268.24° 201052 1.69+0.36"  42.35x17.27° 35.17+¢8.32° 5.80+2.14°  2.17+1.36°
BITIG 2152846673 1.9820.49  1.57+0.52  40.77x18.49 34.70+9.04  4.45:1.31%% 1.41x0.82°4
—— BITHT 220.51+61.17°  2.1020.39°  1.45:0.63°  40.18+16.90° 33.71x9.97° 6.28+1.80°  2.04x1.52
WITIE 218.32+59.80 2072052 1.56x0.39  42.51x17.14 35.05£7.62  5.06+1.53%  1.79+1.16°
fa e 35 71.27+20.31 2.33:020 107034  2830£10.73 45.67+4.81 4.67x1.42  1.34:0.72
0 SRR L, "P<0.05 5 5 RIZLA YT AT HLER , 2P<0.05; 5% BRATIRYT 5 H A, 4P<0.05
F3 3 HEHEXIEBIREB (T£s)
. Klotho %5 1 FGF-23 TGF-B1 NF-xB iPTH JREFER  CIMT
(U/L) (ng/L) (pg/mL) (pg/mL) (pg/mL) (g/d) (mm)
e 36 BITHT 93.44+17.38°  115.67+50.89° 45.78+11.53" 389.28+41.92° 100.87+50.29" 3.14+1.21" 1.2320.03
BITIE 125.99£18.67°4 85.70+30.4344 26.24+10.07°4 278.61235.17°4 103.18+48.01 2.530.71%4 1.2020.024
— BITHT  97.10£14.29°  110.97+55.03° 43.61x14.83" 378.53243.09° 97.15+53.60° 3.47+1.05° 1.2220.05°
WITIE 109.11£13.92A  95.74+34.61%  33.59+11.72% 309.16237.45% 101.93+49.78 3.06+0.91° 1.4320.04°
R4 35 170.66+15.80  18.75£7.96  15.70£7.33  75.30+11.27  42.42+2590 <0.015 0.72+0.21

1 SR AL, P<0.05; S RIZLIAYTET H AL, 2P<0.05 ; 54 TRZ1 VAT 5 Ui, 4P<0.05

0.05), 3677 40 T B 2 (P<0.05) ; 16 JT iR IT 5
CIMT % FEZH B ik, ZRAZitE L (P<
0.05);2 H G iPTH BIRIT I 2 7 TG it27 8 X
(P>0.05). W% 3,
2.4 CIMT 5 HAHets i) 35 47 69 48 & M

DN 55 CIMT 5 R & 1€ i FGF-23 /K52
1EAH G, Spearman AH ¢ R %073 51124 0.184(P<0.05)
0.169(P<0.05), 5 Klotho & 1 5 1 # 3¢ , Spearman
HE R BUCN-0.298(P<0.05), 515 AF# \HbALC
BMI.MAP .CHOL.TG JCAHX:1E
3 it
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(CKD-mineral and bone disorder, CKD-MBD) 7£Ifil
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WrhREZEN, S5EEET YR, FCF23
Bl B /N ERUE T R A ARG I, 7 CKD A9
BrEc(CKD2 .3 #), H 2= AE s \PTH  1,25- %%
2R D3 R IR MU Z AT, I IE FGF23 JK-F
FLEL BN, e CKD-5 HILUG , FGF23 HY/K B
2R EMERRE AR 100 504 L, IRk, FGF23 FH@al
YERT CKD A A8 HRY, FCF23 it 54
2H 20 1Y RN AT 4 40 e A K R F 32 AR (fibroblast
growth factor receptors, FGFRs) %5 &, JE M I IG T iF
5T, A =AY ATEE . FOF23 7E A B A
- Klotho £ 1R~ 4100 B X e 1 66 1) Ei IR
PEFEPRBEHE . FGF23 5 FGFRs 454 i 2 Klotho
25 Klotho 2 2R FGF23 /5 Z R IG (LT b
TR 10, SEARIESY & B, FGF23 Fl Klotho
FHAMUZE CKD BHSBEACHRIE ST, Fefis s
O A RGEI DIAH G, Klotho BE ELEEND il
5 A AL AE T U LA 45 A , BELAS 0t A7 F- ¥ L4 e
] i A AL . CKD B3 A 45 T 2 5 Klotho
B =R HIEMSE, 72 CKD B3], Mg AR i b
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g AR ZEEL s P BH B BRI IS TGF-B1 . NF-«B

Eri LR E A B (P<0.05), STRAT TS0 S 5045 A

— I, HXF B Ser KLIE Ca P EGEESEFN Alb

iPTH 7K-F- TG 2 iksE  (P>0.05). FRATT & BN IEZH

CIMT # A 4LBF B S 384 ) (P<0.05) , s FLRE ARG T T

Afese I ML r PR, Ay A S

P F8 4 CIMT 34252 BB, Wi FGF23 B

1 F I, Klotho 7K~F-BH & 755 (P<0.05) ,Spearman #H

KRB BN CIMT 5 FGF23 K FE2IFEM XL, 5

Klotho & 17152 5AHIC , I FH-2: 0 2 1] fiid o v

FGF23-Klotho fligl 5 M4 E5k , Horh ki 5 TCF-B1/
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Preliminary Pharmacokinetics of Anti HIV Chemical Composition DB02 in Rats

QI Huan', ZHAO Gaoqiong™**, LIU Hongbin***, CUI Jiali***, ZHANG Peipei®**,
ZHOU Yijia>**, HE Yanping’, WANG Jingkun®?**
(1. College of Pharmacy and Chemistry, Dali University, Dali 671000, China;
2. Yunnan Bai Yao Group Innovation and R&D Center, Kunming 650111, China;
3. Drug Safety Evaluation Center of Yunnan Institute of Materia, Kunming 650111, China;
4. Yunnan Province Company Key Laboratory for TCM and Ethnic Drug of New Drug Creation, Kunming 650111, China;
5. Key Laboratory of Medicinal Chemistry of Natural Resource, Yunnan University, Kunming 650091, China)

ABSTRACT: Objective To establish the measurement method of DB02 in rat plasma by HPLC -MS/MS, operating the
pharmacokinetic studies of DB02 in rat after tail vein injection. Methods Six Sprague Dawley(SD) rats divided into male and female
were administrated by intravenous injection of a solution DB02 1.004mg/kg *bw, rat retinal venous plexus bloods were collected at
different time points, the drug concentrations of plasma were determined by HPLC-MS/MS, calculating the main pharmacokinetic
parameters by DAS2.0. Results The method exhibited a linear range of 4.60~930 ng/mL for DB02 in rat plasma, the lowest limit of
quantification (LLOQ) was 4.60 ng/mL. (S/N=10), to study recoveries, precision and accuracy of DB02 QC for 13.6, 123, 923
ng/mL, each concentration’s recoveries were above 90% , intra—day and inter—day precision were less than 15% , accuracy was
93.34%~102.51%, to meet the chemical drugs non—clinical pharmacokinetic study technical guidelines’ requirements. Pharmaco—
kinetic parameters of DB02 in rats were as follows: C,,=(513+69)pe/L; t,,=(33.4+5.3)min; AUC (,_,=(8. 15+0. 06 )mg/L *min.
Conclusions HPLC-MS/MS was simple, rapid, accurate, and able to meet the pharmacokinetic repuirements of DB02 in rats. After

1.004mg/kg single intravenous administration of one single dose, distribution of DB02 in rats showed one compartment model.

KEY WORDS: HPLC-MS/MS; plasma concentration; pharmacokinetic parameters; non—nucleoside; reverse transcriptase
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Effect of Tanshinone Capsule on the Axis of Fibroblast Growth Factor 23—Klotho
and Vascular Calcification in Patients with Diabetic Nephropathy

SU Baolin', CHEN Gangyi', LI Jing®
(1. The First Affiliated Hospital of Guangzhou University of Chinese Medicine, Guangzhou 510405, China;
2. The Affiliated Hospital of South China Normal University, Guangzhou 510631, China)

ABSTRACT: Objective To observe the correlation of fibroblast growth factor 23 (FGF23), Klotho protein and carotid artery
intima media thickness (CIMT) in diabetic nephropathy (DN) patients, and discuss the effect of Tanshinone capsule on vascular
calcification. Methods A total of 71 cases of patients with DN stage 1V, were randomly divided into treatment group (36 cases),
control group(35 cases). All patients were treated with basic treatment, and the treatment group was added with Tanshinone capsule,
after 3 months, serum creatinine(Scr), calcium(Ca), phosphorus(P), serum albumin(Alb), total cholesterol(CHOL), triglyceride
(TG), intact parathyroid hormone (iPTH), serum FGF23, Klotho protein, TGF-B1, NF-kB, 24 hour urinary protein quantitative
and CIMT were compared between the two groups, and selected 35 healthy volunteers as healthy control group. Results The
treatment group had lower levels of CHOL.TG .serum TGF-B1 NF-kB.FGF23 and urinary protein quantitative, higher levels of
Klotho protein, can inhibit CIMT thickening, the difference was statistically significant (P<0.05). Spearman correlation coefficient
showed that CIMT was positively correlated with urinary protein quantitative and FGF23 levels (P<0.05), negatively correlated with
Klotho protein (P<0.05). Conclusion Tanshinone capsule can reduce CIMT and inhibit vascular calcification by regulating the
FGF23—Klotho axis, may be associated with TGF-B1/NF-«kB pathway.

KEY WORDS: Tanshinone capsule; diabetic nephropathy; fibroblast growth factor 23; Klotho; vascular calcification
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