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Effects of parathyroidectomy with autotransplantation on calcium — phosphorus disorder and insulin
secretion in non—diabetic uremic patients with SHPT

CHEN Ya-wei, SUN Xin-zeng,ZHANG Ping, TAO Xin—chao

(Department of Nephrology, Chinese PLA 254th Hospital, Tianjin 300142, China)

Abstract Objective: To observe the effects of PTX+AT on calcium—phosphorus disorder and insulin secretion for non—diabetic uremic
patients with SHPT. Methods:Eighty—four MHD with SHPT patients were enrolled, and their data were retrospectively analyzed. Fifty—two
SHPT patients were treated with PTX+AT and thirty—two patients were treated with medicine. Serum intact parathyroid hormone (iPTH),
calcium (Ca), phosphorus (P),alkaline phosphatase (ALP) and fasting insulin obtained preoperatively and postoperatively were collected
and compared. Results: Serum iPTH, Ca, and P decreased significantly in postoperative period (P<0.05) and fasting insulin began to
increase significantly in one week after the operation (P<0.05). After one month and three months of medical treatment, the level of iPTH and
P decreased significantly.But after six months the effect disappeared, and ALP level increased significantly. The change of fasting glucose
and insulin had was not statistically significant. Conclusion: PTX +AT can effectively decrease iPTH level and regulate the calcium—
phosphorus disorder, so it is an effective operation for uremic patients with SHPT. It can also promote the secretion of insulin.
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SHPT F-ARIEAE : (1)SHPT & I 7™ & 1 Ifs A G
AR, QB SR LTC T B DR S PR BEAE /NS ks
85 (2) LR R S AR L = W IAE .iPTH>800 pg/mL,
HIEMEAEE R D BYRGITTRORAME; (3) HARSS
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JeR VR A, R DRI 0 o

FTA B R R MBS 3 K, BRK 4 h, Il
WOBATHL AR 2R JUHT 4008 s, iBHT#8 A FB130, Ji5
TR 1.3 m?, Bl A R S R B AT
1.2 AR & BEERITA SRS R
D, IEFARAEE T & T A IR B4 800 mg,
RRIMAE KSR ZE 2.0 mmol/L AR, 5 xfifi <55 mg*/dL?,
T HAE = (F LA )PTH>1 000 pg/mlL, 4~6 pg,
HFJH 2 YRBERTIRFH ; PTH 500~1 000 pg/mL, ] 2~4 g,
B 2 Y R AR N oh AR oY, MR RE D7 LS
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iPTH #E— L R#A%, I Ca P 7K B i B 415 (P<0.05),
BEVIARE 1 AH 34 H .6 1~ H Ca P K4 FRR
ARG 1T ALP KRR B & L (P<0.05),
IR . W& 1,

Tab 1 The changes in iPTH, Ca, P and ALP pre-operation and post—operation

iPTH/(pg/mL) Ca/(mmol/L.) P/(mmol/L) ALP/(mmol/L)
AR AT 1 836.47+£645.32 2.37+0.17 2.45+0.24 356.41+27.61
RIGEH 1R 134.15+16.45" 2.21+0.34 2.36+0.38 348.67+30.68
AJE 1 45.64+12.17" 2.26+0.13" 1.94+0.227% 311.61+26.89
A1 A 42.72+13.51* 2.17+0.22" 1.84+0.32"* 293.41+31.02%
ARiE3H 47.71£15.42" 2.21+0.18" 1.87+0.12" 279.58+22.59"
ARG 6 H 53.13£14.26™ 2.18+0.14" 1.65£0.29" 206.39+36.04"

2B HURSS IR GPTH) , 25 I L85 (Ca) , W (P) , Bl BERREE(ALP) SR HT HLER, * Ry P<0.05; 5ARJGES 1 RILEL,* 2 P<0.05

2Ry P, D IRZYIGS Y 1 S0 PLiPTH
IKFHET 7T BB (P<0.05) , Il Ca ALP 7K 45
AR AT TG 2 AL (P>0.05) ;3697 3 A H 1L Ca P,
iPTH /K FESRITRTFEARE A Ge it 5 L (P<0.05),
Ml ALP 7K B i 54 25 (P<0.05) ;1497 6 > H J5i Ca.
P iPTH /K48RG B & 2L (P>0.05) , ALP 7K
SEYRLEI R (P<0.05), W3 2.
2.2 PTX+AT Fe2h4pi697 77/ FBG.FINS 9 %4 F
AR AT 2 4HH#% FBG F1 FINS KFE LB FHM LR
(P>0.05); FARJG 1 JHEE FINS KF-IF 45 ik E4
L SRR 2 5 Gei 3 L (P<0.05) , HEAR
J& 6 A AT AT UL S 2K 3G & L 1 FBG K-

ARl 25WNGIT 4L FBG I FINS KR &4
BEVEA(P>0.05), L3 3,

x2 ZYiAITRIE iPTH.Ca P ALP 58RI
Tab 2 The changes in iPTH, Ca, P and ALP after the treatment of
medicine

iPTH/(pg/mL)  Ca/(mmol/L) P/(mmol/L) ALP/(mmol/L)

JRITHT 1 547.4+382.14 2.35+0.27
BT 1 1048.9+126.6° 2.40+0.39
WIT 3 1248324625 2.27+0.25°
WIT 6 1 1469.3£347.4  2.38+0.24
S BIHUIRSFIRME GPTH) , 25 I M 45 (Ca) , B (P) , B PEBEREE (ALP)
SR #L,* A P<0.05

2.31£0.25  372.63+53.61
2.11+0.22°  367.25+31.02
2.14£0.16" 392.15+£35.27"

2.29+0.19  472.41+36.72°
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&3 PTX+AT BiJ5 FBG.FINS #LL %
Tab 3 Thelevels of FBG and FINS pre—operation and post-operation

FARIBITU YNRIT A
FBG/(mmol/L.) FINS/(mU/L) FBG/(mmol/L) FINS/(mU/L)
byl 557+1.06  17.24+691  545+0.88  19.21+5.37
18 539£125  20.07+5.58"  5.49+1.02  18.74+6.03
11~ H 546145  23.12+4.14"  537x121  20.32+5.62
3MA 559+1.51  26.1246.23°  524+0.81  19.7446.21
615 5.62¢1.11 22242413 5.61x1.16  21.52+7.03

2 WM (FBG ), 25 8 1l 2% B 2 (FINS) , 59697 i LL#, *P<0.05
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ARG 24 h P E RN Rz RS R R T RO 28 A | &F
YT 1A AR, B4 NGRS m Ik
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JR B RS S i e A 2 D Al I 85 KO- e R .
A HAZEXT 1000 IR EEIE B ETT PTX+AT i
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JUHE I ERAR AT =K.

fidi 1 Z HEPL (insulin resistance, IR) Ef8 S &
(R4 2 T S S A 2O P URE AN AR R I R
R LR 1 S I M A ARG, BV IE 3 R A R B R T
T A0, T S ORI 5 Mk DA™ A I
WA AN I — FOIRAS o TR 7R 48R P 1M 0B B
(MHD ) /825 v [ R Sk 5 WL, SCHR 3B 29 50% ~
60% , W1 &b 5 T-{at B K, 4578 MHD B35 fE7E ]
IR Z AR5, RRAERFST & BE IR ZEARAE IR R
£ CKD & ARZR A Ak b AR & 5 2 AE Y,
CKD F1 IR Z[BIFF1EE 52 22 B UIEK & £ CKD )
KRR REFAEF R S0 RAE VEFRAR .
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SNE LA AN PR T LA B SHPT 45 Z2 FL i 52

M) VLR RS &2 2R A2 AR 5 i A% e B IR,
5% &3 MHD SR H232 B Ak =BG Y7 T DA
TIN5 2 A0 , UG I R AU, S S AN
RANSEHG R BTG PELE A R D Sl VR FH TR g 4
MR A S EgEA: & D 24K (vitamin D receptors,
VDR )X & 2850 & A JH T VE S, TR B At
K 1-a—FRAEESZ RN, 1 R 5L R 3l X Sl A AE
bR D R, IR R TEYELEAE R D RS
5T R EEE . 1,25(0H ),~Ds BRFE R BB
5 R A UM BS R >, T 1,25(0H),-Ds G 7 25
AT 3 5 2 A 2 (HFRATTAO 98 & B, AETFAR
YT 5 R A = BERYT IR & IR & R K
O, B REIR TR R D IR T GEIR TR K
SRR 2 D B2 B I 2 I R S,
SRR NTE 1—o FRALREIG P ™ 32 46 1 R
XFF SHPT 3%, 557 MG 44 R D IRIr e
1,25(0H),—D; S Z B89 2 1E , Tk Sph 70 16 1 2
HF D AR — AR R R
TATHFIE LI PTX+AT RJ5 1 FEIF UG5
B IEORETIGZ , HEW 5 R B 40 A P 5 5 1
AL FEE S B RERCH . ARRAET , H4
B 51 ATP/ADP HLE TS, B K 1838 5
PA] , SO P S e A Ak, PR I 4 A6 T T, 465
TN SIS M. S L R R
IR E— N E IR, SZH 5T 48R 2 1
i, 5530 18 7E X — [ 45 A TG HE b A, T T AN
65 ) R 4 e 1 AR 2 ML S B, i I ZE Y
ST AR T IR AR B 40 AR P A 2 v AR Ak ) o
GURFFLERT )0, 2200 5 PTH RS 57K 7 nl {45
0 T 0 AU TR, S S A AR B AS
AT S0 fi 5 28 00 o 358 22 19 PTH R LA 5 ZE 4
BRI, EEARPLHIRTE, WiiRYTY CKD BE
SHPT AJ LA IR 5 28 530k , e i g 12090, 2011 48
BAFHGE, 1 BRSPS MHD 3%, K SHPT 17
PTX TR, RJG 18 &A™ S AR M S0, 4k i &
PHLBH S 1 v R B 2R ML A R R B A
iPTH, R B 40 N 85 5 /K P s AR 4k, 5 B
BRI UWA T, AT PTX+AT J5 091055
R AFDGE LE 5 31 L 605 3 4 R AR TG
52 EAR B AN NS B 1K RO R R
WS, — IS g R, PTH A5 BARANGE
M &1 J] ZH 200 e 2 28 4R, AR FBRAIK PTH KPS
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PR B PN B 40 465 3 1 3 P R0 (B8 %5 5 1Y) DR R
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R T RE -5 IE A T A DG, P e A e T Y
T A (B ) %5 B AT BB VAYT LA S 2 0 AN 2 R
FENERHE PR 1 — RIS AE 7 ik . {EXT T MHD f8%
55 3 T A R O RO B 2R 0 I TS T R TR B R
T R & 2 U, BT AASRE RS MHD B35
(R IR 5 R ARIL , 5 28 4 22 Y 5% 2540 P e i A
B B FARHT T LT AR Aty T 5 A A
— G (RIS, FRATT A RE A Bty L/ IVEEAR 1 [
BT A, ANOXT R A A0 Ml IR R i % R AR AR A Y
AT TS, T — BT R R B 40 M NS
B F KRS G TR A
AT PTX+AT X2 IE JRAFAE SHPT f
R T B E RO, AR YT R
SHPT UGS Y T-BE, RIS PTX+AT Af 3548 w3k
BEPRSG MHD 835 10 M35 1R 5 2 KF-, SRS IR
B 2 A PN B B iV E AR R BUR R R RCR G, S
S M IEARAS MAE R eI PELEAE R D Tok.
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