Namaste everyone,

I am forwarding the M&M review of the week. 
Mortality and Morbidity review

Two patients of Road Traffic Accident (RTA) were brought to emergency at around 10:00 am when everyone was preparing for the regular staff-meeting.

First one was a lady of around 35 years with complain of pain in the right shoulder, with pain in back, vitals stable, walking talking, with rt.clavicle fracture. Managed with inj.diclofenac 50 mg im stat. and opening iv line and RL 1 point slow. Afterwards b/l shoulder fixed with figure of eight bandaging and referred for x-ray of chest and for needful as the expenses were to be covered by the bus owner. 

I am going to discuss the next patient in detail.
A lady around 45 yrs old was brought to the emergency with history of Road traffic accident and crush injury of the left leg. The patient was shouting due to back pain. There was no history of LOC, vomiting, abnormal body movements, hemoptysis, bleeding from nose/mouth/ear. No h/o bladder/bowel incontinence, no h/o passing blood in urine/stool.
On examination:

Primary survey:

PR-80/min,regular bp-120/70, RR- 20/min, temperature- afebrile to touch, conscious, talking
Secondary Survey:

Raccoon eye on rt side with swelling over malar prominence

There was crush injury of left leg with compound open fracture of the shaft of both tibia and fibula with blood oozing from the wound . Ant.tibial pulse was palpable but dorsalis pedis and posterior tibial pulses were not palpable with neurologic defict distal to injury.
Chest- Chest compression was positive with crepitus on right lower chest. B/L equal air entry with B/L NVBS ( bi-lateral normal vesicular breath sounds), with no added sounds .
CVS- nad

P/A- Soft, nontender, no organomegaly, tympanic note all over the abdomen.

Pelvic compression- positive, with multiple road rash on B/L buttocks and rt.flank. withour obvious fracture or per vaginal / per urethral / per rectal bleed
Thigh compression was negative on both side with minor echymosis on rt upper thigh/groin.

Management:  two 16gauge canula were opened and 2 point RL(500 ml each) was given fast. Inj.Diclo, Inj.TT, Inj.Ceftriaxone 2 gm iv stat an ing metrondazole 400mg iv stat was given along with primary survey. The crush injury was thoroughly cleaned with NS and betadine and pressure bandaging was done with splinting. (it took about half an hour for toileting the wound and for pressure bandaging and splinting). A private jeep was arranged for transfer of the patient to higher centre. 
After pressure bandaging the dorsalis pedis pulse became palpable

The patient was still complaining of pain in back so inj.tramadol 50 mg iv stat was given.

RL was continuously given from both iv line at around 500ml per 2 hrs (from each line)

Then examination of the back was done with log roll technique with 3 persons rolling the patient, one stabilizing the c-spine and head, another person rolling the pelvis and the next person rolling the leg and stabilizing the wounded leg.

There was no swelling , deformity , tenderness in spines, there was b/l equal air entry in posterior lung field with B/L NVBS, with fine crepts in rt. lower chest

After about half an hour of arrival, the patient all of a sudden stopped talking and then she started to gasp for air. On examination there was no air entry on the rt side of chest with normal air entry on the left side. 

With suspicion of tension pneumothorax, a 16  gauge needle was put in the rt. second intercoastal region in the mid clavicular line. No gush of air could be heard and there was still no air entry on the rt. lung field. Then again the procedure was repeated with another needle at a distance from the first one and was connected with water seal but no air was seen bubbling through the water.
Bag and mask ventilation was started. The air entry improved on both side with coarse crepitations in the rt.lower zone.
Bp became unrecordable and the radial pulse was absent, central pulses were palpable.

We increased the flow of fluids from both the I.V lines to very fast.

We cut open the outer layers of the bandaging of the leg to see if there was significant blood loss but there was only minimal blood loss.

Bag and mask ventilation was continued and the fluid was given fast from both the iv lines but patient gradually worsened and the central pulses were also lost.

CPR was started with 15:2 chest compression:bagging.

After about 5 minutes of cpr as no cardiac activity was noted inj atropine 1mg was given, cpr continued , after 2 minutes of cpr no cardiac activity noted so inj.adrenaline 1mg was given. 3 cycles of atropine and adrenaline was given with cpr but there was no sign of cardiac activity. 
B/L pupils were mid-dilated and fixed, no corneal reflexes, no pulses and no spontaneous cardiac/respiratory activity.

As our ANMs, H.As and lab techncian were not trained with CPR  we took the opportunity to train all our staffs with effective CPR techniques.  

Officially the patient was declared dead after about 25 minutes of cpr.  

On examination there was abdominal fullness with bluish hue in the skin of the upper abdomen  with upper abdomen tense and rigid s/o ? intra-abdominal hemorrhage sec. to  ? liver laceration.

Another hypothesis for sudden respiratory distress and decompensation is pulmonary thromboembolism secondary to fat embolus from crush injury of the long bones.

It was a good team effort but despite of that we were not able to save the life of the patient.

Post mortem was done in district hospital but the report of autopsy is not known.

Problems identified by me: We didn’t had ready-made splints, we didn’t had electricity so oxygen couldn’t be given on time, we lacked X-ray facility so, chest x-ray couldn’t be done,  we lacked ecg facility.
Questions: Where there any chances that we could have saved the life of the patient? What was the probable diagnosis/ problem with the patient? Why do you think that patient decompensated so rapidly? If it was due to intra-abdominal hemorrhage sec.to liver laceration or if it was due to pulmonary thromboembolism due to fat embolus from the crush injury of the long bones, was there anything we could do in a primary hospital like ours to save the life of the patient? 

Hoping for your comments and suggestions.
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